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SUMMARY

The research effort covered by this report was performed by Pacific North-
west Laboratory (PNL) for the Division of Risk Analysis, and the Division of
Health, Siting and Environment, both within the O0ffice of Nuclear Requiatory
Research of the NRC. The purpose of this effort is to improve the quantitative
information available for use in evaluating actions that alter health risks due
to population exposure to jonizing radiation. To project the potential future
costs of changes in health effects risks, PNL constructed a flexible computer
model, Health Effects Cost Model (HECDM), which utilizes the output of an acci-
dent consequences model (CRAC2) to calculate the discounted sum of the economic
costs associated with exposure to ionizing radiation. Application of HECOM to
value-impact and environmental impact analyses should greatly increase the
quality of the information available for requlatory decision making.

Three major types of health effects praesent risks for any population sus-
taining a significant radiation exposure: acute radiation injuries (and
fatalities), latent cancers, and impairments due to genetic effects. The
literature pertaining to both incidence and treatment of these health effects

was reviewed by PNL and provided the basis for developing economic cost
estimates.

The economic costs of health effects estimated by HECOM represent both the
value of resources consumed in diagnosing, treating, and caring for the patient
and the value of goods not produced because of illness or premature death due
to the health effect. Additional costs to society, such as pain and suffering,
are not included in the PNL economic cost measures since they do not divert

resources from other uses, are difficult to quantify, and do not have a market
value.
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1.0 INTRODUCTION

This report was prepared by the Pacific Northwest Laboratory (PNL) for the
Division of Risk Analysis and the Division of Health, Siting and Environment,
both within the Office of Nuclear Regulatory Research (RES)} of the Nuclear
Regulatory Commission {NRC). The purpose of this effort is to improve the
quantitative information used in evaluating actions that alter health risks.

To fulfill this purpose, PNL 1} evaluated the conceptual and informational
basis for measuring the total cost to society of radiation-induced health
effects, 2) estimated economic costs for the major types of potential
radiation®induced health effects, and 3} developed a flexible computer code for
calculating costs that could result over time due to a single nuclear inci-
dent. As a result of this effort, guantitative estimates of the economic costs
of health effects risks will be available for inclusion in environmental impact
statements for nuclear facility siting and for evaluation of safety-related
actions. The introduction covers the need for health effects cost estimates,
the nature of the radiation-induced health effects, the composition of result-
ing costs, and the scope of the PNL effort. An outline of the report structure
is also provided.

1.1 THE NEED FOR HEALTH EFFECTS COST ESTIMATES

Estimates of the health effects that may result from radiation exposure
are used by NRC in many types of analyses. Unlike other types of potential
accident consequences, such as offsite property damage, a dollar value has not
generally been ascribed to potential health effects. This is in part due to
the relative lack of economic models and data for the costing of health
aeffects. A number of recent efforts have substantially improved the economic
data in this area and this present work offers an economic model,

The lack of economic treatment of health effects has also been due to the
arqument that it is inappropriate, or even immoral, to place an explicit value
on human life and health. This study does not attempt to estimate the value of
human 1ife or health; it estimates the economic losses to society that could
occur due to radiation-induced illness and injury. Although the argument may
be made that property damages and human health effects are qualitatively dif-
ferent, the measurable economic costs of health effects are better included in
risk-related decision making than excluded. Although available information is
incomplete, having it is preferable to having no information as to the relative
magnitude of health effects costs.

The cost estimates resulting from this study have applications in several
types of analyses carried out by NRC. They may be used in developing health
effects impact assessments for the nuclear fuel cycle, in total or in part.
They are needed to evaluate safety goals, especially the benefits of avoiding
health risks. In addition, there are applications in nuclear facility licens-

ing procedures and National Environmental Policy Act {NEPA) related
gssessments.
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1.2 OVERVIEW OF socIETAL{2) COSTS OF RADIATION-INDUCED HEALTH EFFECTS

The value of avoiding radiation exposure, whether for the general popula-
tion or for workers, is determined by the total cost to society that is likely
to result from the effects of exposure. All health effects result in costs to
society because of the resources consumed in treating the illness and because
of the Tost productivity of the affected individuals. These primary economic
costs are referred to as direct and indirect costs. Direct costs include all
costs for treatment, travel to obtain treatment, patient care, equipment and
supplies, while indirect costs are the losses due to the reduced productivity
of the pati®ent or his family. Such productivity losses may occur because the
patient is too 111 to work, the family is caring for the patient, the patient’s
functioning is permanently impaired or the patient dies at a younger age than
would have been likely without the radiation-induced health effect.

In addition to the primary costs of health effects, there are secondary
costs that are nonmonetary in nature. These costs include the value of pain
and suffering; the cost of family members' stress-induced i1lness precipitated
by the illness or death of the patient; the cost of depression or psychological
stress due to actual or anticipated illness. While recent attempts have been
made to measure some of these effects, no rigorous estimates of secondary costs
are available, either in absolute terms or relative to primary costs.

The relationship between the occurrence of health effects and the occur-
rence of economic¢ costs is discussed in Section 1.2.1. In Section 1.2.2 which
follows, the types of health effects that may be induced by radiation are
described briefly. Some of the difficulties in accounting for societal costs
are discussed and the measurement approach taken by PNL is explained in Section
1.2.3.

1.2.1 Relationship of Health Effects to Costs

Three major types of health impairments may result from accidental radia-
tion exposure: acute radiation injury and cancer affecting the exposed popu-
lation, and genetic damage affecting future generations. Each of these may
result in premature mortality, as well as morbidity (illness) and physical
impairments. Most types of acute radiation injuries would become apparent
within a few weeks of exposure and the resulting fatalities would generally
occur within six months. With a few important exceptions such as leukemia,
cancers would not be apparent until ten to fifteen years after radiation expo-
sure and incidence might be spread over the remaining lifetime of the affected
population. The genetic effects of concern would occur in the offspring of the
exposed population and then diminish in frequency over subsequent genera-
tions., As a result of the delayed impact of genetic effects of radiation expo-
sure, the costs of the health effects would be spread over a substantial period

(a) Societal cost includes all monetary and nonmonetary costs, while the PNL
health effects cost estimates include only the subset of costs that are
monetary, or economic, in nature,
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of time. While secondary, nonmonetary, costs would be associated with the _
health effects, they are not estimated and are not included in this discussion.

Although the details are complex, the basic process by which health
effects result in economic costs is shown in its simplest form in Figure 1.l.
The starting point is a population that has been exposed (1) to a source of
radiation at some point in time. Depending on the dose received, and the
period of exposure, individuals may develop acute radiation injuries {2) of
varying severity. If symptoms develop, society incurs direct costs for the
treatment of the illness and indirect costs due to the decreased productivity
(3) of the stricken individual. Those individuals for whom treatment is inef-
fective di® (4) resulting in additional indirect costs (5) to society from the
premature loss of their productive capacity.

Those who survive the radiation injuries, as well as those who were unin-
jured, may develop cancer {6) at some time after the latency period. Both
direct costs for treatment and indirect costs due to lost work {7) accrue to
society as a result of the cancers. For those who succumb to cancer {8}, there

are additional indirect costs (9) of productivity loss due to their premature
mortality.

The portion of an exposed population that is unaffected by, or survives,
radiation injuries would face the risk of bearing offspring with dominant or
recessive genetic damage (10). Health impairment due to these genetic effects
could result in direct costs for medical treatment and indirect costs due to
reduced productivity {11) of the affected individuals and the families who care

for them. The health effects and their economic costs may continue for many
generations.

1.2.2 Description of Health Effects

Three major types of health effects are of concern for any population
sustaining a significant radiation exposure: acute radiation injuries, cancers
and genetic effects. Brief descriptions of the illnesses included in each of
these categories are provided below. Further detail related to the incidence
and treatment of these effects can be found in Chapter 3.

Acute Radiation Injuries

The occurrence of acute radiation injuries among an exposed population is
determined by the total dose, the rate at which the dose is received, and the
quality of the radiation.

A wide variety of biological effects may result from exposure to radia-
tion. The possibilities vary in intensity from negligible or undetectable to
those that are more severe: temporary discomfort, permanent impairment, and
life-threatening effects. Characteristics of the major types of radiation

injuries are given below. For external sources of x-rays, gamma rays, and beta
particles, the dose units "rad", and “rem" are equivalent,.
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FIGURE 1.1. Diagram of Radiation-Induced Health Effects and
Resultant Social Costs
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Prodromal Symptoms - These flu-like symptoms may result from a com-
bination of the effects of tissue damage and anxiety about the ulti-
mate effects of the individual's radiation exposure {Blakely 1968,

p. 35; Dalrymple 1973, p. 192). Symptoms begin within a few hours of
exposure and generally subside in a few days. Affected individuals
may experience nausea, loss of appetite, headache, diarrhea and weak-
ness. Occasionally, individuals receiving a dose as low as 50 rads
may be affected and at doses above 200 rads virtually everyone would
exhibit these symptoms (Blakely 1968, p. 35).

Bong Marrow Syndrome - This process is initiated by whole body expo-
sure of 200 rads or more. There js damage to the bone marrow,
spleen and Jymph nodes which in turn results in impairment of the
body's blood forming and immune functions (NRC 1975, Appendix VI,

p. F-1}, The illness is characterized by infections, hemorrhage and
anemia, which may be fatal alone or in combination. Approximately
50 percent of exposed individuals may be expected to die within two
months of exposure at doses greater than about 450 rads (NRC 1975,
Appendix VI, F-3).

Gastrointestinal Syndrome - At whole-body doses above 600 to

1000 rads, cellular damage may result in gastrointestinal symptoms.
Symptoms include vomiting and diarrhea with severe fluid loss, fail-
ure of food absorption and hemorrhage. Intestinal ulceration may
occur, accompanied by bacterial invasion (Blakely 1968, p. 41).
Affected persons may be expected to die within 10 to 14 days or to
survive to exhibit the bone marrow impairment described above.

Pulmonary Syndrome - Doses of about 750 rads or more (Cooper, et al.
1982, p. 4-6) can result in impaired pulmonary function. There may

be pulmonary infections, and shortness of breath may in turn affect

heart function. Generally, injuries from lung exposure induce pneu-
monitii, followed by pulmonary fibrosis (NRC 1975, Appendix VI,

p. F-3).

Hypothyroidism - This is an impairment of thyroid function which ¢an
be induced by radiation exposure. O0Oral medication is effective and
inexpensive (NRC 1975, Appendix VI, p. 9-13).

Sterility - Radiation-induced sterility may be either temporary or
permanent. For males, temporary effects occur at a lower dose than
for females, but a higher dose is required for permanent effects.
Permanent sterility, in males or females, is unlikely below doses
that are life threatening if whole body expasure is involved {NRC
1975, Appendix VI, p. 9-15).

Cataracts - Doses of 200 to 500 rads to the lens of the eye may
result in formation of cataracts after a latency period that varies
with both dose and dose rate (NRC 1975, Appendix VI, p. 9-18),
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® Skin and Hair Damage - Loss of hair occurs two to three weeks after
external doses in excess of 300 rads. This is Tikely to be temporary
unless the dose exceeds 600 rads {NRC 1975, Appendix VI, p. F-13}.
The skin may also be affected by doses in this range, resulting in
radiation dermatitis. This condition has levels of severity compar-
able to first, second and third degree thermal burns and in the most
severe cases {due to doses of over 2000 rads) can result in permanent
skin ulceration (Prasad 1974, p. 240-248). Survivable whole-body
acute doses are uniikely to cause more severe injuries than hair loss
and skin reddening.

® Prenatd! Injury - The radiosensitivity of embryos is very high,
resulting in deaths from doses as low as ten rads. Most such deaths
would be unnoticed due to the early stage of the pregnancy. In later
stages of development the fatality rate decreases but the probability
of abnormalities increases. These generally take the form of growth
impairment and mental retardation, especially microcephaly. As in
the case of prenatal mortality, cases have been documented after
exposures of about ten rads {NRC 1975, Appendix VI, p. F-17-20).

Cancers

Cancers induced by radiation exposure are indistinguishable from other
cancers. As a result, the cause of any particular cancer is rarely, if ever,
identifiable. Radiation-induced cancers may only be apparent as an increased
statistical rate of cancer incidence in an affected population. The “excess"
cancer may then be attributed to the radiation exposure of the population.

Susceptibility to cancer varies among organs and tissues, so that the
rates differ at which excess cancers appear in various sites. Cancer induction
is influenced by sex, age when irradiated, and type of radiation, among other
factors (BEIR 1980, p. 84-5). The cancers that are most susceptible to radia-
tion induction are leukemia and cancers of the breast, bone, lung and gastro-
intestinal tract. Both benign and malignant thyroid nodules may also be
induced. While it is possible for radiation-induced cancers to occur in other
organs and tissues, the types mentioned above are the most likely and are the
focus of concern in the Caiculation of Reactor Accident Consequences Model
(CRAC) as well as in this study.

Genetic Effects

Genetic effects, in the form of abnormalities and diseases, may affect
many generations of the offspring of persons exposed to radiation, though at a
decreasing rate over time. Radiation may increase the mutation rate, but does
not affect the nature of the mutations or the associated health effects. Thus,
the health effects that occur 2re of the same type that occur spontaneously.
Of the possible types of mutation, autosomal dominant disorders are most likely
to increase in direct proportion with radiation exposure. These disorders may
cause chondrodystrophy, osteogenesis imperfecta, neurofibromatosis, eye
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anomalies, polydactylism and polycystic renal disease. Other types of heaith
effects due to autosomal dominant mutations occur much less frequently (NRC
1975, Appendix VI, Appendix 1).

1.2.3 Composition of Costs

The value of avoiding radiation-associated illness can be measured con-
ceptuaily in two different ways: by estimating the value that the public
places on decreasing risks to health and safety, or by measuring the costs
associated with higher levels of risk. A review of the relative merits of the
two apprdaches is included in Chapter 4, The PNL health effects model focuses
on costs because they are more directly measurable and because they account for
a substantial part of the public's evaiuation of risk.

There are two ways to estimate the cost of illness, from either a pre-
valence or an incidence perspective (Hartunian, Smart and Thompson 1981).
Essentially, a prevalence approach asks, "How much is an iliness, e.q.,
cervical cancer, costing U.S. society in 19837" It sums the costs in a given
year of all cases of an illness regardless of the cause or the timing of
disease onset. In contrast, an incidence approach would focus on the question,
"If a specified event occurred in 1983, what would be the resulting cost of
induced cases of cervical cancer?" This approach permits evaluation of the
benefits of changing the rate of development of new cases of disease. PNL

employs the incidence approach in estimating the costs of radiation-induced
health effects.

The economic costs of illness represent both the value of resources con-
sumed in diagnosing, treating, and adapting lifestyles to the illness, and the
value of goods that do not get produced because of morbidity or premature mor-
tality from the illness. It has been the convention in health economics
studies to label the consumed resources the direct costs of illness, the for-
gone production the indirect costs. Both the direct and indirect costs are
measured in dollars. In addition to the economic costs, there are associated
with il1iness and death a variety of social effects that constitute intangible
costs {Abt 1975). These elements of social costs, such as pain and suffering,
are not included in economic cost measures, since they do not divert resources
from other productive uses, are difficult to quantify and do not have a market
value, However, it is clear that they are an appropriate matter of concern to
the public in considering illness risks.

Direct costs are measurable in terms of monetary outlays both for health
care and for other goods and services made necessary by the illness. Thus,
direct costs include the costs of health care services on both an inpatient and
outpatient basis for diagnosis and treatment. In addition, a full accounting
of direct costs would include expenditures for such things as treatment-related
travel and modification of housing (a wheelchair ramp, for example) and for
population screening for illness. Unfortunately, the literature includes
little information on these nonmedical direct costs; they are not included in
PNL's cost model. Direct costs of health care may represent a stream of out-
lays over a period of years. In this study, future streams of direct costs are
measured in terms of their present value in the year of radiation exposuyre.
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Indirect costs involve no monetary outlays, but reflect instead the value
of 1ost productivity due to illness. Productivity losses may occur because the
patient is too i1l to work, the family is caring for the patient (and they are
therefore unable to work), the patient's functioning is permanently impaired,
or the patient dies at a younger age than would have been likely without the
radiation-induced il1lness. In any of those cases society forgoes the goods and
services that would have been produced had the patient {or family) been able to
work., Valuing these productivity Tosses is similar to valuing capital invest-
ments in terms of future output and is therefore generally known as a "human
capital™ aQProach to measuring indirect costs.

PNL employs the human capital approach in valuing indirect costs, and
includes among those costs the total present value of production forgone be-
cause of radiation-related morbidity and mortality. A variant of the human
capital approach would include among indirect costs only the forgone net pro-
duction; that is, the value of the person's production less his or her future
consumption (for example, Weisbrod 1961}, However, net production measures
only the value that the rest of the public places on someone's Tife and ignores
the value that person derives from his or her own personal consumption. The
total production approach comes closer, therefore to a full measure of the
indirect costs in terms of human capital. (A fuller discussion of alternative
approaches to measuring indirect costs is provided in Chapter 6.}

Assuming workers are paid the value of their marginal product, the value
of lost production is equal to the value of forgone future earnings. Following
an incidence approach, as is employed for direct costs, indirect costs are
measurad in terms of present value in the year of exposure.

In estimating the costs of health effects, we assume that in the event of
population exposure, the change in demand for health care services would not be
sufficient to affect the price structure., A similar assumption is made in
regard to indirect costs, that the numbers of fatalities involved would be
insufficient to affect wage rates or prices. Thus, only small, or marginal
changes within our economic system are considered in estimation of health
effects costs.

1.3 SCOPE QF THE STUDY

Radiation-induced health effects may result in both economic costs and
nonmonetary impacts on society. PNL cost estimates are limited to the eco-
nomic costs: 1) the direct costs of health care provision and 2) the indirect
costs of productivity losses resulting from illness or premature mortality.
Other measures of health effects impacts, such as the value of pain and suffer-
ing, are beyond the scope of this effort.

The PNL cost estimates represent the present value of probable future

costs that are likely to be associated with each of the major types of radia-
tion-induced health effects. In the case of acute radiation injuries, PNL
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estimates the costs of bone marrow syndrome, gastrointestinil syndrome, pulmon-
ary impairment, prodromal symptoms and prenatal injuries. a4/ Ffor cancers, the
PNL cost estimates cover the same categories projected by the CRACZ model:
leukemia, lung, breast, bone, gastrointestinal tract, thyroid and a1l others.
In addition, direct and indirect costs are considered for radiation-induced
genetic effects occurring in future generations.

The cost estimation methodology is designed to use the health effects
output of the CRACZ model, but also to accommodate health effects projections
from other sources as well. PNL has developed a Health Effects Cost Model
{HECOM) for implementation of this methodology. The model is modular in
structure and is designed for flexibility and ease in modification and updat-
ing. It is expected that HECOM can be readily adapted to future changes in
CRACZ and related models for projecting health effects.

1.4 REPORT STRUCTURE

This report presents the conceptual and informational base from which PNL
has developed health effects cost estimates. It describes in detail the meth-
odology employed in estimating each component of these costs. In addition, it
provides a description and documentation of the model (HECOM) developed to cal-
culate the present value of possible future health effects costs. Conclusions
and recommendations of the effort are presented in Chapter 2, This includes a
discussion of the limitations of the cost estimates, the relative importance of
the major ¢ost components and recommendations for further research.

In Chapter 3 we review the major health effects studies and models which
provide the basis for cost estimation. Assumptions as to health effects inci-
dence and timing that affect cost estimates are discussed, as are the uncer-
tainties involved in the health effects projection.

Though the estimation of health effects costs is difficult, the diffi-
culties stem from incomplete medical and economic data and information, rather
than inadeguacy of the conceptual basis for such cost estimates. Chapter 4
presents the conceptual basis and discusses the two major approaches to mea-
surement of health effects costs: the individual preference approach and the
human capital approach. Because of its greater tractability, PNL employs the
human capital approach in developing cost estimates.

The methodology used in this cost estimation is detailed in Chapters 5 and
6. In Chapter 5 the direct costs of radiation-induced morbidity are dis-
cussed. Costs for radiation injuries are developed in Section 5.1, costs for
cancers in Section 5.2, and costs for genetic effects in Section 5.3. These
sections present information as to iikely treatments and the associated costs,
and describe the methods used to calculate each cost component. Similar

{a) Other types of radiation injuries, such as cataracts, are not included
because they are dominated by the effects of acute whole-body exposure.
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information is presented in Chapter 6 for the indirect costs of morbidity. The
same cost estimation metholodogy applies to each type of health effect.

An overview of PNL's Health Effects Cost Model (HECOM) is provided in
Chapter 7. The general approach employed to develop a flexible health effects
costs model is presented in Section 7.1. HECOM will accept input data from
various sources, will allow simulation of alternative health effects incidence
assumptions and can easily be modified or updated. The model structure is
described in Section 7.2 and use of CRAC2 data as inputs to HECOM is discussed
in Section, 7.3, The sensitivity of health effects cost estimates to various
data and mbdel parameters is explored in Section 7.4,

Chapter 8 presents an example of the application of HECOM health effects
cost estimates to the evaluation of reactor accidents risks. The estimated
health effects costs are based on one hypothetical accident scenario.

Documentation of the model appears in Appendix A, along with summaries of
the data used in the base casa. The computer code is listed in Appendix B,
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2.0 CONCLUSIONS

Preliminary conclusions from the cost estimation effort are presented
below. An overview of the accomplishments in this first attempt to rigorously
estimate health effects costs is presented in Section 2.1. The scope and focus
of the study are indicated and some of the limitations are explained. Section
2.2 describes the Tevel of uncertainty inherent in the HECOM cost estimates,
apart from the uncertainty in the estimated numbers of health effects that are
input to HECOM, The estimated ranges of costs for each type of health effect
are thenpresented in Section 2.3, This is followed by suggestions for further
research in regard to refinement of cost estimates, improvement of health
effects incidence estimates and application of HECOM to risk analyses.

2.1 ACCOMPLISHMENTS

To improve the quantitative information used in evaluating actions that
alter health risks, this study and the health effects cost model (HECOM)
provide estimates of the economic costs of the principal types of radiation-
induced health effects. The study presents the conceptual basis for measuring
direct and indirect economic costs and it describes in some detafl Tikely
medical treatment of radiation-related health impairments. PNL's cost model,
HECOM, calculates the present dollar vajue of resources that would be consumed
in treating radiation-induced health effects and the rescurces that would not
be produced because of exposure-related morbidity and early mortality.

HECOM is a flexible computer code that combines health effects incidence
and timing with streams of treatment costs and lost productivity values to
approximate the sum of direct and indirect costs of potential acute radiation
injuries and fatalities, cancers and genetic effects. The flexibility of HECOM
allows analysis of costs while varying key parameters. The model can accept
¢hanges in incidence estimates, in treatment costs, in the discount rate and in
real growth rates. Because of its flexibility, it will be adaptable over time
as information improves regarding risks, treatment regimens and costs.

Use of HECOM estimates requires a clear understanding of the model’s
focus. Two general points are important ip this regard: first, the model
includes only the major forms of potential radiation-induced health impairments
and second, the model centers on health effects costs and not on society's val-
uation of risk to life and health. HECOM calculates costs for acute radiation
tnjuries and fatalities, cancers, and genetic disorders. However, it leaves
yncounted other potential effects that may be important considerations to the
public, such as psychological stress and sterility. Thus, the HECOM cost
estimates do not measure the total value of life or health but only the value

of resources that would be used or not produced because of i1l health or early
mortality.

The economic cost figures obtained from HECOM are useful as rigorous and
documentable cost estimates for health effects potentially associated with
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population exposure to ionizing radiation. They constitute heretofore unavail-
able information that is appropriate for use in value-impact analyses and
environmental impact statements for nuclear facility siting. While there is
room for refinement of the health cost estimates, they provide an indication of

the relative magnitude of health effects costs for use in regulatory decision
making.

2.2 BOUNDING ESTIMATES OF HEALTH EFFECTS COSTS

There®is considerable uncertainty in the health effects incidence
estimates that are currently available for input to HECOM for cost
calculation. In addition, there is uncertainty regarding the distribution of
cancers and genetic effects over time. For cancers the choice of an absolute
versus a relative risk model has a major effect on cost estimates. We are
currently using an absolute risk model to distribute cancer incidence over time
in HECOM. In regard to genetic effects, there is uncertainty as to the
frequency of defects of various degrees of severity. We have made a number of
assumptions to develop cost estimates, however, but available information
regarding genetic defect severity is inadequate for estimating the level of
uncertainty in our severity estimates.

There is considerably less uncertainty regarding the direct and indirect
cost estimates we have developed for radiation injuries, cancers and genetic
effects. Using the HECDM base case parameters of a four percent discount rate
and one percent growth rates for medical costs and labor productivity, the
level of uncertainty in total costs due to the uncertainties in the direct and
indirect cost components is about 25 percent.

2.3 RELATIVE MAGNITUDE OF HEALTH EFFECTS COSTS

Since a probabilistic methodology was used in developing HECOM, the
resulting health effects cost estimates do not represent the costs for any par-
ticular individual. Rather, the HECOM cost estimates are representative of
costs for a population with a specified age and sex distribution, for whom both
health effects risks and resulting costs vary with age, sex and other
factors. For instance, cost estimates for cancers and genetic effects are
based on probability distributions of incidence and associated costs over long
time periods. These cost estimates should not be confused with the average
cost of a cancer or genetic effect occuring at any specific future time; they
are statistical constructs that weight the probability and magnitude of costs
in each year of the period modelled by HECOM and discount this stream to a base
year. It is this characteristic of the HECOM estimates that makes them most
suitable for use in evaluating changes in health effects risks.

Results of the HECOM base case are shown in Table 2.1 where direct, indi-
rect and total costs are }isted for acute radiation fatalities and injuries,
cancers and genetic effects. For total costs, a 125 percent range of uncer-
tainty is shown, based on a sensitivity analysis of HECOM cost estimates. The
prasent-value cost estimates in Table 2,1 are for one case of each type of
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TARLE 2.1. HECOM Present-Value(2) Cost Estimates Per Radiation Injury,
Cancer or Genetic Effect (1981 $)

Direct Cost {000 $)  Indirect Cost {000 $) Total Cost (000 $)
Base +25 Percent
Radiation Injuries
Prodram 1.0 0.1 1.1 0.8 - 1.4
Bone Marrow 56.0 96.1 152.1 114.1 - 190.1
Lng % 3.6 96.1 99.7 74.8 - 124.6
@strointestinal 28.0 96.1 124.1 93,1 - 155.1
Prenatal 100.0 25,8(D) 125800 94,4 - 157.3
Cancers
Leukamia 6.3 30.6 6.9 27.7 - 46,1
Lung 2.4 4.0 6.4 4.8 - 8.0
@strointestinal 3.5 3.5 7.0 5.3 - 8.8
Breast 0.9 2.8 3.7 2.8 - 4.6
Bone 9,9 18,4 28,3 21,2 - 35.4
All others 2.1 3.3 5.4 4,1 - 6.8
Thyroid 0.2 0.1 0.3 0.2 - 0.4
Genetic Effects 5.5 0.1 5.6 4,2 - 7.0

(a) Using a 10% discount rate.
(b) Because of the HECOM aggregation procedures, this fiqure includes some indirect costs of
cancers affecting individuals irradiated in utero.

health effects probabilistically distributed over an exposed population and
over time. Because the costs cover such a wide range due to the underiying
varfation in health effects severity (such as the difference between prodromal

symptoms and prenatal injuries), an average would not be representative of the
cost distributions.

For radiation injuries the total costs range from those for prodromal
injuries ($0.8K to $1.4K}, through those for bone marrow ($114K to $190K)
injuries and for manifestations of acute radiation syndrome, to the costs of
prenatal injuries that are over $200X per injury. Since each of these injuries
are qualitatively different in nature, as well as in costs, they are best
considered as five separate categories of effects rather than as a single
category, radiation injuries.

Cancer costs cover a narrower range, from those for nonfatal thyroid
nodules and thyroid cancers (30.2K to $0.4K}) to those for leukemia {$27.7K to
$46.1K}. The indirect costs of leukemia and bone cancer are substantially
higher than those of other cancers, due to the higher risk to younger people
and the potential brevity of the latency period.
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The cost estimate for a genetic effect has a range from $4.2K to $7.0K.
This cost estimate may be interpreted as the value of avoiding the risk of one
individual's health impairment due to a genetic effect that would occur within
the subsequent ten generations. Serious and minor effects are weighted in
estimating the genetic effects costs so the estimate applies to the broad
category of genetic¢ effects.

The individual health effects cost estimates given above may be applied to
numbers of specific types of cancers or injuries (e.g. leukemia, prodromal
symptoms) to evaluate total health effects costs for an affected population.
Ways in which the above cost estimates could be improved are discussed below.

Regarding the estimation of cancer risks, there is reason to believe that
recent data from the Japanese A-bomb survivors may lead to increased use of
relative risk models to model some cancer risks {Cooper et al. 1982,

Section 5). Currently, HECOM employs an absolute risk model to distribute
cancer fatalities over time; this is consistent with the CRACZ methodology.
HECOM is designed to accommodate a relative risk model option, that has not yet
been implemented. We recommend that this option be developed.

Concerning radiation injuries, there is uncertainty regarding the sensi-
tivity of both mortality rates and costs to variations in the Tevel of medical
care provided. The question arises partly from the Reactor Safety Study's (NRC
1975) suggestion that the lethality of radiation exposure can be avoided to an
extent by sufficiently intensive levels of medical care. Currently HECOM
applies the cost of relatively intensive care in a well-equipped medical center
to all bone marrow and gastrointestinal injuries. However, it does not treat
the costs or the mortality implications of either minimal or heroic treat-
ment. Emergency planning efforts would benefit from examination of the cost
effects that would stem from the difference in mortality rates associated with
various types of medical care?

An effort to assess the costs of the principal diseases associated with
mutation would entail first the identification of those diseases and second the
gathering of relevant cost data. To distribute genetic diseases according to
severity would be a simpler task that could employ, perhaps, a panel of
experts.

Changes in the estimation of particular health effects costs as discussed
in the preceding paragraphs would add increased precision to HECOM. Regardless
of whether those changes are made, an important next step is the application of
the model to examples of hypothetical reactor accidents. The current output
from the model shows the richness of information that can be obtained, Appli-
cation of the model may be expected, in addition, to lend a new empirical basis
to the enduring policy question concerning the potential costs associated with
irradiation.

Aside from improvements to and application of the current model, benefi=x
cial advances could be made in the valuation of risk by further conceptual and
empirical work toward the development of a contingent market study of the pub-
lic's risk valuation. The ideal approach to estimation of the value of a
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change in risk is to measure individuals' willingness to exchange income far
that risk change. A carefully designed contingent market survey can provide
information about individuals' preferences toward nuclear risk; from a rigorous
theoretical perspective, such information about individual valuation is most
appropriate in measuring the benefits of risk reduction,

W
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3.0 REVIEW OF HEALTH EFFECTS PROJECTIONS

In this chapter we review the information about the incidence of heaith
effects that provides the bases for cost estimates. This includes experimental
and epidemiological studies of dose and effect relationships, information on
the clinical symptoms associated with each type of illness, and the treatments
Tikely to be required for each. Radiation injuries are discussed in Section
3.1, cancers in Section 3.2 and genetic effects in Section 3.3.

3.1 RADIATION INJURY INCIOENCE AND TREATMENT

Depending on dose levels and on individual sensitivities, exposure to
significant amounts of radiation may result almost immediately in acute symp-
toms that could range from nausea to death, Treatment required for recovery
may range from a few days of bed rest at home to heroic¢ intervention in a well-
aquipped regional medical center. It is convenient to consider the range of
possiblie acute effects by grouping radiation injuries into three categories:

1) prodromal symptoms, which last only a few days; 2) bone marrow syndrome,
gastrointestinal syndrome, and pulmonary impairment, which are all potentiaily
life-threatening; and 3) in-utero effects, which cause severe and permanent
impairment to the irradiated fetus. In this section we provide a review of how
each category of injury relates to radiation dosage and how the ¢linical signs
of the injury are Tikely to progress. We also suggest parallels with more
common diseases in order to estimate the levels of treatment that may be
involved for each injury category.

3.1.1 Prodromal Symptoms

Prodromal symptoms may include nausea, loss of appetite, headache, diar- .
rhea, and weakness, The higher the radiation dose and the shorter the time
over which exposure occurs, the sooner these symptoms occur and the longer they
persist (Blakely 1968, p. 35 and NRC 1975, p. F-13). Blakely (1968, p. 35)
reports that prodromal symptoms may occur occasionally after a dose as low as

50 rads, but are more Jikely at 100 rads and are seen in all cases at 200 rads
and above,.

Prodromal symptoms may be treated like a case of the flu, and are not
serious in themselves, except perhaps for the very young, the old, and those
with recent iliness or injury (Oalrymple 1973, p. 191). The appearance of
prodromal symptoms, however, serves to identify persons who may have received
sufficient exposure to result in more serious radiation injuries, such as bone
marrow syndrome. Because closely monitoring prodromal symptoms is the anly way
to detect the existence of serious injury, we assume that pecple would be
treated as though sericusly injured until evidence develops to the contrary.
Such treatment could involve two or three days of hospitalization, with the

administration of fluids and medications and the performance of numerous labo-
ratory tests.
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Following the prodromal symptoms there is a latent period before the mani-
festation of more serious injury. The duration of the latency period varies
inversely with the dose rate, Tabie 3.1 provides a summary of the progression
of acute radiation symptoms for various whole body dose levels. In the less
serious cases this latency period Tasts from 1-3 weeks, during which time the
individual may experience weakness and fatigue and should have both mental and
physical rest to minimize the severity of the hemorrhage and infection that may
follow {Blakely 1968, p. 50). This is a time when preparations can be made at
regional medical centers for the treatment of severe cases and a time when
patients can be transported to centers with adequate facilities. The cost
estimates developed in this study assume that facilities are available
locally. Hf unusua) efforts were required to deliver medical care, the costs
could be substantially higher,

3.1.2 Bone Marrow Syndrome

Failure of the bone marrow system would be the primary cause of serious
iTlness or death as a result of radiation exposure in a reactor accident,
Blakely (1968, p. 37) places the lower threshold for bone marrow syndrome at
about 200 rads, with milder manifestations resulting from doses between 200 and
400 rads and severe symptoms at doses between 400 and 600 rads.

The Reactor Safety Study (NRC 1975, Appendix VI pp. F-1 - F-3) presents
dose-response curves for bone marrow damage depending on the extent of medical
intervention. That study predicts 50 percent of the people exposed to 340 rads
would die within 60 days if they were given only minimal treatment. With sup-
portive medical treatment, the estimate is that 510 rads would be a lethal dose
within 60 days to 50 percent of those exposed. Supportive treatment is
described later in this section. With heroic treatment the report asserts that
the 50 percent lethal dosage may be as high as 1050 rads for whole-body expo-
sure, Heroic treatment would involve bone marrow transplantation. We consider
transplants to be an unlikely form of treatment because of the difficuities of
finding a compatible donar for most patients, a problem that may be accentuated
in the aftermath of a reactor accident. In addition, at least one researcher
{Andrews 1980) advises that marrow transplant may not be helpful.

Bone marrow syndrome is characterized by impairment of the blood forming
system, with the degree of impairment depending on the dose. The clinical
manifestations include severe susceptibility to infection, hemorrhage, and
anemia, Treatment is centered around keeping the patient free from complica-
tions until bone marrow function is regained. Supportive treatment involves
sterile isolation, controlling infection by employing special air filtration
systems and sterilizing everything that comes into the room (Andrews 1980, p.
306; Blakely 1968, p. 61; NRC 1975, Appendix YI p. 9-3)}. Administration of
antibjotics is prescribed (Saenger 1982; NRC 1975), as well as continual moni-
toring with laboratory tests {Andrews 1980; Saenger 1982) and use of blood
transfusions.

For purposes of outlining the probable course of treatment and its costs,

we suggest there are relevant similarities between the characteristics of bone
marrow syndrome and those of burn trauma. BRoth are potentially Tethal threats,
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TABLE 3,1. Clinical Progression of Acute Radiation Syndrome(a)

Approximate
Dose levels
(whole-body rads) Clinical Progression
50-200 prodromal + recovery
symptoms
200-400 prodromal + latency + mild bone + most
symptoms 2-3 weeks marrow crisis recover
% 2-3 weeks
400-600 prodromal =+ latency + severe bone + about 50
symptoms 1 week marrow crisis percent(b)
4-6 weeks recover
600-1000 prodromal + latency + gastrointes- + probable
symptoms few days tinal injury death
1-2 weeks
1000's death within hours

from cerebrovascular crisis

(a) Blakely (1968) describes a similar pattern of disease progression, except
that he predicts near 100 percent mortality at 600 rads, with cerebrovas-
cular crisis occurring at around 1400 rads. NRC (1975) considers dose
ranges from 350 to 550 rads as critical for the bone marrow. That study
distinguishes between whole body doses and locus-specific doses to gastro-
intestinal tract and lungs. NRC 1975 (Appendix VI p., I-7) suggests that
in the absence of bone marrow complications mortality from gastro-
intestinal injury alone would not occur below 1000 rads.

{b) Atr dose levels of about 450-500 rads 50 percent of the exposed population
are expected to die within 60 days even with supportive treatment. At 600
rads the death rate may be close to 100 percent without heroic interven-
tion. NRC (1975) suggests that 50 percent could survive whole body doses
as high as 1050 rads with heroic treatment {i.e., with a bone marrow
transplant).

with infection as the immediate concern, In addition, a possibility of severe
hemorrhage is present in either condition. Because of the c¢linical similari-
ties, we assume that the services involved in the provision of "supportive
treatment” are similar to those given a nonsurgical burn trauma patient, The
costs of such seryices are estimated in Section 5.l.2,

3.1.3 Gastrointestinal Syndrome

At whole-body doses ogver approximately 600 rads the symptoms of gastro-
intestinal syndrome are likely to precede those of bone marrow damage (Saenger
1982; Blakely 1968). The onset of symptoms comes after a shorter latency
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period than at lower doses (a few days to a week). The symptoms include vomit-
ing and diarrhea of a severity that is qualitatively different from that exper-
jenced in the prodromal phase. Death is probable within a week or two of expo-
sure (Blakely 1968, p. 41)}. For local irradiation of the gastrointestinal
tract without a high whole-body dose, the lethal dose may be closer to 3500
rads {NRC 1975).

For either Tocal or whole-body irradiation, treatment involves the
replacement of fluids and electrolytes. Such treatment may keep the patient
alive long enough for healing of the intestinal lining (Blakely 1968, p. 41).
However, ngcovery will result in the patient facing severe bone marrow syndrome
a short time later. Because of this threat of bone marrow syndrome in patients
who survive the gastrointestinal problems, we assume that gastrointestinal
patients would be treated from the start in the same isolation prescribed for
bone marrow patients.

3.1,4 Pulmonary Impairment

Pulmonary impairment can be expected in approximately five percent of
cases after inhalation doses of 3000 rads and in 100 percent after inhalation
of 6000 rads {RRC 1975, Appendix VI, p. F-6). Depending on the source of the
radioactivity, 100 percent mortality can be expected from Tung doses of 15,000
to 30,000 rads. Although it is possible to receive that high an inhalation
dose with relatively low whole body doses, at any given distance from the
reactor the probabiiity of death from lung dose would always be substantially
lower than that from the associated bone marrow dose {NRC 1975, Appendix VI,
p. 9-5),

Symptoms of pulmonary injury include pneumonitis and pulmonary fibrosis.
In the absence of bone marrow syndrome, we assume these symptoms could be
treated in an average hospital room.

3.1.5 In-Utero Injury

A category qualitatively different from other radiation injuries is in-
utero or prenatal effects. Injuries and deaths would be due mainly to irradia-
tion during the second trimester of pregnancy, with spontaneous abortion Tikely
for embryos in earlier gestation. The nervous system is particularly sensitive
to injury and effects such as growth impairment, microcephaly and mental retar-
dation have been observed at doses as Tow as 10 to 20 rads (NRC 1975, Appendix
VI, p. F-18). Microcephaly, which is genarally associated with severe retarda-
tion, occurred in about 50 percent of fetuses exposed to 150 rads as a result
of atomic bomb exposures (p. F-36). Using information about the age structure
of the potentially exposed population and dose rates, the number of in-utero
injuries can be estimated, though it is not by CRACZ.

Long-term institutionalization may be required for individuals irradiated
in utero. The care provided may be similar to that given to individuals who
are severely affected by Down's Syndrome or spina bifida. For lack of informa-
tion specific to in-utero radiation injuries, we rely on the probable similari-
ties with those two other prenatal-onset diseases with long-term impairment to
guide our cost estimates.
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3.1.,6 Other Radiation Injuries

There are other possible forms of injury from irradiation that are of less
concern than those outlined above, either because they cause relatively minor
problems or because they become serious only at doses high enough to preclude
probable survival:

© Hypothyroidism - This is an impairment of thyroid function that can
be induced by radiation exposure. Oral medication is effective and
inexpensive (NRC 1975, Appendix VI, p. 9-13).

o Sterility - Radiation-induced sterility may be either temporary or
permanent., Males may have temporary effects at lower doses than
females but require higher doses for permanent effects. Permanent
sterility, in males or females, is unlikely below doses that are
life-threatening if whole body exposure is involved (NRC 1975, Appen-
dix VI, p. 9-15).

e Cataracts - Doses of 200 to 500 rads to the lens of the eye may
result in formation of cataracts after a Tatency period that varies
with both dose and dose rate {NRC 1975, Appendix VI, p. 9-18}.

e Skin and Hair Damage - Loss of hair occurs two to three weeks after
external! doses in excess of 300 rads. This is likely to be temporary
unless the dose exceeds 600 rads {NRC 1975, Appendix VI p. F-13).

The skin may also be affected by doses in this range, resulting in
radiation dermatitis. This condition has levels of severity compar-
able to first, second and third degree thermal burns and in the most
severe cases (due to doses of over 2000 rads) can result in permanent
skin ulceration {Prasad 1974, p. 240-248)., Survivable whole body
doses are unlikely to cause more severe injuries than hair lToss and
skin reddening,

3.1.7 The CRAC2 Projections of Radiation Injuries

The CRACZ output includes estimates of early fatalities and injuries;
i.., those occurring within one year of accidental radiation exposure. ({In
actuality, most of these effects would occur within the first three months.)
For exposures of less than 1000 rads, which includes most hypothetical accident
scenarios, the primary cause of early fatalities would be dose to the hone
marrow. In some cases, however, pulmonary exposure couid also be instrumental
in inducing mortality. 7To estimate fatalities the CRACZ computer code calcu-
lates population exposures and then applies a probabilistic fatality rate to
the estimated exposure level of each segment of the poputation., The dose and
associated mortality rates used in these calculations are shown in Table 3.2,

The methodology used is documented in the Reactor Safety Study {NRC 1975,
Appendix VI) and in the CRAC2 user's manual (Sandia 1981). Mortality rates for
dose levels between those listed are developed within the model by linear
interpolation. Early fatalities, as estimated by the CRAC2 model, are the sum
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TABLE 3.2. Dose Values and Associated Mortality Rates Used in CRAC2
(Sandia 1981)

Mortality

Organ Dose (rem) Rate
Bone Marrow 320 0

400 03

510 »9

615 1,00
% Small Intestine 2000 0

Lining 5000 1.00
Lung 5000 0

14,300 24

22,400 o3

24,000 1.00

of probabie fatalities for the entire exposed population; double counting of
fatalities due to multiple fatal organ doses is aveided in the model.

CRACZ use of the mortality rates shown in Table 3,2 is based on the
assumption that all of the injured would receive a Tevel of medical treatment
designated as "supportive" by the Reactor Safety Study {Appendix VI, p. 9-3).
Unfortunately, an estimate of the total number of people who would require this
treatment is not available from the CRACZ output. While the fatalities are
counted, the survivors of bone marrow exposure are not explicitly included in
the category of "early injuries" and their number cannot be derived from the
number of fatalities. It would be advantageous to indicate the population
receiving doses within 100 rem intervals, so that cost estimates could be
linked to the severity of the injuries.

Injuries evident in the immediate post-accident period are calculated by
the CRACZ model from the information in Table 3.3. As in calculating fatali-
ties, the injury rate is applied to the population projected to have received
each dose level and the resulting estimates are summed. The threshold for
injuries is approximately 50 rads. Injury rates at intermediate dose levels
are derived by linear interpolation within the model. At the levels of pos-
sible doses to offsite population developed in most accident scenarios, it is
whole-body dose that is primarily responsible for injuries.

People receiving whole-body doses above 50 rads may experience prodromal
symptoms such as nausea, vomiting, anorexia and diarrhea within a few hours of
exposure and continuing for a day or two. While CRAC2 calculates the number of
people likely to experience actual prodromal symptoms, it does not provide any
indication of the number likely to require medical care. As noted by Dalrymple
{1973, p. 192), people in the vicinity of an accident may experience circula-
tory system or gastrointestinal system symptoms that are due to anxiety rather
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TABLE 3.3. Dose Values and Associated Morbidity Rates Used in CRAC2
{Sandia 1981}

Morbidity
Organ Dose {(rem) Rate
Whole Body 55 0
150 o3
280 .48
370 1.00
) Lung 3000 0
3000,1 .05
6000 1.00
Small Intestine 1000 0
Lining 1000,1 .05
2500 1.00

than radiation exposure. Thus, both injured and uninjured individuals may
initially experience identical symptoms. In the event of an accident where the
occurrence of significant population exposures is suspected, a major population
screening and treatment effort would be required. The number of people who
would require treatment for prodromal symptoms and screening for more severe
injuries would be at least as large as the number of early injuries calculated

by the CRAC2 code, There is a high probability that the actual number would be
substantially larger.

The present form of CRAC2 output for early injuries is ill-suited to pro-
jection of direct costs. Only an aggregate measure of early injuries is avail-
able, one that includes transient, prodromal symptoms on the same basis as
1ife-threatening pulmonary and gastrointestinal effects and that omits bone
marrow injuries., Major types of potential injuries and their status in the
CRACZ calculation are shown in Table 3.4. If those effects that are included
in the CRAC2 calculations were available by organ {(e.g., lower intestine lin-
ing), the estimates could be used directly in calculating costs. No technical
reason for the exclusion of bone marrow syndrome from the estimate of early
injuries has been identified. CRAC2 modifications required to calculate num-
bers of bone marrow injuries are discussed in Section 7.3.

There is an additional category of health effects that is omitted from the
CRAC2 calculations but which may have substantial impacts. That is in-utero
fatalities and injuries. An analysis of the numbers of fatalities potentially
involved indicated that "embryonic and fetal deaths would be fewer than 10 to
5 percent, respectively, of the early fatalities..." {NRC 1975, p. 9-11). The
rationale given for excluding them from reported early fatalities is that the
embryonic (first trimester) deaths would not be noticed and the fetal (second

and third trimesters) deaths fall within the range of uncertainty of the CRAC
estimates.
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TABLE 3.4, Summary of Early Injury-Reiated Information

Major Included DOuration of
Injuries in CRAC2 Acute
Categories Estimate Symptoms
Prodromal symptoms yes 2 days
Bone marrow syndrome no 4 to 8 weeks
Gastrointestinal syndrome yes (a)
Lung effects yes 1 year(b)
5 In-utero injuries no lifetime

(a) Patients who die generally do so within 10 to
14 days. No estimate of the recovery period
was noted in the literature but it is likely to
be several months.

{(b) No information on treatment or likely length or
recovery period was found.

While projection of fetal injuries would not have much effect on the total
number of early injuries calculated by CRACZ, it is important in the calcula-
tion of accident costs since these injuries are the most costly type of health
effects. (See the discussion of the in-utero injury treatment costs in Sec-
tion 5.1.5). Sufficient information to project in-utero injuries is available
from the Reactor Safety Study (NRC 1975) and other sources.

3.2 CANCER INCIDENCE AND TREATMENT

There is wide consensus among scientists that an association exists
between ionizing radiation and cancer. In fact, scientists may know more about
the carcinogenic effects of ionizing radiation than about those of any other
environmental agent (tand 1980). Nevertheless, there is considerable uncer-
tainty regarding dose-effect relationships, to the extent, as Land (1980, p.
1197) reports, that scientists contributing to BEIR 80 differed by as much as a
factor of 100 in their assessment of the risk from exposures to a single rad of
ionizing radiation. Because there are basic disagreements about central fea-
tures of the techniques used to estimate dose-effect relationships, and because
scientific knowledge is rapidly changing concerning the risks from radiation,
there are several issues to be raised pertinent to the CRAC2 estimates of
cancer effects. In this section we do not attempt to provide resolution af
those issues, hut rather to explain how reasonable estimates may vary from
those used as inputs in this study.

In regard to estimates of incidence, there are reasons to suggest that the
CRAC2 estimates may be too high, and other reasons why they may be toa Tow. In
addition to questions of dose-effect relationships, changes in treatment may
also have an important influence on the cost estimates provided by this
study. Questions are raised relevant both to incidence and to treatment.
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3,2.1 Incidence Assumptions

There are at least two general issues of current concern in regard to
cancer incidence estimates, each relevant to the Reactor Safety Study
(NRC 1975) and CRAC2 projections. First, dosimetry data and incidence esti-
mates for the Japanese atomic bomb casualties have come into question. Second,
uncertainty about the shape of the dose-response curve may have an important
impact on the estimates of responses to low-dose radiation,

The issue regarding the accuracy of dosimetry data for the Japanese A-bomb
casualties is central to dose-effect estimates because BEIR 72 and BEIR 80 (and
therefore the Reactor Safety Study and CRAC2) base their projections of inci-
dence on the Japanese data. Each of those incidence projections employs dosi-
metry estimates computed in 1965 and labeled "temporary" (the "T65" dose).
Further study now suggests that the neutron component of the Hiroshima bomb may
have been lower than previously calculated, with some corresponding increase in
the gamma component (Loewe 1981}, The net result may be that some risk esti-
mates will be doubled (Reebe 1981),

In addition to changes in dose estimates, other new information on the
Japanese casualties suggests that cancer incidence and related mortalities may
be higher than previously estimated (Wakabayashi et al, 1983). Consideration
of the new estimates reinforces a conclusion that earlier incidence estimates
based on the Japanese data may be significantly too low.

Unlike the new Japanese data that suggest current dose-effect estimates
are too low, the dual problems of inadequate sample size and uncertainty
regarding the shape of the dose-response function result in an ambiguous con-
clusion that current estimates could be either too high or too low. A probiem
arises in estimating the effects of low-level radiation because such an esti-
mate requires a study with very large sample size. Land (1980, p. 1197)
describes the probiem with an examplie: "If the excess risk is proportional to
dose, and if a sample of 1000 persons is necessary to determine the effect of a
100-rad exposure, a sample of 100,000 may be needed for a 10-rad exposure, and
about 10 miilion for 1 rad.,"” The Japanese Life Span Study sample includes data
on 110,000 people, some from Hiroshima and some from Nagasaki, with exposure to
a very different mix of radiation types in the two cities. While the sampie
may be adequate for projection of high-dose effects, it is unlikely that the
Japanese data can provide estimates of risk in the low-dose region except with
the assumption of a specific dose-response function (Beebe 1981). Since the
sample is too smail and tco diverse to derive estimates at low doses, the
experience at high doses must be extrapolated to obtain low-dose estimates.

The critical question is, on what basis should the extrapolation he made: is
the dose-response function linear or of some curvilinear form?

Extrapolation assuming a linear dose-response curve may overestimate low-
dose responses, 1f the true function actually curves up more steeply at high
doses. Conversely, adjustments that imply a curvilinear {positive second deri-

vative) dose response curve may cause an underestimate of the response if the
function is linear,
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BEIR 72 assumed a linear dose-response function for all types of cancer.
BEIR 80 subsequently asserted a curvilinear {linear-quadratic) dose-response
function for all cancers, against a dissent from the Committee Chair (BEIR 80,
pp. 227-253) who argued for a linear form. Beebe {1981, pp. 780-781) supports
the use of the linear form for its ease of application and its interpretability
as an upper boundary. Land {1980, p. 1202) observes that the linear model
appears to overestimate leukemic effects of low-dose radiation, although it
fits reasonably well the evidence of breast cancers associated with low doses.

Basing its “upper bound" estimate on the linear extrapolations of BEIR 72,
the Reactom Safety Study offers a "central estimate” for all cancers other than
breast cancer to account for "the ameliorating effects of dose protraction and
the lesser effectiveness of very small acute doses." The central estimate is
not a representation of a curvilinear dose-response function but in modifying
the linear function it has a similar effect. Cooper et al. (1982, p. 5-4) cite
more recent studies that suggest that fractionation by dose protraction may
make low dosas even more effective at low dose rates. Cooper et al, conclude
that such studies would argue against dose reduction factors {such as used in
the Reactor Safety Study to adjust from the BEIR 72 functions to the central
estimates). In fact, they observe that those studies support dose factors that

would result in higher dose-effectiveness at low, protracted doses. (Cooper
et al. 1982, p. 5-4)

CRAC2 (Sandia 1981) employs the central estimate from the Reactor Safety
Study. As discussed above, there are some reasans to suspect that projection
is too high, others to consider it too low. It is Tikely that the central
estimate adopted in CRACZ lies within the band of uncertainty. The data and
models that provide the basis for CRACZ estimates are currently being reviewed
{Cooper et al, 1982). Completion of this review is expected during 1983,

3.2.2 Treatment Assumptions

Due to lack of more recent information, this study of health effects costs
assumes cancer treatment effectiveness to be the same today as it was in the
early 1970s. First, the estimates of cancer mortality input tc the PNL model
via CRAC2 are derived from 8EIR 72. Therefore, the estimation of fatality
costs is based on fatality rates that do not consider any medical progress
since 1972. Second, the direct costs of cancer treatment included in this
study are based on information obtained through the Third National Cancer Sur-
vey completed in 1974, That information includes the recollections of survi-
vors and of nonsurvivors' kin regarding treatment received in the early 1970s.

In its effects on cost estimation, the assumption of unchanging treatment
modes yields an ambiguous result. On the one hand, to the extent that medical
advances have lowered cancer mortality rates since 1972, the projection of
garly mortalities should be adjusted downward. The indirect costs would be
expected to be lower as a result of such an adjustment. On the other hand,
medical advances have been obtained only with increases in real costs. Cancer
treatment is more intensive than in the eariy seventies, and consequently, the
direct costs may be higher in real terms. We are unable to discern whether
these changes have led to increased or decreased economic costs.
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3.3 NATURE AND INCIDENCE DF GENETIC EFFECTS

in the 1950s, as government and pubiic attention focused on the possible
risks of radiation, genetic risks were the predominant concern (Denniston
1982). Over time, attention has shifted to radiation-induced cancers. This
shift may be due partly to the perception that cancers pose a more immediate
threat, and also partly to the fact that science has displayed a greater facil-
ity in quantifying cancer risks than in estimating genetic effects. In this
section, we review selected relevant literature for a discussion of the diffi-
culties ip predicting radiation-induced genetic disease.

There are sevaral enduring impediments to the estimation of the genetic
effects of increased radiation levels. First, evidence is weak regarding the
linkage between radiation and genetic damage in humans. Since radiation causes
identifiable mutations in other mammals, geneticists generally agree that radi-
ation can cause harmful mutations in humans. However, there remain difficult
questions concerning what kinds of genetic disorders may be caused by radiation
and how the dose-response relationship may be quantified. Even if the effects
in terms of genetic material changes are identified and quantified, there
remains an imposing problem of predicting the nature and severity of clinical
manifaestations (observable diseases) of each type of genetic damage.

3.3.1 Kinds of Genetic Damage Associated with Radiation

Among the categories of genetic damage, autosomal dominant disorders have
special importance in radiation genetics: the relationship between the muta-
tion rate and birth defect freguency is relatively direct and radiation-induced
increase in the mutation rate is expressed most strongly in early generations
(Carter 1977). The collectiva incidence of autosomal dominant disorders is
roughly one percent of persons born {Stevenson 1959; Carter 1977; (ftedal and
Searle 1980}, Trimble and Doughty (1974) estimate the incidence at only 0.1
percent, but they ignore late-onset diseases.

Another category of genetic¢ disorders that would almost directly reflect a
radiation-induced increase in the mutation rate are X-)linked disorders. These
mutations involve genes located on the X chromosome and are expressed almost
exclusively in males. These disorders behave as dominants in males. Estimates
of their numbers, are typically included with the dominants in a single cate-
gory in estimates of radiation-induced genetic effects. As with the dominants,
these disorders appear most freguently in the early generations after a one-
time increase in the mutation rate. The current incidence of X-linked disorder
is approximately 0.8 per 1000 liveborn males. (Stevenson 19599; Trimble and
Doughty 1974; Carter 1977).

UnTike dominant and X-linked disorder that require the presence of only
one mutant gene for their expression, autosomal recessive disorders appear only
when two mutant genes are inherited, one from each of the parents. There is a
very low probability of a newly induced recessive mutation pairing up with a
previously existing mutant allele in a way that will express a deleterious
condition in the first or early generations (Oftedal and Searle 1880).
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Instead, the interval between the induction of a recessive mutation in a gene
and the birth of an affected individual may be centuries or even millenia (Ash,
Vennert, and Carter 1977). For that reason the category of recessive genetic
disorders is usually considered to be negligibly affected by increased radia-~
tion {UNSCEAR 1977; BEIR 1980). In contrast, Edwards (1979) holds that the
recessive disorders are particularly severe and that over a very long time they
represent the “"main hazard in man" (p. 467). Estimates of the current inci-
dence of recessive disorders vary from 1.1 per 1000 iiveborn (Trimble and

Doughty 1974) through 2.1 per 1000 (Stevenson 1959) to 2.5 per 1000 {Carter
1977).

In adﬁition to the disorders discussed thus far, all of which have unambi-
guously genetic¢ causes, there is a large category of multifactorial disorders
(also called irregqularly inherited disorders.} These may stem partly from
dominant mutations and partly from environmental causes. In order to predict
their increased incidence, it is necessary to estimate their "mutation compo-
nent," the proportion of their frequency that depends on the mutation rate.
Each multifactorial disorder has its own mutation component and very little is
known about these components {Denniston 1982)}. UNSCEAR (1977) estimates the
mutation component to be 5 percent; the BEIR (1980) estimate is 50 percent.
Estimates of current incidence range from 4 per 100 liveborns (Stevenson 1959)
to 9 per 100 (Trimble and Doughty 1974).

In addition to the genetic mutations discussed above, radiation exposure
may cause a broad class of chromosome anomalies. This class includes three
types of disorders: numerical aberrations, rearrangements, and deletions (Den-
niston 1982). The deletions may have effects indistinguishable from those of
single gene mutation and they are included among those disorders. The numeri-
cal aberrations contribute heavily to very early prenatal mortality, accounting
for approximately 50 percent of spontaneous abortions, often so early that
pregnancy is undetected (Denniston 1982, p. 331). They also result in genetic
diseases such as Down's syndrome, Turner's syndrome, and Klinefelter's syndrome
{Denniston p. 331). As a class, chromosome anomalies lead to impairment in
approximately 0.6 percent of liveborns, according to Denniston {p. 331).

3.3.2 Estimation Methods

There are two principal ways to estimate the effect of increased radiation
dosages in terms of the incidence of genetic and c¢hromgsomal disorders. Both
involve extrapolation to humans from experience with irradiated mice and other
mammals.

The doubling dose method is based on the equation {Dennison 1982)

Induced burden per rad = spggzg??ﬁ;sdgzgden x mutational component

The spontaneous burden is estimated from human population studies such as
Stevenson (1959), Trimble and Doughty (1974) and Carter (1977), as reported
above for each type of genetic disorder. The mutational component is the part
of the existing burden expected to increase in proportion to the mutation
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rate. It is 100 percent for autosomal dominant disorders and open to guestion
for others, The doubling dose itself is calculated from nonhuman data, gener-
ally from the mouse. The increase in dominant disorders in humans is estimated
from the induced mutation rates of recessive genes in the mouse. Each of the
variables in the doubling dose equation is dependent on interpretation of evi-
dence that permits widely divergent estimates.

The direct method of dose-response estimation relies on skeletal structure
anomalies in the offspring of irradiated mice. This method requires extrapola-
tion of skeletal effect rates to other body systems and then projection of the
experimental findings in mice to effects in humans. The method also calls for
adjustment by various "correction factors™ to compensate for high dose rates
and for fractionation and to estimate a total population incidence from experi-
mentation with males alone {Denniston 1982).

3.3.3 The Risk Estimates

There are three major studies of primary relevance to the estimation of
radiation-induced genetic disorders, the two reports from the National Academy
of Sciences Committees, BEIR I in 1972 and BEIR III in 1980, and cne from a
United Nations Committee, UNSCEAR, in 1977. Table 3.5 shows these committees'
estimates for an average population exposure of 1 rad. Estimates are given
both for the first generation following exposure and for equilibrium, which is
the level at which, after several generations, the incidence rate would level

off and be sustained if there were no further changes in exposure {i.e., a new
steady state.)

TABLE 3,5. Estimated Increase in Genetic Disorders per Million Liveborn,
from an Average Population Exposure of One Rad

Current. BEIR 72 UNSCEAR 77 8EIR 80
Disease Type Incidence  1stt? gl 1st Eq Ist Eq
Dominant, and X-1inked 10,000 10-100 S3-500 20 100 5-65 40-200
Recessives 2,500  sligt very siow slight  slow very few slow increase
increase increase
Lhbal ancad 4 000 12 15 a0 40 <10  increase only
Rearrangements sligmtiy
Aeudioids 1 1 -— - Q 0
Irreqularly Inrerited 90,000 120060} 10-1,00000) 5 as — 20-900
Di sorders - - - -
Totals 106,500 25-715 75-1,500 65 185 -— £0-1,10

(a} First generation; equilibrium,
{(b) Used a current incidence of 40,000,
Source: Adapted fram Cenniston 1982,
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Both UNSCEAR 1977 and BEIR 1980 employed the doubling dose methad for
estimation of single gene effects in equilibrium, and the direct method for
first generation estimates. UNSCEAR used the doubling dose method for esti-
mating chromosomal rearrangements, while BEIR 1980 used human and marmoset data
for direct estimation {That is the reason for the divergence in the committees'
estimates regarding rearrangements.} BEIR 1972 employed the direct method for
estimating first generation incidence of induced chromosomal aberration, but
used a doubling dose method throughout for gene mutation.

There are additional reasons why the estimates vary, We concentrate here
on the differences between UNSCEAR 1977 and BEIR 1980 as reflections of the
current stdge of the art, The UNSCEAR Committee accepted a doubling dose of
100 rad; BEIR 1980 considered it to be in the range of 50-250 rem (Selby
1979). BEIR 1972 had placed it in the range of 20 to 200 rem using the direct
method to forecast the effects in the first generation, The committees used
different estimates of both the mouse-human relationship and the skeleton-whole
body relationship. The UNSCEAR Committee accepted an estimate that about one-
half of the dominant mutations found in mice would cause serious disorders if
found in humans; the BEIR Committee felt the true range to be from one-quarter
to three-quarters of the mouse disorders. The UNSCEAR Committee multiplied the
skeletal disorders by five to estimate the whole body effects; BEIR preferred a
range from five to 15.

Scientific interpretation causes estimates of increased genetic disorders
to vary even though, as Denniston (1982) observes, the UNSCEAR and BEIR Com-
mittees have overlapping memberships and they used the same data (p. 332). 1In
order to estimate genetic effects in terms of their c¢linical manifestations
instead of as genetic disorders, a further interpretive step must be taken.

3.3.4 C(Clinical Manifestations of Genetic Disorders

Stevenson (1959), Trimble and Doughty (1974) and Carter (1977) all provide
V1ists of ciinical diseases classified according to category of genetic¢ dis-
order, Those lists are usually employed in the calculation of genetic
effects: theay provide the estimates of current incidence to which tne doubling
dose is applied. In this study we are interested in the clinical manifesta-
tions as final outcomes, as the observable, impact-producing health effects
reiated to radiation-induced genetic damage. It is the effects of inherited
disorders, such as blindness, muscular dystrophy, chorea, and kidney disease,
that produce costs for society.

To project the impact of genetic disease both the types of diseases that
may occur and their relative frequency of occurrence must be known., Informa-
tion about the nature of genetic-related disease has been expanding rapidly.
For example, in 1966 McKusick catalogued 169 diseases categorized as autosomal
dominant disorders; by 1978 a total of 736 were listed {with another 753 not
yet fully confirmed) (McKusick 1978), Similar growth in knowledge has occurred
for the other types of genetic disorders as well,

Estimates of the relative frequency of various genetic diseases varies

depending on the disease classifications used as the basis for enumeration and
on the population studied, It is apparent that different populations have
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widely varying rates for some genetic diseases. Of the major population
studies, Trimble and Doughty's {1974} for British Columbia probably most
closely represents the U,S. population, This study could be used as the basis
for identifying the relative frequency of genetic diseases with different
levels of impact for society. At the present time, information is unavailable
as to the frequency of severe genetic diseases relative to those that create
1ittle or no cost.

3.3.5 The Reactor Safety Study and CRAC Model

In the Reactor Safety Study {NRC 1975) information from BEIR 1972 is modi-
fied to same extent, to estimate the gdenetic effects of a reactor accident,
Instead of documenting each step, we include here a brief discussion of the
differences and similarities between the Reactor Safety Study's assertions and
those of BEIR 1972 and BEIR 1980:

e In order to make the estimates of genetic effects comparable to the
estimates of other health effects, the Reactor Safety Study makes
several computational changes from BEIR 1972: effects are calculated
per million in the population, not per million Tiveborn; effects are
calculated per rem instead of per 5-rem dose.

e BEIR 1972 employed a doubling dose in the range 20-200 rem, BEIR 1980
in the range of 50-250 rem. The Reactor Safety Study uses a point
estimate of 100 rem for the doubling dose.

¢ The Reactor Safety Study uses the BEIR 1972 range for mutation com-
ponent of muitifactorial disorders: 5 to 50 percent,

In general, the Reactor Safety Study indicates there are reasons to consider
the estimates from BEIR 72 to be too high, And, as shown in Table 3,5, BEIR
1980 supports that assessment, lTowering very slightly the estimates of the
previous BEIR Committee.

Genetic effects have been estimated by the CRAC model, though they are
neither included in the CRACZ version nor documented in the user's manual
(Sandia 1981}, Wnile the discussion of genetic effects in the Reactor Safety
Study indicates an approach to projection based on BEIR 1972, the CRAC model
actu 1]y uses a simple calculation of 260 genetic effects per million person-

rem,'®/  This procedure is currently being revised as part of a larger NRC risk
modelling effort.

3.3.6 Summary

_ The 1eve1 of uncertainty inherent in genetic-related disease projections
is very high due to the major information gaps in each stage of the projection

(a) Conversation with Roger Blond, Division of Risk Analysis, Office of
Research, NRC, April 5, 1983,
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process. Given the state-of-the-art and the recent rapid expansion of informa-
tion regarding genetic disease, PNL currently uses the follawing assumptions to
provide a basis for genetic effect cost estimates:

4.

Genetic effects are expressed within ten generations,

Half of all effects are due to autosomal dominant and half are due to
multifactorial genetic disorders and chromosomal damage. a)

Autosomal dominant disorders are eliminated from the population

at a gate of 20 percent per generation and multifactorial (and chro-
maosomdl) disorders at a rate of 10 percent (NRC 1975, Appendix VI,
p. 9-30).

Genetic diseases are equally distributed between those Eg?es that are
most disabling and those that have little or no impact.

Because advances in the state-of-the-art are expected, PNL's cost model {HECOM)
has been designed for ease of modification of these assumptions regarding gene-
tic effects incidence,

{a)
{b)

This is based on the midpoint of the range of uncertainty regarding
incidence of multifactorial disorders (NRC 1975, Appendix VI, p. I-11).
This assumption is made in the absence of an empirical information base.

3.16



3.0. REFERENCES

Andrews, G. A. 1980, "The Medical Management of Accidental Total-body Irradi-
ation. In The Medical Basis for Radiation Accident Preparedness. K. F.
Hibner and S. A. Fry {eds.) Elsevier/North-Holland, New York, New York pp.
297-311.

Ash, P., J. Vennart, and C, Carter, 1977, "The Incidence of Hereditary
Disease in Man," Journal of Medical Genetics Vol. 14. pp. 305-306.

Beebe, G. W. 1981, "The Atomic Bomb Survivors and the Problem of Low-dose
Radiation Effects.” American Journal of Epidemiology. Vol, 114, 6.6,
pp. 761-783.

Blakely, J. 1968. The Care of Radiaticn Casualties. Charles C. Thomas,
Springfield, I11inois.

Carter, C. 0. 1977. "Monogenic Disorders," Journal of Medical Genetics.
Vol. 14, pp. 316-320.

Committee on the Biclogical Effects of lonizing Radiation. 1972 and 1980, The
Effects on Populations of Exposure to Low Levels of Ionizing Radiation.
National Academy of Sciences, Washington, D.C.

Cooper, D. W, et al, 1982, Reactor Safety Study Radiclogical Health Effects
Model: Critical Review. Sandia National Laboratories, Albuquerque, New
Mexico.

Dalrymple, G. V, et al., eds. 1973, Medical Radiation Biology, W. B.
Saunders Co., Philadelphia, Pennsyivania,

Denniston, C, 1982. "lLow Level Radiation and Genetic Risk Estimation in
Man." Annual Review of Genetics. Vol. 16, pp. 329-355,

Edwards, J. H. 1979, "The Cost of Mutation." 1In Genetic Damage in Man Caused
by Environmental Agents. K. Berg, ed,, Academic Press, New York, New York,
San Francisco, London. pp. 465-453,

Land, C, E. 1980, "“Estimating Cancer Risks from Low Doses of lonizing Radia-
tion." Science. Vol. 209, pp. 1197-1203.

Loewe, W, E. 1981, "Revised Dose Estimates at Hiroshima and Nagasaki."
Health Physics. Vol. 41, No. 14, pp. 663-666.

McKusick, V, A, 1978, Mendelian Innheritance in Man {5th edition). Johns
Hopkins Univ, Press, Baltimore, iid.

Oftedal, P, and A. G. Searle. 1980. "“An Overall Genetic¢ Risk Assessment for
Radiological Protection Purposes.” Journal of Medical Genetics. Vol. 17,
ppe. 15-20. =

3.17



Prasad, K. N. 1974, Human Radijation Biology. Harper and Row, Hagerstown,
Maryland.

Saenger, E. L. 1982, "Radiation Accident Preparedness" A course manual from
the University of Cincinnati, Cincinnati, Ohio.

Sandia National Laboratories. 1981. Calculations of Reactor Accident Conse-
quences, Version 2, Computer Code Usars Guide, Draft SANDB1-1994 NUREG/CR-
2326, Albuquerque, New Mexico.,

Selby, P. B. 1979. "Genetic Risks from Radiation: Recent Assessments by the
BEIR and BNSCEAR Committees and Suggestions as to How Future Research Can
Improve Such Estimates.” In Proceedings of the First International Confer-
ence on Health Effects of Energy Production, Eds. N. E. Gentner and P, Unrau,
pp. 115-124, Atomic Energy of Canada Limited, Chalk River, Ontario, Canada,

Stevenson, A, C. 1959, "The Load of Hereditary Defects in Human Popula-
tions." Radiation Research, pp. 306-325,

Trimble, B. K., and J, H. Doughty. 1974, "The Amount of Hereditary Nisease in
Human Populations," Annals of Human Genetics. Vol. 38, pp. 199-223,

United Nations Scientific Committee on the Effects of Atomic Radiation,
1977. Sources and Effects of lonizing Radiation, Report to the General
Assembly, United Nations, New York, New York.

U.S. Nuclear Regulatory Commission. 1975. Reactor Safety Study., Appendix
VI. WASH-1400, National Technical Information Service, Springfield,
Virginia,

Wakabayaski, T., et al, 1983, "Studies of the Mortality of A-Bomb Survivors,
Report 7," Radiation Research Vol. 93, pp. 112-146.

3.18



4,0 VALUING CHANGES IN HEALTH RISKS

Among the risks of exposure to acute radiation doses are increased illness
and a lowered life expectancy. That is, compared with statistical norms, an
exposed population faces a risk of more morbidity and of excess (i.e., earlier)
mortality. People are generally averse to risk: a decrease in risk is consi-
dered a good, and to be sought; an increase in risk is a bad, and to be
avoided. Concentrating, for simplicity, on the issue of excess mortality, this
section provides a discussion of the difficult problem of evaluating (in dollar
terms) the cost of an increase in risk.

It is useful to begin the discussion by emphasizing that the effort here
is to evaluate an incremental change in risk, not to put a value on human
life., Two general approaches have been followed to measure the cost of
increased risk: measuring individual preferences and measuring the risk to the
value of human capital. A description of these general approaches is provided
in Sections 4.1 and 4.2, aloeng with an analysis of haw comprehensive each is in
terms of capturing each of the components of the cost of risk.

There are at least five reasons why someone would prefer a Tower societal
risk of mortality to a higher one.

The first three stem from valuing 1ife per se:

1. If lower societal risk means he himself is at lower risk, he prefers
that state of lTower risk. €Call the value of his preference in regard
to his own life vl.

2. If lower societal risk means his loved ones are at lower risk, he
prefers that state. Call the value of his preference in regard to
Toved ones v2.

3. tven if neither he nor his loved ones benefit, he prefers a lower
risk for other ({anonymous) people purely out of beneficence. Call
that v3.

Aside from beneficence or valuing 1ife per se;

4. He would value a lower risk to anonymous others because it means a
lower risk to his claim on their net production. €all that v4.

5. He prefers lower risk because he values the resources that would
otherwise be consumed in treating illness or in trying to avaid
death. Cail that v5,

These five components of the value society places on changes in risk
levels are employed in the following discussion of risk valuation methods.
They are used to illustrate the extent to which each method captures the major
aspects of society's valuation of changes in risk.
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4,1 THE "HUMAN CAPITAL" APPROACH

Society is willing to forgo current consumption and to invest in produc-
tive plant and equipment to an extent that depends on the value of the result-
ing output. That is, we value physical capital in terms of the goods and ser-
vices produced with it. Similarly, we may value human capital in terms of the
value of goods and services produced by labor. So a risk of losing productive
years of Tlabor, through increased morbidity and Tower life expectancy, is also
a risk of losing the value of the goods and services produced by that labor.
Assuming that the value of the marginal product of labor is equal to the wages
paid for that labor, lost wages {including the equivalent value of self-employ-
ment) are a measure of the value of health risk.

Employing the human capital approach in practice, the cost of health risk
is computed by multiplying a measure of the value of human capital by the
change in the probabilistic risk of death. For example, consider an individual
who expects to earn a discounted total of $100,000 over his remaining 1ife-
time., That expectation depends to an extent on his life expectancy: he has
some discrete probability of dying in each year. The level of his expected
future earnings reflects both future wage levels and the probability of death
in each subsequent year. Now suppose a reactor accident imposes on that indi-
vidual an increased probability of death every year in the future; now his
risk-weighted expected future earnings are, say, only $30,000. Then the cost
of the risk to that individual is estimated to be $10,000 discounted to present
value in the year of the accident,

In computing the cost of risk this approach considers both the increased
level of risk and the value of the human capital at risk. This section discus-
ses the several ways in which the value of human capital can be measured., Each
of the principal variants to human capital valuation is discussed briefly in
the following paragraphs.

One commanly used measure of human capital is the share of each person's
net production at risk of being lost to society, given risks of increased mor-
bidity or early mortality. The value of a person's net production is the value
of his or her total production {as measured by total earnings) less the value
of what he or she consumes. It is a measure of the value of goods and services
a person "gives" to society, over and above what he or she "takes away" through
personal consumption. Weisbrod (1961) proposed this as the appropriate measure
of human capital at risk.

This "“net production” measure, however, evaluates only one component of
the total value at risk; it corresponds only to the value v4 of the components
listed at the beginning of this section. It ignores completely the value the
jndividual places on the risk to his or her own life. And even from society's
viewpoint, it takes no account of the beneficence that makes us prefer a lower
risk to the lives of those whose net product is negative (that is, who consume
more than they produce}.
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A more comprehensive approach to human capital valuation measures the
value of total production, including personal consumption. This is the
approach taken in cost of illness studies over the past twenty years by Rice
and her associates {Rice 1966; Cooper and Rice 1976; Hodgson and Rice 1982).
These studies compute the value of human capital from the total average earned
income for a person in an age and sex cohort at risk. The total value of a
Joss from early mortality is measured over the period between the age at death
and the year of normal 1ife expectancy, and is equal to the present value of
the stream of lost earnings {i.e., Tost production), For Rice's purpose of
estimating the annual cost of illness it is appropriate to discount this stream
to its prasent value in the year of death; to apply such costs to a decision
that affects risk (e.g., the risk of a reactor accident), it is appropriate to
discount to present value in the year in which resources would be committed,
The latter approach is followed by Hartunian, Smart and Thompson (1981} and by
PNL in this study.

Further refinements are often made to both the total and net production
measures, especially to account in different ways for the human capital of the
nonwage-earning population. Since avaiiable data on earnings exclude values
for nonmarket production, the value of househcld services, for example, must be
imputed if the value of women's {and some men's} production is not to be sig-
nificantly understated. {This is also true for other types of nonwage earning
labor but data to carry it out are lacking.) Imputed values may be based on
the market value of domestic services {Brody 1975) or on the opportunity cost
principle, accounting for wages tnat could be earned in the marketplace as an
alternative use of the homemaker's productive time (Prest and Turvey 1965). A
problem with the latter approach is that it is difficult to determine likely
wages that could be earned in the marketplace if a Targe nunber of homemakers,
not currently in the labor market, suddenly entered it. Besides, the wage that
could be earned in the market is, by observation, insufficient to reward the
household for giving up the homemaker's services {Gronau 1973), In spite of
the problems with the opportunity cost approach, we employ a modification of it
in this study for practical ease of calculation. We compute the mean earnings
of non-institutionalized, wage-earning individuals in each age and sex cohort
and apply that figure to all indjviduals in the cohort,

When refined to include an imputed value for household labor by those who
are not otherwise employed, the measurement of human capital in terms of total
production captures both net production (v4) and also some portion of vl, the
value an individual places on a risk to his or her own life, This assumes that
the dollar value of consumption is a rough measure of the satisfaction a person
will receive out of 1ife. Thus, an approximation of vl is provided by the
value of the person's future consumption,

The value of personal consumption is usually considered an underestimate
of vl. In an argument requiring some theoretical rigor, Schulze et al, (1979),
nave shown that the principle of "risk aversion" is one reason why the value of
consumption understates yl. 1In addition, consumers are often willing to pay
more for a good than they actua]]y end up paying in the market; therefore, they
get more satisfaction than is represented by the price they pay. Thus, expen-
ditures on future consumption probably understate vl.
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The value a person places on his or her own life (vl) is an elusive mea-
sure, It is not constant over various risk levels; it varies among
individuals; and for one individual it varies with circumstances and over
time. Therefore, it is unclear just how much of vl is measured by total pro-
duction., MNevertheless, given the practical considerations of obtaining an
estimate, in this study we add the value of direct treatment costs to the vajue
of total production to develop an estimate of the total value at risk that
includes v4, v5, and some measure of vl.

A number of problems with the human capital approach have been observed,
both in terms of particular methodological troubles and more generally in terms
of theoretical shortcomings. Particular methodological problems include the
tendency of the approach to value risk to 1ife based on earnings; those who
have low earnings tend to be assigned low values (Mushkin and Dunlop 1979,

p. 6). Mushkin and Dunlop list other problems involved in human capital valua-
tion: changing trends in workforce participation rates at different ages and
for males and females, changes in productivity growth rates, and changing earn-
ing patterns over a working life (1979, p. &).

Aside from the methodological problems, significant challenges have been
raised against using the human capital approach in risk valuation, on the
grounds of incompatibility with economic theory. Neoclassical economists are
uniformly in agreement that a measure of human capital simply has no place in
cost-benefit analysis. (See for example Mishan [19713.) Instead of using
human capital, the benefits of a particular project should be measured in terms
of individual preferences, according to economic theory.

In summary, for reasons both of problematic details in the valuation of
human capital, and because of that approach's theoretical shortcomings, many
economists have urged that risk to longevity be measured in terms of the value
of individual preferences. (For general descriptions of the theoretical sup-
port for measuring individual preferences and for comparison of this approach
with human capital valuation, see Schelling 1968; Mishan 1971; Acton 1973;
Zeckhauser 1975; Jones-lLee 1976; Rhoads 1978; Clarke 1979; Dorfman 1979; and
Weinstein, Shepard and Pliskin 1980.)

4,2 THE "“INDIVIDUAL PREFERENCE" APPROACH

When the total costs are accounted for, the introduction of a particular
project {e.g., a project that lowers risk from a reactor accident) will make
some members of the public better off on balance, some worse off on balance,
and others will be indifferent to the project. For example, an investment in
safety equipment may decrease public risk but require increased worker expo-
sures. If in the aggregate the total of individual preferences regarding the
project is positive, there is a potential for improving overall public welfare
by going ahead with the project. In the individual preference approach the
value of that potential improvement is interpreted as the excess of benefits
over costs arising from the introduction of the project. The value of the
improvement is measured directly from the preferences of the public. Methods
to observe individual preferences are discussed in detail below.
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Economic theory suggests that the value of a change in an individual's
perceived well-being can be measured by the amount of money the individual
would be willing to accept (WTA) or willing to pay {WTP) to remain indifferent
to the change. The benefit of a risk-reducing project can best be measured, in
theory, by how much the community, in aggregate, would be willing to pay for a
decrease in the Tevel of risk, or would be willing to accept to face an
increase in the existing level of risk.

Selection of the appropriate measure {WTA or WTP) depends upon the assign-
ment of rights within the affected society. If consumers have a right to a
lower-rigk state, their willingness-to-accept-payment to face a higher risk is
the relevant measure. If consumers do not start with the right to a lower
risk, then we should measure individuals' willingness-to-pay to obtain a lower
risk. In practice, the distinction between WTP and WTA is often blurred, with
the availability of information a more important criterion for the choice of
either measure than the distribution of rights.

Among the attempts ta evaluate individual preferences, three approaches
stand out: measurement of WTP by questioning consumers directly {Acton 1973;
Jones-Lee 1976}, measurement of WTA by wage differentials paid to workers in
risky occupations {Thaler and Rosen 1976), and measurement of WTP by public
budgets for life-saving programs (Cohen 1980). We ignore the last here because
the factors in a program's success in the battle over budgets do not appear to

be directly related to society's valuation of the risks averted by that pro-
gram.

Acton {1973) describes the use of a questionnaire to elicit willingness-
to-pay responses directly from the public. While concerned more with general
patterns of responses and with the applicability of the technique than with
numerical estimates, Acton concludes that the questionnaire method yields
results that are reasonably consistent internally. He finds that when con-
fronted with a hypothetical situation fnvolving risks to themselves, people are
generally willing to pay more for larger reductions in risk than for smaller
ones {p. 105). He notes also, however, that this relationship is non-linear,
varying directly with the absolute level of risk faced by a respondent.

Because people face and perceive different levels of risk, the nonlinearity of
respanses means a single "willingness-to-pay"” measure cannot be expected from

such studies (p. 108). Acton reports that his respondents were willing to pay
an average of 3$43 to reduce annual mortality risk by one death per 1000 people,
and 356 to reduce risk by one death in 500 peopie (p. 109). (Both figures are

in 1971 §). These values are for risk to a group of which the respondents were
members.

It is important to note here that Acton and other investigators of indi-
viduai preferences measure individuals' valuations of risk directly. These
risk valuations are often discussed in the context of “the value of a life.”
In that use, it is necessary to perform a calculation from the risk value to
obtain what Freeman {1979) calls the value of a "statistical 1ife." For
example, if the average individual willingness-to-pay for a program that
reduced the mortality rate of a given group from seven deaths per 100,000 to
six deaths per 100,000 were $5, the "value of statistical life" would be
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$500,000 (Freeman 1979, p. 168). Thus Acton's results are commonly presented
in terms of a “value of 1ife" ranging from $28,000 to $43,000, depending on the
risk change evaluated. For most policy purposes, however, it is the value of
risk that is relevant, not the secondary calculation of value of life,

In an approach generally similar to Acton's, Jones-Lee (1976) also uses a
questionnaire to estimate willingness-to-pay. Posing a hypothetical situation
in which the respondents themselves are at risk, Jones-Lee finds that, effec-
tive over relatively short periods of time, the average reported value of a
decrease in risk of one death per 500,000 people is about 6 pounds sterling
(19752) {o¢ about $10 at 1975 exchange rates).

Thaler and Rosen (1976) seek a measure of willingness-to-accept (WTA) in
an alternative to the questionnaire approach. They reason that the wage dif-
ferentials paid to individuals in high-risk industries constitute a measure of
those individuals' valuation of risk. Controlling for a variety of nonrisk-
related characteristics of laborers, Thaler and Rosen present four equations
that yield risk valuation estimates in a range from $136 to $260 (in 1967 $)
for reducing risk from one death per 1000 people to zero.

Just as the human capital approach can be faulted for ignoring certain
components of the cost of risk, so can the empirical studies undertaken to
measure individual preferences. The risk values reported by Actaon correspond
only to vl, the value an individual places on risk to his or her own 1ife.
Acton attempts measurement of v2, an individual's valuation of risk to loved
ones, but does not quantify the responses in dollar terms.

Jones-Lee (1976) suggests that v4, the risk of losing a share of net pro-
duction, and v5, the risk of having to share in treatment costs, should be
added to vl for a full valuation of the cost of risk. He acknowledges that he
has not accounted for v2, the value put on a loved one's life, and he ignares
altogether what we have labeled v3, the preference for lower risk stemming
purely from beneficence.

Knease and Schulze (1977) employ Thaler and Rosen's high estimate in a
rough approximation of the costs of cancer associated with selected environ-
mental hazards. However, they reason that even that high estimate is "probably
seriously biased downward." They argue first that workers in risky jobs are
less risk averse than the general population, and therefore accept risk at a
lower wage differential. Second, they suggest that people may be more willing
to take risks voluntarily than to have risks imposed externally. To the extent
that risks from environmental carcinogens are accepted involuntarily, people
may demand more compensation for that acceptance. Finaily, they argue that
job-associated death risks may not entail the particularly unpleasant pain and
suffering of cancers, for which people would seek higher compensation (Kneese
and Schulze 1977, p. 331).
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Neither wage differentials, as used by Thaler and Rosen for a measure of
WTA, nor other similar marketplace valuations are capable of including values
other than vl, an individual's concern for risk to his or her own life. Thaler
and Rosen concentrate only on v1.

Table 4.1 provides a summary of the value components measured by each of
the approaches assessed in this section., As can be seen in Table 4.1, none of
the approaches quantifies adequately all of the components of risk value.

TABLE 4.1, Extent toc Which Selected Methods Measure

B the Various Components of Value
Methods vl v2 v3 vd V5
Human Capitatl Partial Q Q Full Q
Human Capital gsus
Direct Costs! Partial 0 0 Full  Full
Acton Full (®) g 0 0
Jones-Lee Full (b ¢ (c) (c)
Thaler-Rosen partialld) g 0 0 0

) Approach taken in this study.
{b) This component is considered, but not quantified.

) Addition of this component is recommended, but the
study does not attempt it.
{d) The critique of Kneese and Schulze {1977) indicates
several reasons why this wage differential measure
may understate vl.

Depending on the age, sex, and kinship relationship of the person{s) being
considered, Needleman (1976) suggests adding to vl a value ranging between 25
and 100 percent of vl to account for v2. If any value were added for v3 in
that scheme it would be less than 25 percent of vl. T

That still Teaves the question of whether the other components could be
appropriately added together. Perhaps, as Jones-Lee suggests, one may add WTP
or WTA to other component values of risk costs. However, that approach is
neither practicable nor desirable in the present PNL effort.

4.3 CONCLUSION

The human capital approach is not ideal; it measures only a portion of the
probable "true" value of risk reduction. And it measures that portion in a way
inconsistent with certain principles of economic theory.
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However, the individual preference approach, while firmly rooted in eco-
nomic theory, is difficult and costly to implement. Mishan (1971) suggests
that a "contingent market" study {i.e., measurement through surveys) is a pro-
per vehicle for measuring WTP or WTA. Cronin (1982) shows, however, that such
studies must be rigorously designed in order to avoid several kinds of respon-

dent bias. While such an approach may be implemented in the future, no broadly
based studies are presently available.

The valuation of individual preferences through WTP or WTA depends to a
significant degree on how the risk valuation question is asked, on the per-
ceived risks levels, and on the pain and suffering expected. {See Currie and
Kidd (1980) for a demonstration of how WTP and WTA values may vary depending on
how the question is asked.) It is not appropriate, therefore, simply to trans~
fer a WTP or WTA estimate from one study to another. Instead, it would be
necessary to perform a special survey to expiore individual preferences regard-
ing the risks of radiation-associated morbidity and mortality. And it would
still be useful to pursue both the human capital valuation and the direct cost

valuation for risk-weighted measures of v4 and v5, respectively, to provide a
baseline.

To gain an understanding of the magnitude of the value of risk reduction
with minimum fnvestment, we have adopted the human capital approach in this
study. A contingent market survey would offer greater potential for a full
valuation of health effects risks but it could be implemented only after sub-
stantial investment in survey design and testing.
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5,0 ESTIMATION OF THE DIRECT COSTS QF HEALTH EFFECTS

If one measures the values of life and livelihood by the human capital
approach, an additional accounting of the direct costs of treating an illness
i$ necessary to measure the total benefit achievable by risk reduction. Con-
ceptually, in a consumer's response that he is willing to pay $X for some risk-
reducing program, there is implied both a value of life and 1imb and an assess-
ment of the actual monetary outlays he will face if the risk is not reduced.
Since the consumer s unlikely to know the total value of the monetary outlays,
the questioner should be expected to provide an estimate. Thus even in a will-
ingness-®o-pay approach, an estimate of actual outlays {(direct costs) is
necessary.

Direct costs of radiation-induced health effects include all of the costs
of hospitalization, physicians' care, drugs, nursing, special equipment, trans-
portation required for medical treatment, medical supplies, etc. Regardless of
whether these costs are paid by individuals, private insurance, or government
programs, or represent bad debts that are paid indirectly by other users of
medical services, they involve costs to society for medical treatment and
should be counted. The rest of this section describes the bases for developing
direct cost estimates for radiation injuries, cancers, and genetic effects.

S.1 DIRECT COSTS OF RADIATION INJURIES

Depending on dose levels and on individual sensitivities, exposure to
significant amounts of radiation may result almost immediately in acute symp-
toms that could range from nausea to death. Treatment required for recovery
may range from a few days of bed rest at home to heroic intervention in a well-
equipped regional medical center., Cases of acute radiation syndrome have
occurred too infrequently to result in the development of information regarding
treatment practices and costs. However, specialists in radiation medicine have
reached relatively close agreement about the clinical manifestations of radia-
tion illness. We estimate the costs of treatment from information on the cost
of treating patients with similar clinical problems. For this analysis, radia-
tion injuries are grouped into three categories: 1) prodromal symptoms, which
last only a few days; 2) bone marrow syndrome, gastrointestinal syndrome, and
pulmonary impairment, which are all potentially life-threatening; and 3) in-

utero effects, which cause severe and permanent impairment to the irradiated
fetus.

5.1.1 Prodromal Symptomg

Prodromal symptoms, consisting of nausea, vomiting, and diarrhea may occur
within a few hours of whole-body exposures over about 50 rads and may continue
for a few days. Andrews (1980) suggests that individuals displaying prodromal
symptoms should be kept at home, partly to avoid the infectious environment of
a hospital and partly to avoid undue apprehension. However, because closely
monitoring prodromal symptoms is the only way to detect the existence of
serious injury, we assume that people would be treated as though seriousiy
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injured until evidence develops to the contrary. Such treatment could involve
two or three days of hospitalization, with the administration of fiuids and
medications and the performance of numerous laboratory tests. In 1981 the
average total hospital charge for inpatient services was approximately $300 per
day (Health Care Financing Administration, June 1982). If physicians' fees
average some one-third of hospital charges, as they do for cancer patients
(Scotto and Chiazze 1976), then they will total another $100 for each day of
care, Me assume a 2.%5-day stay in the hospital, resulting in an estimate of
about $1,000 per case of prodromal symptoms. While provision of such high-
quality care may be unlikely in the event of a major accident, lack of it would
probably igcrease fatality rates and, hence, societal losses. Unless the
injured aré quickly identified and isolated to prevent infection, fatalities
may occur even among those exposed to as little as 150 to 175 rads {NRC 1975,
Appendix VI, F-1}).

5.1.2 Bone Marrow Syndrome

Bone marrow syndrome is characterized by impairment of the blood forming
system; depending on the extent of damage, the clinical manifestations include
severe susceptibility to infection, hemorrhage and anemia., For purpcses of
outlining the probable course of treatment and its costs, we suggest there are
relevant similarities between the characteristics of bone marrow syndrome and
these of burn trauma. In both cases the most immediate concern is the threat
of infection, 1In addition, patients suffering from either face a threat of
severe hemorrhage.

To control infection, burn patients are placed in reverse sterile isola-
tion, usually employing special air filtration systems and sterilizing every-
thing that comes into the room. Because of all these special precautions, a
regionTI burn care center charges $1255 per day for "room and board"
alone.'?) That is the cost for nonsurgical burn patients; those requiring
surgery receive additional precautionary measures, and pay up to $2,000 per day
for a room in sterile isolation., Patients with radiation-induced bone marrow
syndrome would require somewhat similar precautions to avoid infection
(Andrews 1980, p. 306; Blakely 1968, p. 61). Therefore we apply a cost for
hospital room of about $1250 per day for about 3 weeks for those patients with
bone marrow Syndrome.

In addition to hospital room charges, a typical nonsurgical burn patient
may pay $200 per day for medicai ?ns, $180 per day for laboratory tests, and
$50 for each blood transfusion. Saenger (1982) suggests both prophylactic
and systemic antibiotic therapy should be used to fight infection in the bone
marrow syndrome patient. He advises the use of antibiotic and antifungal
agents such as neomycin, oxacillin, and nystatin., That aggressive approach to

{a) Communication with staff at Harborview (Seattle) Medical Center's burn care
unit March 1983.
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medication is probably not very different from that followed for a burn
patient, so we include the full 3200 per day for medications in the total cost
of treating bone marrow syndrome.

Similarly the continual monitoring of blood counts along with laboratory
cultures results in high laboratory costs for a bone marrow syndrome patient
{see Andrews 1980 and Saenger 1982}, The daily costs could easily reach levels

similar to those of a burn patient. 5o we add §180 per day for laboratory
tesis.

Cach bone marrow patient can expect a number of transfusions both to
replace white blood cells, in moderate forms of bone marrow failure, and to
replace whole blood and platelets, in case of hemorrhage in severe cases, We
add another $20 per day to account for cost of a transfusion approximately
every second day.

Based on these estimates, total daily cost of hospital services for bone
marrow syndrome may run approximately $1650. Because of the relatively high
cost of the hospital services component of this care, physicians' charges may
not amount to the full 33 percent we have applied to other services based on
the experience with cancer care, If physicians' fees amount to about one-fifth
of hospital costs in this case, they may total some 3350 per day, resulting in
a total cost close to %2000 per day.

Depending on the severity of injury, patients may be hospitalized for from
two to six weeks. Costs could range, therefore, from $28,000 to $84,000 for
bone marrow syndrome, This does not include the cost of a bone marrow trans-
plant, which is often recommended for patients with severe bone marrow
syndrome, especially for those who have received a probable fatal dose
(Blakely 1968; Dalrymple 1973; NRC 1975; Sa? er 1982). The cost of a bone
marrow transplant is approximately $70,000.'3) we have not included bane
marrow transplant as a likely form of treatment because of the difficulties of
finding a compatible donor for most patients, a problem that may be more
difficult in the aftermath of a reactor accident. In addition, at least one
researcher (Andrews 1980) advises that marrow transplant may not be helpful.
Although bone marrow syndrome is not the most severe manifestation of acute
radiation injury, it is probably the most costly, since other severe forms are

almost certain to end in death before large amounts of medical resources can be
used.

5.1.3 Gastrointestinal Syndrome

Symptoms of gastrointestinal syndrome include severe diarrhea and vomit-
ing. Patients are Tikely to die within two weeks of the onset of these symp-
toms. There is some chance that treatment involving replacement of fluids and
electrolytes may assist the patient to recover from the associated symptoms.
However, a radiation deose high enough to cause gastrointestinal injury is also

{a) Communication with staff at the Fred Hutchinson Cancer Research Center,
Seattle, March 1983.
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probably high enough to damage the bone marrow; a patient surviving the former
will aimost surely suffer the latter. For that reason, we consider it plaus-

ible that patients with gastrointestinal injury will be treated from the start
with infection-praventing measures similar to the treatment given bone marrow

patients. However, since they are likely to die within two weeks, we apply to
these patients a treatment cost for only two weeks: $28,000.

5.1.4 Pulmonary Impairment

Symptoms of pulmonary injury include pneumonitis and pulmonary fibrosis.
We assume that (in the absence of bone marrow syndrome) these symptoms could be
treated in an average hospital room at the average 1981 charge of $§300 per
day. At 33 percent of hospital charges, physicians' fees may add another $100
per day. Thus, pulmonary impairment may cost some $400 per day for all hos-
pital and medical services, In 1977 the average length of stay in acute-care
hospitals was 8,0 days for pneumonia, and 9.8 days for emphysema {National
Center for Health Statistics 1982). Lacking similar statistics for radfation-
induced pulmonary compiications, we average the data for those similar diseases
and assume a nine-day length of stay. That leads to a total cost for pulmonary
impairment of approximately $3600,

5.1.5 In-Utero Injury

Cost estimates for direct care of individuals with congenital defects,
similar in effect to the retardation and nervous system anomalies induced by
in-utero radiation injury, are applied to all in-uterc injuries. Two studies
provide estimates of the present value of streams of costs that can be incurred
in the care of Down's Syndrome (Conley and Milunsky 1975) and spina bifida
{Layde, Allmen and Oakley 1979). The studies' cost estimates are $116,000 and
$86,500, respectively, in 1981 dollars. We are currently using a rough average
of those estimates, $100,000, as the cost of an in-utero injury.

In summary, the resulting cost estimates are used in the HECOM Model base
case for different manifestations of radiation injury:

TABLE 5.1, Radiation Injury Cost Estimates {1981 §)

Prodromal 1,000
8one marrow syndrome 56,000 (a mean value)
Gastrointestinal injury 28,000
Pulmonary injury 3,600
In-utero injury 100,000

5.2 DIRECT COSTS OF CANCERS

Two different perspectives have been employed in the past in measuring the
direct costs of treatment for selected diseases including cancers: prevalence
and incidence. . The prevalence approach asks, conceptually, "What is {for
example) cancer of the cervix costing the nation this year in terms of direct
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outlays for treatment? It is this approach that has been followed by Rice and
her associates (Rice 1966; Cooper and Rice 1976; Hodgson and Rice 1982). The
prevalence approach is well-suited to an aggregate or "top down" accounting of
illness costs, in which total national expenditures for selected health ser-
vices are allocated to the various illness categories. Direct costs thus com-
puted are of little use, however, in evaluations of actions that affect the
risk of illness,

The incidence approach asks, conceptually, “Given a certain event--a reac-
tor accident, for example--what will be the total cost of treating the associ-
ated health effects?” The incidence approach requires a "bottom-up" measure-
ment of treatment costs based on scenarios of expected treatment.

In practice, the treatment regimens used in the two principal studies of
costs of cancer incidence {Cromwell et al., 1976 and Hartunian, Smart and Thomp-
son 1981) are based on information regarding treatment as reported in the Third
National Cancer Survey. The PNL HECOM direct cost estimates for various types
of cancer mirror the basic approach taken by both Cromwell and Hartunian:
given the treatment regimens reported in the Third National Cancer Survey

(TNCS), compute current costs by inflating TNCS costs to current dollars (with
a few adjustments).

Cromwell and Hartunian provide the only incidence-based measures of direct
cancer costs across a range of cancer types presently available. A number of
other studies have undertaken "bottom-up" measurements of costs for particular
types of cancer, for example, Scitovsky and McCall (1976}, Kodlin (1972}, and
Schneider and Twiggs (1972). Unfortunately, those studies concentrate
typically on patients with specific cancers, and are unrepresentative of
treatment regimens and costs for a broad range of cancer types.

5.2.1 Cancer Cost Data

Because the TNCS is the primary source of information, both on services
rendered and on costs, it is useful to review the strengths and limitations of
the TNCS data. As part of the TNCS, a sample of approximately 85D0 cancer
patients, newly diagnosed in the years 1969-71, were interviewed in depth with
a Patient Interview Booklet (PIB). (That study represented slightly less than
10 percent of the full TNCS sample). The PIB elicited details both on the
services received by each patient and on the payments for those services. In
addition to the PIB, information on hospital charges was extracted from patient
records for 6332 of the TNCS patients. Scotto and Chiazze (1976} report hos-
pital charges as contained in the hospital records sample of the TNCS. Crom-
well et al, (1976) uses payments fram patients to haspitals and to other health
providers, as reported on the PIB, As Cromwell shows (pp. 66-68), the differ-
ence between the two data sources is small in terms of average hospital cost
per cancer case. Among the various types of cancer, however, Cromwell shows
that there are significant differences between the two data sources {differing

by as much as 50 percent). Cromwell concludes that the self-reported data from
the PI8 may be an unreliable source of hospital costs by cancer type.
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Nevertheless because the PIB is also the source for other treatment costs,
Abt (1975} records hospital costs as on the PIB. In comparison, Hartunian,
Smart and Thompson {1981} use data from Scotto and Chiazze (1976) to measure
hospital costs. Then they use the ratio of hospital costs to other service
costs, as reported on the PIB, in order to estimate the cost of all nonhospital
services,

In addition to the details of particular data collection instruments,
there are other limitations to the cost data from the TNCS. Cromwell {1976,
pp. 56-73) identifies biases in that the high cost Northeastern states are not
representeg, nonresponse occurred more heavily among those with the more
aggressive“cancers, and interviewees exhibited selective memory.,

A final structural Jimitation of the TNCS data particularly worth mention-
ing is that the PIB data cover a time interval between the onset of symptoms
and the date of the interview. This time interval varied widely (Cromwell
1976, p. 72) and the wide range of time spans makes it difficult to interpret
the cost data. Ideally, direct costs would include monetary outlays for the
entire course of the illness, discounted to present value in the year of
decision making, Lacking such data, direct costs should be measured over a
standard time frame, such as considered {for hospital costs, but not for the
costs of other services) by Scotto and Chiazze. Their data include hospital
costs over the first two years after diagnosis.

5.2,2 Cost Estimation Methodology

The direct costs of cancer include all of the costs of hospitalization,
physicians' care, drugs, nursing, special equipment, transportation, radiation
treatments, chemotherapy, etc. 0Disaggqregate data from the TNCS are used to
create the following cost cateqories:

Hospital/inpatient - includes physicians' and nurses' services,
laboratory, diagnostic, radiotherapy and surgical charges as well
as hospital bed charges, supplies, and special services.

Qutpatient/doctor - office, home and ¢linic, outpatient visits and
surgical and other physician inpatient costs.

Nursing home - includes daily room charges, nursing costs, and
supplies,

Private nurse - costs of in-hospital private aursing, billed
separately.

In-home nursing - includes nursing and supply costs.

Drugs - includes everything from prescription drugs used in
chemotherapy to over-the-counter medications.

Renabilitation - includes physical therapy, special equipment, and
prosthetics.
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These direct cost components are then used to construct a direct cost
estimate far each CRAC? cancer category. Since the TNCS data are categorized
partially by cancer type and partially by cancer site, these categories are
combined to correspond with the CRACZ output as shown in Table 5,2. For the
CRAC2 categories of “gastrointestinal tract" and "other," the TNCS data are
aggregated using the proportional incidence of the major types or sites of
cancers as weights for the costs. Those cancers constituting less than five
percent of the total incidence are not included, Thus, based on the distribu-
tion in Table 5.2, the cost estimate for gastrointestinal cancers is a weighted
average of the costs for the seven major types of cancers falling within that
category.

b
-

TABLE 5.2. Corresponding Cancer Categories in CRACZ
and the Third National Cancer Survey

Third National C nger

CRAC? Category Survey Category'®? percent(b)
Leukemia Leukemias --
Lung Lung --
Breast Breast --
Rone Bone --
(Colon 349,
Bl adder 14%
Rectum 11%
Gastrointestinal < Pancreas 11%
Stomach 11%
Oral cavity 12%
Kidney 1%
Larynx 44%
Cervix 10%
Other Uterine corpus 11%
Prostate 26%
Lymphomas 10%

{a) The table excludes TNCS categories that constitute fewer than
% percent of the corresponding CRAC2 cases.

(b} TNCS category {(by site) shown as a percent of the corresponding,
broader CRACZ category.

An estimate of each cost component, such as "hospital/inpatient,” is then
calculated for each of the CRAC2 cancer categories, using the proportional
weighting for TNCS categories described in Table 5.2 for gastrointestinal and
"other" cancers. These cost estimates, representing first and second year

5.7



treatment costs (Cromwell 1978, p. 70) for the eight categories of direct
¢costs, are shown in Table 5.3. While treatment of some patients may extend
over several years, the brevity of median survival periods makes application of
two years' costs to all cases a reasonable approximation of total costs. Shown
along with each cost estimate is the percentage of patients surveyed who incur-
red this type of cost. These percentages are applied to each c¢ost category to
calculate the weighted total cost shown in the last column for each type of
cancer, In calculating benign thyroid nodule costs the base case assumes that
75 percent of the benign nodules are diagnose? vithout surgery and that only
outpatient costs are incurred in these cases.‘2

The #Eighted total of cancer care costs is converted to 1981 dollars using
the hospital room and medical care cost components of the Consumer Price Index
(CPI), Once the direct cost estimates are calculated in this form, they are
used with the CRACZ health effects projections to calculate the total direct
cost of cancer care over time. CRAC2 health effects estimates, which except
for thyroid are for fatalities only, are converted to incidence estimates by
application of the ratios shown in Column 2 of Table 5.4. Since the thyroid
health effects estimate produced by CRAC2 reflects incidence {NRC 1975,
Appendix VI, p. 9-27), it needs only toc be partitioned between benign and
malignant cases. The resulting estimate of thyroid cancer (and benign thyroid
nodule) incidence can then be allocated across age groups and time to calculate
total direct cost due to exposure,

Since the cancers would not occur immediately after radiaticn exposure but
would generally have minimum latency periods of from two to 15 years, the dir-
act costs must be discounted to a present value estimate. This i3 accomplished
by discounting the costs that are projected to occur over the remaining
1ifetime of the exposed population. First, cancer incidence is allocated to
age groups in proportion to the size of each age group in the exposed
population and the relative risks for people in each age and sex category.
Members of each age group are then assigned a probability of developing cancer

in each year after the minimum latency period until they reach the maximum age
considered,

The preliminary cost estimates shown in 1970 dollars in Table 5.3 have
been inflated to 1981 dollars using the appropriate components of the CPI.
Table 5.5 presents the resulting PNL estimates for each CRACZ cancer cate-
gory. These are the costs presently being used in the base case of PNL's
Health Effects Cost Model (HECOM). They can be converted from 1981 dollars to

any other year's dollars using the medical care cost component of the CPI (see
Table A.13).

{a) Communication with Oncology Department staff, University of Washington.
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TARLE 5.3. Direct Costs of Cancer Care for First Two Years of Treatment by Cancer Type (1970 §$)

tospital/{8).  utpatient/ Nrsing Private  In-tome Fenabil i~ Weighted
CRAC? Categories Inpatient ) poctor % ome X Mirsex Mirsing® Drugs % _tation % Other % = Total
Leukem a 3,914 100 881 100 142113 317 7 677 10 198 68 186 ' 18 106 70 5312
Lung 3,905 100 1,376 100 1,36912 68 6 572 17 18 5 122 36 67 81 5,814
Breast 1,745 100 996 100 3272 8 458 10 464 5 104 N 50 100 47 69 3228
Bone 7,908 100 2,041 100 - -- 200 19 181 90 2,395 100 132 100 12,677
Gastro-intestinal 3,40 100 1,138 100 1067 5 694 6 990 14 120 73 115 15 81 30 482
Other 2,36 100 1,132 100 1,144 9 26 6 941 4 138 00 81 14 72 83 3,842
Thyroid-benign 1516 25 1108 100 - -- - -- - - 1487

Thyroid-malignant 1,516 100 1,108 100 1,250 5 234 21 187 14 81 10 153 240 3 10 2,914

Source: Cronwell, J., et al, 1976, The Measurament of the Cost of Cancer Care, Abt Report No, /6-152; Abt Associates, Inc,

and Bbston Uhiversity Cancer Research (enter, Catbridge, Miss. tbspital and Qutpatient/Doctor costs are from
Table 3.4, p. 60); all other costs are fram Table 3.3, pp. 58-59.

(a) Hospital costs are increased by 20 percent to reflect uncollected charges. According to Sotto and thiazze (1976) an
investigation of selected survey cases showed that 20 percent of actual hospital charges were not reflected in the Third
National Cancer Survey data since they were not paid by the patient, private insurance, Medicare, or Medicaid.

(b) Percentages represent the proportion of patients with a given type cancer, who receive each type of service, For each
type of service, patient totals are adjusted for missing data, as suggested by Cromell et al.



TABLE 5,4, Calculation of Cancer Incidence Based on CRACZ Fatality Estimates

Incidence Health
CRAC 2 to Fatality Effect
Health Effect Estimates X Ratio = Incidence
Fatalities
Leukemia X1 1.00 Y1
Lung Xo 1.00 Yy
Breast Xq 2.00 AL
Boné Xa 1.25 Ya
Gastrointestinal X5 1,20 Y
Other XG ) 2.00 YG
Incidence
Thyroid-benign (@) X7 0.6(2) Yq
Thyroid-ma1ignant(a) X3 0.4(b) Yg

Source: U,S. Nuclear Regulatory Commission. 1975, Appendix VI,
pp. 618-G23,

(a) CRAC2 provides a single incidence estimate for all thyroid
effects.

(b) Proportion of nodules that are benign or are malignant.

TABLE 5.5. Direct Costs of Cancer Care by Cancer Type (1981%)(2)

CRACZ2 Cateqories Weighted Total Cost
Leukemia 16,300
Lung 17,400
Breast 3,400
Bone 37,600
Gastrointestinal 14,000
Other 11,400
Thyroid-benign 7,700
Thyroid-malignant 8,400

Source: Table 5.3 and Consumer Price
Index inflators from the US
Bureau of Labor Statistics. {Monthly)
(a) To convert from 1970 to 1981 dollars,
hospital costs are inflated using the
hospital room cast component of the
CPI; all others are inflated by the
all medical care cost component.
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5.3 DIRECT COSTS OF GENETIC EFFECTS

Estimating the costs of radiation-induced genetic disease is a task made
difficult by both conceptual issues and limited information. In this section
we examine some relevant conceptual issues, describe an approach to estimating
costs, and apply limited data within that approach to construct a preliminary
cost estimate,

In Section 4.0 we suggested several reasons why individuals would prefer
lower health risks: because they value life itself, for themselves (vl), for
their loved ones (v2), and for anonymous others (v3) because thay prefer not
to lose the net product1on of othars' labor (v4) and because they prefer not
to bear the resource costs of treating others's illness (¥5). In estimating
the costs of radiation injuries and radiation-related cancers, we have proposed
that since the sum of direct and indirect costs accounts for most of vl, v4,
and v5, that sum fs a reasonable approximation of total costs,

With respect to genetic disease, the rationale for use of direct and
indirect measures is similar, albeit more difficult to see. If genetic disease
affects only future generations and not this one, does an estimate of future
direct costs measure vb for this present generat1on? And does an estimate of
the loss of future earnings measure either ¥l or v4 to this generation? That
is, we {this generation) are not the ones at it risk from genatic disease and we
need not bear the cost of those health effects at all; why than, should we
value either resources consumed by future generations (VS), or net production
(earnings) forgone (v4)? And if we are not at risk, why include a measure of
forgone consumption as a measure of Joss from genetic mortality?

The answer lies to some extent in the fact that generations overiap; this
generation will actively share in v4 and v5 for the next generation and to &
lasser, but still positive extent in that of the second generation hence. In
addition, the satisfaction {"utility") of this generation is usually considered
to depend not only on one's own opportunities but on the income and consumption
opportunities of future generations. Thus, the welfare of future generations
affects this generation directly, to the extent they will soon co-exist with

us, and indirectly to the extent that our levels of satisfaction depend partly
on theirs.

Employing direct and indirect costs as a measure of this generation’s
valuation of future health effects goes even further than mere concern for the
future, It treats future generations in an egalitarian way, valuing their
health effects as though they were our own. That is, if vl is a measure of how
much an individual values his own life (because it 15 a measure of his future
consumption), then it is an appropriate component of the valuation of health
risk only if the individual is among those at risk. Therefore, for this gener-
ation to consider direct and indirect costs, i.e., vl + v4 + v5 as the valua-
tion of genetic effects means that this generation evaluates those health
effects on the same basis as if we were the ones at risk.

In practice, these future costs are discounted to present value, just as
costs incurred later in this generation would be. Discounting results in a
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measure of the funds that would need to be placed in an annuity at the time of
a reactor accident in order to pay the costs occurring at some future date.
(Choice of the discount rate for intergenerational valuations is a methodologi-
cal issue in itself which we address briefiy in this section.}

Given that future direct costs are an appropriate measure of this qenera-
tion's valuation of genetic effects, there remain a number of problems in esti-
mating those direct costs. The remainder of this section presents an approach

to estimating the direct costs of genetic disease. The associated indirect
costs are examined in Chapter 6.

Y
5.3.1 Genetic Effects Cost Data

Information on the costs of treating disabilities and diseases that are
genetic in origin is very limited. In this section we rely on two studies for

specific diseases to estimate the magnitude of the direct costs of genetic
effects.

Hall et al. (1978) present data on the hospital treatment at one urban
medical center of children with genetic disease. That study reports an average
cost per hospital admission of approximately $1100 (1981 dollars) for children
with diseases unambiguously attributable to genetic causes. Those children had
been admitted to the hospital an average of 5.3 times each at the time records
were reviewed for Hall's study. If that were the total number of admissions
per child the total hospital cost per child would average approximately $5830
{1981 dollars). Of course, there is no reason to surmise that the end of the
study coincided with the end of hospitalizations for the children sampled, so
$5830 1s doubtless an underestimate of the average total hospital costs.

Assuming that physicians' fees average approximately one-third of hospital
costs, as is the experience with cancer patients (Scotto and Chiazze 1976), the
average total costs for acute care of childhood-onset genetic diseases may be
as low as $7775 {1981 dollars), but are most Tikely higher because of multiple
hospitalizations. We treat the total acute care costs as if they were incurred
in the first year of life.

In addition to the costs of acute care, a portion of the genetically
diseased population alsc will incur costs for long-term institutional care.
Conley and Milunsky (1975) examine the cost of institutional care for indi-
viduals with Down's and Hunter's Syndromes. Those syndromes are related to
chromosome aberrations and would account for a very small percentage of the
genetic diseases associated with radiation exposure {UNSCEAR 1977 and BEIR 111
1980). However, costs for those two syndromes may be somewhat representative
of the costs for long-term institutionalizations of other genetically impaired
individuals. Assuming the costs are representative, for an individual born in
1981 and institutionalized for the next 70 years the cost would be approxi-
mately 514,000 annually in 1981 dollars (inflating Conley and Milunsky's 1972
astimates by the medical care component of the CPI). Conley and Milunsky
report that approximately 20 percent of the cost of institutionalization is
comprised of normal personal consumption and should not be considered to be a
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result of disease. We subtract that amount so that only the incremental costs
of illness are considered, $11,600 per year. These costs are distributed over
the person's lifetime.

5.3.2 Cost Estimation Methodology

The genetic effects associated with increases in radiation exposure may
range in severity from color blindness to mortal or debilitating diseases.,
(Obviously the costs vary as well.

The two studies cited in the previous section result in rough estimates of
$8,000 fd&r acute care and $11,600 per year for long-term care for individuals
affected by severe genetic diseases. The problem is to determine what propor-
tion of genetic effect result in costs of this magnitude.

McKusick {1978) lists 736 "diseases" that can be traced to autosomal
gominant genetic defects. Along with X-linked defects, the autosomal dominant
would be a major category of genetic effects Tikely to result from radiation
gxposure, Some of those “diseases" cause little or no symptomatic problems;
others are life-threatening or totally debilitating. The genetic effect may be
obvious at birth in some cases and disability onset may occur in adulthoad in
others. Unfortunately, we are unaware of any studies that provide the fre-
quency of genetic effects classified by severity. Lacking any information as
to the frequency of genetic effects with no economic costs relative to those
resulting in maximum cost, we assume, for current working purposes, that the
median point in the range is representative. To implement this assumption we
treat half of the genetic effects as resulting in maximum costs and half as
resulting in no treatment or institutionalization cost.

The resulting estimated Tifetime costs for treatment are discounted to
present value at the time of each affected individual's birth., MWe allocate
those births over 10 generations after the hypothetical reactor accident. The
defects projected for the first generation are allotted to the first 30 years,
the second 30 years for the second generation, and so forth., Occurrences of
genetically impaired births projected for the first generation are distributed
evenly over the first 30 years post-accident. The number of affected births

projected for the second generation are distributed evenly over the years 30
through 59 and so forth.

After applying the estimates of average lifetime costs to each birth dis-
tributed over the appropriate generations, it is necessary to discount those
costs to their present value in the year of the hypothetical accident. That
process yields an estimate of the funds that could be placed in an annuity at
the time of a reactor accident to pay for future direct costs of genetic
effects. There is an enduring question in economic theory concerning the
appropriate discount rate for analysis of intergenerational cost streams.
Because the discount rate must De treated as an important factor in any evalua-
tion of future costs, a sensitivity analysis including the application of dif-
ferent discount rates is presented in Section 7.4,
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6.0 ESTIMATION OF INDIRECT COSTS OF HEALTH EFFECTS

In addition to the direct costs of treating radiation-induced illnesses,
there are potentially much Targer indirect costs associated with those health
effects. Indirect costs do not involve monetary outlays, but rather represent
other losses incurred by society as a result of the health effects. In
Section 4,0 we presented a conceptual! discussion of how those other societal
losses might be valued., Using a "human capital" approach, societal losses due
to increases in illness and premature mortality are measured in terms of the
value of Tost production, That is, when an individual is too sick to work or
when he of she dies earlier than might be expected, that person produces
less. Because wages are a measure of the value of a person's marginal product,
the value of the lost production is measured in terms of the value of lost
earnings.

The value of earnings lost due to increased morbidity or premature
mortality provides an approximate measure of two components of the societal
losses due to illness. Lost earnings mean lost consumption to the indivi-
dual. {That corresponds to vl in the taxonomy employed in Section 4.,0). The
rest of society incurs a loss as well, consisting of the value of what the
individual would have produced over and above what he or she would consume,
(That is a measure of net production and it corresponds to v4 in Section 4.0},

The value of lost earnings should be considered an underestimate of the
full indirect costs, because it ignores both the loss to loved ones {v2) and
the 1oss society in general feels purely out of beneficence (v3), Furtharmore,
using an individual's lost earnings as the measure of lost production ignores
the lost production experienced in addition by family and friends who take time
out to care for the stricken individual,

There is another way in which the use of earnings often underrepresents
the full indirect costs: earnings data do not reflect the value of services
performed in the home, In this study we avoid that shortcoming by two steps.
First, we consider the population incurring indirect costs to be all non-
institutionalized individuals, not just persons in the labor force. Second,
within each age and sex cohort, we apply the average earnings cof employed
individuals to all non-institutionalized persons in the cohort. That is, the
producticn of a female homemaker, aged 35, is considered to be equa! in value
to that of an employed woman of the same age, {The method treats all males
equally as well, although it does not treat men and women equally.)

The following sections relate how lost earnings measures are applied to
evaluate both morbidity and mortality related to radiation-induced health
effects. In general, several causes of lost production are associated with
heaith effects: 1inability to work during acute phases of radiation injury or
cancer, reduction in capabilities as a result of the illness, inability to work
due to mental or physical impairment as a result of prenatal injury or genetic
defect, and permanent cessation of work due to early mortality, In this study,
we explicitly calculate costs related to all those causes except those due to

6.1



illness-related reduction in capabilities; the average earnings data used
implicitly reflect a low rate of handicaps among workers.

6,1 INDIRECT COSTS OF MORBIDITY

Lost production during iliness is estimated based on weeks of missed work
for each type of illness. The value of that loss is measured by average earn-
ings, for individuals of a particular age and sex, in each post-exposure time
period., The incidence of illness is assumed to fall across age and sex cohorts
in proportion to age- and sex-related risks of radiation-induced iilness and to
each conort®s relative numbers in the exposed population. The estimate takes
into account the individual's age at the time of illness and also accounts for
the fact that normal probabilities of death lead to an expectation that some
exposed individuals would die of other causes before latent cancer can result
in any lost production,

For cancers, we apply an estimate of lost work ranging from about & weeks
to more than 23 weeks depending on the cancer type. (See Section A.2.4.).
Among the cases of radiation injury, prodromal symptoms are assumed to cause
one lost week of work; all other types of radiation sickness are assumed to
result in a loss of six months of work. Individuals disabled by growth impair-
ments and mental retardation resulting from prenatal exposure to more than
200 rem are assumed to suffer a 100 percent income loss, beginning at the age
of 15 and continuing over the person's expected lifetime., Among individuals
afflicted with genetic defects, we currently assume 50 percent to suffer a
100 percent income loss similar to those injured in utero., The remaining
50 percent are currently assumed either to have no handicap as a result of
genetic disease or are considerd to have been successfully treated before
age 1%,

The model considers the incidence of genetic effects through ten
generations (300 years}, The indirect costs of genetic effects are calculated
in a manner similar to those for premature mortality due to illness. A review
of the literature, unfortunately, does not disclose any estimate of the rate at
which productivity impairment results from genetic effects. We currentiy
assume that one-half of the individuals experiencing genetic effects will never
be productively employed and that the remainder have no impairments. Applying
this assumption, the expected earnings of each age cohort (given normal
mortality probabilities) provide the basis for estimating the stream of
potential indirect costs for a genetically damaged individual born in each year
after population exposure. The rate at which such individuals are born is
calculated as it is for the direct costs, allocating first generation effects
equally across the first 30 years post exposure, the second generation effects
across the next 30 years, and so forth, The resulting indirect cost streams
are then discounted and summed to the present value at the time of population
exposure,

For all types of health effects, the indirect cost of merbidity is esti-

mated from the amount of work lost, valued by expected earnings. These COsts
are computed for the specific age and sex cohorts in the population and the
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time period in which they would face health effects risks. To apply those
costs to the year of exposure, the projected stream of future costs is
discounted to present value as of the year of a hypothetical reactor accident.

6.2 INDIRECT COST OF MORTALITY

The indirect cost of mortality is valued by the earnings lost as a result
of exposed individuals dying earlier than would be expected in an unexposed
population, The basic computation is most easily seen in an example: For an
individual who dies at the age of 30, the indirect cost would be the discounted
sum of his or her expected future earnings. It is assumed that in each poten-
tial year of 1ife after age 30 the individual would have produced {and there-
fore earned} a value equal to the average for his or her age and sex. The
average earnings in each future year are weighted by the probability that the
individual would have survyived to that age, had he or she not died at age 30
due to radiation exposure.

Fatalities from acute radiation injuries are assumed to affect individuals
of each age and sex cohort in proportion to their relative numbers in the total
population. For those who suffer fatalities from acute injury, the fatality is
assumed to come in the first year after exposure. Thus, expected losses begin
in the year of the accident and extend out for many years, until all those
exposed would have been dead of other causes. The total indirect cost is the
sum of the discounted stream of future Tosses for each fatally exposed
individual.

Cancer-related mortality costs are calculated in a similar manner, except
that cancer fatalities, and therefore the onset of losses, occur over a period
of years. CRACZ estimates of cancer fatalities are assigned to age and sex
cohorts in proportion to their risks of radiation-induced cancers and relative
numbers in the population. Each type of cancer has a specific minimum latency
period (see Section A.2.2) between exposure and the onset of cancer symptoms.
After the Tatency period has passed, individuals are expected to show signs of
cancer and to die from those cancers over a time period distributed over what
would have been their normal lifetime. That is, not all individuals will show
cancer symptoms in the years immediately following the end of the latency
period; and even after the onset of symptoms some people will not die for many
years. Thus, cancer fatalities are treated as having an equal probability of

occurring in each year after the latency period and continuing for a normal
life span.

For example, CRAC2 may project that two persons in the 30-year-old age
group will contract a fatal bone cancer. After a l0-year minimum latency
period between exposure and bone cancer symptoms, the probability of fatality
in each succeeding year is treated as being proporticnal to the probability of
survival in each remaining year of normal life expectancy. The resulting
fatality rate due to bone cancer is constant over the remaining lifetime of the
30 year-old cohort. This probability of death in each succeeding year is
applied to the value of the earnings loss that would occur if an individual
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from that age cochort died in that year., The total indirect cost is the sum of
the discounted stream of probabilistically weighted future losses for each
individual.

w
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7.0 HECOM STRUCTURE AND DEVELOPMENT

This section provides a conceptual overview of the Health Effects Cost
Model (HECOM) structure and processes. A more detailed, user-oriented discus-
sion of the data base, subroutines and processes is contained in Appendix A and
the computer code is listed in Appendix B.

In Section 7.1, the general approach used in developing HECOM is dis-
cussed. Aspects of the model’s flexibility and the treatment of future cost
streams W present-value, real terms are emphasized. An overview of the HECOM
structure is then provided in Section 7.2. This is foilowed in Section 7.3 by
a discussion of the steps required to modify CRACZ output for use as input to
HECOM. The sensitivity of HECOM to both input data and parameters has been
examined and this analysis is presented in Section 7.4,

7.1 MODELING APPROACH

The general approach employed in developing HECOM was dictated by the need
to develop a flexible model that could be easily updated or modified. The ways
in which this flexibility have been achieved are discussed in Sec¢tfon 7.1.1 and
the method used to discount future cost streams is explained in Section 7.1.2.

HECOM is a probabilistic model designed for analysis of changes in popula-
tion health risks. The cost estimates calculated by the model are dependent on
population distribution by age and sex, cohort survival probabilities, excess
health effects risk estimates by cohort, and probabilistic distributions of
incidence over time. As a result of this approach, HECOM can project the

societal impacts of health effects for which timing and population incidence
are indeterminate.

The cost estimates calculated by HECOM are expressed in real, or constant
doilars, excluding strictly inflationary changes in ¢costs. As-a result of this
approach, the cost estimates reflect comparable real resource costs regardless
of the future year in which the costs may be incurred. A1l future costs are
discounted to the base year of analysis so that the resulting HECOM estimates
ref1e%g)the present value of costs that may actually be incurred in the fu-

ture, Detail of the discounting method employed is provided in Section
7.1.2.

7.1.1 Flexibility of HECOM

HECOM has been designed to be as flexible as possible, subject to the
Timitations imposed by the computer code used to develop the model., This

{a} To analyze the consequences of exposures in years after the base year of
analysis, costs and wages can be escalated to the level of the year of

exposure before being input to HECOM, HECOM cost-estimate output can then
be discounted back to the base year.
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flexibility enables the model to use input data in several different forms and
to easily calculate cost estimates for a variety of population exposure scenar-
jos. Flexibility has been achieved through the model's meodular construction,
through user-specified control parameters, input data files that can be easily
modified, the use of real costs and growth rates, and the ability of the model
to aggregate and report costs in a variety of ways.

The modular construction enables a user to avoid gathering and using input
data for calculations that are not of interest. For example, a user may wish
to study the costs of treating radiation-induced cancers. The model's modular
constructidn enables him to skip the calculation of radiation injury and gene-
tic effect treatment costs, as well as the calculation of indirect costs. Only
those steps essential to calculating the direct cost of cancers must be per-
formed and only the data essential for performing these calculations is needed.

Execution of HECOM is controlled by several parameters that define the
number of years of costs to process, the types of cancers, radiation injuries
and genetic effects to be included in cost calculations, and the number of age
categories and sexes defined in the input data. The value of each of these
parameters can be specified by the user. The input data file can be easily
modified to alter various economic (i.e., income and growth rates), demographic
{i.e., cumulative Vife probabilities, labor force participation rates and popu-
lation fractions) and health effects data. This enables a user to easily run
different scenarios and thereby develop a range of estimated health effects
costs in addition to a point estimate,

HECOM is designed to run with age and income data for user-specified time
intervals. The data may cover ten year age intervals, for instance, or the
data may cansist of median values for the whole population. This allows HECOM
to be run with availablie data at any level of aggregation.

Costs calculated by HECOM are stored in the lowest jevel of aggregation
possible. This enables the model (with minar algorithm modifications) to
aggregate costs in a variety of ways. For example, health effects costs could
be aggregated and reported by age cohort, type of illness, year of occurrence
and sex depending on the specific needs of the user.

7.1.2 Treatment of Costs Over Time

The effects of radiation exposure are long-term, with both direct and
indirect costs occurring over the lifetime of the affected population and suc-
ceeding generations. To evaluate the merits of various measures that affect
health effacts risks, the cost stream must be reduced to a single current dol-
lar estimate for the base year, the year in which action would be taken. This
is accomplished by discounting the costs expected in each future year back to
the base year. A present value estimate of both direct and indirect costs of

health effects projected in future years is calculated using the following
basic approach:
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A EC(a=j+1)
Present Value of Costs = | a,s

n=1 (1 + R/100)""}
where
a = ages of the affected individual, from 0 to maximum (A)
considered
j = age at onset of morbidity or mortality
EC(a;j+l)a,5 = expected cost in current dollars for the {a-j+l} year

after morbidity onset {given direct or indirect cost
Jevels, real escalation rates and estimated survival
probabilities) for an individual of age a and sex s
S = sex

R = real discount rate (in integer form)

n = year after population exposure,
The real discount rate used is an input parameter, thus facilitating sensitiv-
ity analyses.

The time dimension of potential health effects also necessitates accommo-
daticn of changes in the Tlevels of direct and indirect costs relative to the
general rate of inflation, that is, changes in the real value of treatment
costs and productivity losses. This is handied by specifying the real escala-
tion rates for treatment costs and productivity losses as input parameters.
Expected costs of morbidity or mortality occurring in any given year are pro-
Jected as follaows:

where

EC(n), s = expected cost, or Toss, in year (n) for an individual of age a
? and sex s

C4 ¢ = average cost, or Joss, for an individual of age a and sex s
LS

o

——
[+1]
+

—_—

et

[=1]

1]

¢ = probability that an individual of age a and sex s would norm-
’ ally survive to age a+l

E = real cost escalation rate.
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7.2 QVERVIEW OF HECOM STRUCTURE

The algorithm developed to estimate the direct and indirect costs of
health effects is described in this section. Figures that identify major com-
putational processes and the types of data used to carry them out are provided
to present a conceptual overview of the algorithm, Figure 7.1 shows the rela-
tionships among the major algorithm processes. Each box represents a process
and each line represents a flow of information. The remaining figures describe
the individual processes shown in Figure 7.1 in more detail. Since the same

processes appear in various figures, they are always shown in the same position
on the pags.

7.2.1 Major HECOM Processes

Health effects costs are calculated for five cost components: direct
costs of cancer, radiation injuries and genetic effects, and indirect costs of
jllness and fatalities. These cost calculations are represented by the five
boxes in the middle row of Figure 7.1. Four intermediate processas are
necessary to calculate these health effects costs: projecticn of genetic
effect incidence, of cohort survival probabilities, of labor value over time
and of fatalities over time. These intermediate processes are represented in
Figure 7.1 by the four boxes in the top row. The final step in the aligorithm
is to aggregate direct and indirect cost estimates into a form usable for
analysis. This step is represented by the bottom box in Figure 7.1. The
number of the figure which provides detail on each process is shown in
parenthesis in each box.

T
PROJECTION OF PROJECTION OF PROJECTION OF PACJECTION OF ——
GENETIC COHORT SURVIVAL LABOR VALUE FATALITIES INTERMEDIATE
EFFECTS PACBABILITIES OVER TIME OVER TIME PRAOCESSES
{FIG. 7.8} tFIG. 7.101 {FIG. 7.9) {FIG. 7.7
3 ¥ ‘r—l [ l_ 4 _
GENETIC EFFELCTS AADIATION INJURY INDIRECT INCHRECT CANCER ———
DIRECT DIRECT COSTS OF COSTS OF DIARECT COST
. COSTS CQasTS ILLNESS FATALITIES COSTS CALCULATIONS
{FIG. 7.4) {FIG. 7.3) {FIG. 7.6 (FiG. 2.5) {FIG. 2.2
DIRECT AND
¥y INDIRECT COST  |apeem
AGGREGATIONS

FIGURE 7.1, Overview of Health Effects Cost Model Processes
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The cost calculations shown in the middle row of Figure 7.1 each represent
a component of the total costs of health effects. Direct cancer costs are
shown in the righthand box of the middle row. These are the costs of providing
medical care to affected individuals at the point when the cancer develops and
is diagnosed. While this cost component is referred to as cancer direct costs,
it also includes the cost of treating benign thyroid nodules. CRACZ fatality
projections for other cancers are converted to incidence by HECOM. Since the
costs of treating cancer vary with age and sex, due to differing mortality
probabilities, the model is designed to calculate direct costs by age, sex and
cancer type. The process is described in Section 7.2.2.

Radiation injury direct costs, shown in the second box from the left,
consist of the costs of providing medical care to persons with bone marrow,
gastrointestinal, or pulmorary injuries or with prodromal symptoms. Costs of
providing care to persons with growth and mental retardation due to prenatal

exposure are also included., The calculational process is described in Section
7.2.3.

Direct costs of genetic effects are shown on the far left. The calcula-
tion of these costs is explained in Section 7.2.4. While costs of caring for
persons with genetic effects may stretch into the indefinite future, the costs
are calculated as though all future effects would occur within the first ten
generations after population exposure. Direct costs for the portion of
individuals assumed to be disabled by genetic effects include both acute
medical care and institutional care costs.

Indirect costs of fatalities are covered by the second box from the
right. While these indirect costs should include the value of all of an indiv-
idual's productive activities, earnings data are presently being used in the
HECOM base case, with only a partial correction for nonwage-earning labor. The
indirect costs of fatalities depend on the sex and age of the deceased as well
as other factors such as the rate of labor productivity increase aver time,
The computational elements and general process for calculating indirect costs
of fatalities are presented in Section 7.2.5.

The indirect costs of illness, shown in the center box, are similar to
the indirect costs of fatalities except that generally they are of shorter
duration., There is an exception in the case of prenatal injuries, which are
assumed to prevent productive employment over the individual's 1ifetime.
Indirect costs are calculated for the total incidence of cancers, rather than
Just the cancer fatalities projected by CRACZ. They also include losses during
the period of iilness for those with radiation injuries. The calculation pro-
cedure is explained in Section 7.2.6.

The top row of Figure 7.1 shows the major processes that prepare the input
data for use in the cost calculations. On the right-hand side, the projection
of fatalities over time involves the calculation of cancer fatality probabil-
ities in each subsequent year for each age and sex cohort depending on its
remaining expected lifetime. Based on these probabilities, the cancer fatality
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incidence from CRACZ2 is distributed over time, Acute fatalities are assigned
to age and sex cohorts in proportion to their fraction of the population and

are treated as occurring in the base year., Additional details of the procedure
are given in Section 7.2.7.

On the far left is a box representing the projection of genetic effects
aover time, Procedures used to allocate genetic effects are explained in Sec-
tion 7.2.8, Different types of genetic damage are treated as being eliminated
from the population at different rates across generations. The genetic effects
allocated to each succeeding gereration, however, are treated as having an

equal probgbi]ity of occurrence in each year of the 30-year generational
period, %

The projection of labor value over time is shown to right of center. A
full description of the process is provided in Section 7.2.,9. It is based on
data for the median income of any specified number of median age categories.
When five-year age intervals are used, the cohorts are "aged" through succes-
sive median age and income levels with labor value changing at some real rate
over time,

To the left of center is the box representing the projection of cochort
survival probabilities. This process is discussed in Section 7,2.10. Annual
survival probabilities by sex and age are used to develop the cumulative sur-
vival probability for each cohort as of the base year, These estimates are

then applied to future labor value to calculate probable earnings in each year
faor each cohort,

7.2.2 Calculation of Cancer Direct {osts

Cancer direct costs are composed of the cast of treating cancers induced
by radiation exposure, The information used to perform this calculation is
shown in Figure 7.,2. To calculate total cancer direct costs by cancer type and
sex, data from the intermediate process {which projects fatalities over time)
are combined with data on the real treatment cost escalation rate, the discount
rate, cancer treatment costs by cancer type, cancer incidence per fatality and
duration of treatment.

The cost of treating each type of cancer in each subsequent year is deter-
mined using base year treatment costs and the treatment cost escalation rate,
Incidence of cancer in each year after exposure is based on projected fatal-
ities by cancer type and the ratio of cancer incidence to fatalities for each
type of cancer, MWith this information, direct cancer costs are determined for
each year. These costs are then discounted back to the base year, using the
discount rate, In the final process these data are aggregated to totals by sex
and type of cancer.

7.2.3 Calculation of the Direct Costs of Radiation Injuries

Direct costs of radiation injuries are composed of the costs of treatment
for both the injured who survive and for fatalities. The flow of information
involved in calculating radiation treatment costs is shown in Figure 7,3,
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These costs are based on data for the fraction of the population in each age
cohort, treatment costs by injury type, and radiation injury incidence pro-
jected by CRACZ2. Direct radiation injury costs are assumed to occur only in
the first year. Radiation injury incidence, allocated according to each
cohort's relative size in the population, is combined with the treatment cost
for each injury to estimate treatment costs by injury type. Finally, direct
costs by sex and injury type are calculated.

7.2.4. Calculation of the Direct Costs of Genetic Effects

Direct costs of genetic effects consist of the cost of treating persons
born with Severe genetic defects and institutionalizing them over their Tife-
time., Inputs to the process include the number of persons requiring care in
each year, the cost of treatment and institutionalization, the discount rate
and the rate of treatment cost escalation.

Direct costs are calculated as the sum of Tifetime expected institution-
alization and treatment costs for each person born with a severe genetic
defect. Expected institutionalization and treatment costs are based on cohort
survival probabilities and the real costs of treatment and institutionalization
in each year an individual is incapacitated. These costs are all discounted
back to the base year using the discount rate. An overview of the process is
provided in Figure 7.4,

7.2.% Calculation of Indirect Costs of Fatalities

Indirect costs of fatalities represent the value of Tabor lost to society
because of premature death. The flow of information used to perform this cal-
culation is pictured in Figure 7.5, Data from intermediate projections of
cohort survival probabilities, of labor value over time, and of fatalities by
age cohort, type of death and sex are used to calculate indirect costs.
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FIGURE 7.5. HECOM Calculation of Indirect Costs of Premature Mortality,
by Age, Sex, and Cause of Death

The labor value lost because of a fatality is the sum of projected annual
labor values from the year of death to the maximum specified age of the indiv-
idual. The calculation of labor value lost is based on projections of fatal-
ities in each year by age category, cause of death and sex. These labor value
losses are discounted back to the base year to approximate the indirect costs

of fatalities. These indirect costs are then aggregated by age cohort, sex and
ctause of death.

7.2.6 Calculation of Indirect Costs of I11ness

Indirect costs of illness represent the value of labor lost due to il1l1-
ness. The flow of information in this calculation is presented in Figure
7.6. Data from intermediate calculations of projected cohort survival prob-
abilities, labor value over time and fatalities over {ime are combined with
data for the fraction of the population in each age cohort, radiation injury
incidence, weeks of work missed, treatment duration, and the discount rate to
calculate indirect illness costs.

Labor productivity loss is assumed to occur in the year prior to death.
Projections of fatalities in each year are combined with incidence to fatality
ratios, labor value projections in each year and the number of weeks of work
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FIGURE 7.6. HECOM Calculation of Indirect Costs of Illness, by Age, Sex,
and Cause of Death

lost for each type of cancer to calculate labor value loss by age category,
year of illness, type of health effect and sex, Projections of cohort survival
probabilities are used to adjust these loss estimates for the possibility that
an individual will die from causes other than radiation-induced cancer,

Radiation injuries are assumed to occur in the base year only.  Radiation
injuries, allocated by sex, are apportioned to each age cohort according to its
population fraction. The estimate of work weeks missed due to each type of
radiation injury is applied to the value of labor for each cohort to calculate
labor value lost due to radiation injuries.

Indirect costs attributable to genetic effects represent the lifetime
productivity loss for each person born with a severe genetic defect, Projec-
tions of persons born with several genetic effects in each year are combined
with Tabor value projections to estimate the expected value of genetic effect
productivity 10sS.

The indirect costs associated with genetic effects, cancers and radiation
injuries are discounted to the base year using the discount rate. In the final
step, indirect illness costs for cancer are summarized by sex, cause of death,
and age category.
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7e247+ Projection of Fatalities

The information used to project fatalities over time and the subsequent
use of the fatality projections is presented in Fiqure 7.7, Input data to the
calculation include population fractions with and without the in-utero age
cohort, projections of cohort survival rates over time, fatality incidence from
CRAC2, period of risk estimates, risk weighting factors, median survival times
after diagnosis and minimun latency periods for each type of cancer, The
fatality projections are used to calculate indirect illness and fatality costs
and direct cancer costs.

The CRAC2 cancer fatality estimates are apportioned to age categories
based on each cohort's fraction of the total population and each cohort's risk
weighting factor. Acute fatality estimates from CRAC2 are apportioned to age
cateqgories using population fractions excluding the in-utero age category. All
acute fatalities are treated as occurring in the first year after exposure.
Using the absolute risk model option, cancer fatalities are distributed so that
the annual fatality rate is constant over each age cohort's years at risk. The
first fatality is projected to occur in the year after the end of both the
latency period and the median survival period. The last fatality occurs in the
year that the age cohort reaches the maximum age specified or the end of the
period of risk. The end result of this process is a matrix of fatality projec-
tions by age cohort, year of death, cause of death and sex.

PEAIOD OF RISK
AISK WEIGHTING
FACTORS

FAACTIONS ME‘;IAN -
POFULATION WITHOUT FATALITY SURVIVAL LATENCY DATA/
FRACTIONS IN-UTERO INCIDENCE TIMES PERIODS PARAMETERS
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{FIG. 7.10} py OVERTIME
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INDIRECT iNDIRECT CANCER -
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{FIG. 7.6} IFIG. 7.5) (FIG. 7.2)

FIGURE 7.7. HECOM Projection of Fatalities, by Age, Sex, and Cause of Death
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7.2.8 Projection of Genetic Effects

Figure 7.8 presents the flow of information into, and out of, the genetic
effect projection process. Genetic effect incidence estimates, institution-
alization rates, and genetic effect elimination rates are inputs to the pro-
cess., The genetic effect projections are used to calculate both the direct and
the indirect costs of iliness due to genetic effects.

Institutionalization rates are used to determine the number of genetic
effects that are so severe they will require treatment and institutional
care., Theelimination rates are used to allocate these genetic effects to each
affected generation. The incidence in each generation is then allocated
equally to each year within the generatiaons.

7.2.9 Projection of Labor Value Over Time

The flow of information into, and out of, the labor value projection pro-
cess is presented in Figure 7.9. Inputs to the process are the rate of labor
productivity growth, median earnings or other labor value data for each age
category and the median age of each age cohort., The Tabor value projections by
sex and age category are used to calculate indirect illness and fatality costs.

Labor value projections for each year after exposure are caijculated for
each age cohort by sex. Median labor value in each future year, for each age
cohort, is calculated from base year median earnings by age cohort, the rate of
real income growth, labor force participation rates and the earnings categories
the original cohorts will belong to in each year after the base year. When a

IMCIDENCE INSTITUTION- DATA/
NATE
OF GENETIC EUN::A.?E oK ALIZATION PARAMETERS
EFFECTS RATE
¥
PROJECTION OF [+ NTERMEDIATE
GENETIC - PROCESS
EFFECTS )
-y b
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DIRECT COST OF COST:%F COST
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G, 7.4 {FIG. 7.6}

FIGURE 7.8. HECOM Projection of Genetic Effects

7.12



LABOR FOACE
PARATICIFA-
TION AATE

REAL INCOME
GROWTH
RATE

MEDIAN MEDIAN DATA/
INCOME AGE PARAMETERS

PROJECTION OF INTERMEDIATE
LABGQR VALUE PROCESS
OVER TIME
kY

INDIRECT INDIRECT ———

COSTS OF COSTS OF COsT
ILLNESS FATALITIES CALCULATIOMNS

{FG. 7.5} [FIG. 7 .5)

FIGURE 7.9. HECOM Projection of Labor VYalue, by Age and Sex

cohort ages over a time interval (i.e., five years), it is assigned the median
earnings level of the cohort five years older with five years of labor
productivity growth applied.

7.2.10 Projection of Cohort Survival Probabilities

Figure 7.10 presents the flow of information for projection of cohort
survival probabilities and the cost calculations which use this information,
Nata on annual survival probabilities by sex and the median age of each cohort
are inputs to the process, which produces an array of 1ife probabilities by age
category, sex and year after the base year, Data on annual survival prob-
abilities (the probability that a person of any age and sex will live to the
subsequent year) and the median age of each cohort are combined to calculate
the probability that a person in each cohort at the time of exposure will Tive
over subsequent years.

7.3 MODIFICATION OF CRAC2 OQUTPUT FOR USE AS HECOM INPUT

Since the CRACZ output was not designed to facilitate calculation of
health effects costs, Some intermediate steps are required to create compatible
health effects and cost categories. The definitions of health effects
projected by CRACZ and the steps regquired to use them are described below.

7.3.1 Acute Effects

The CRACZ projection of acute fatalities includes all deaths due to bona,
fung, or gastrointestinal tract exposure. The projection is available as an
aggregate, not by organ invelved. The CRAC2 categories of acute fatalities and
acute injuries are mutually exclusive and individuals are not double-counted.
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FIGURE 7.10, HECOM Projection of Cohort Survival Probabilities,
by Age and Sex

Since all acute fatalities occur within the first year, the indirect costs
due to a fatality do not depend on the type of injury. Therefore, the HECOM
indirect cost computation is based directly on the CRAC2 acute fatalities esti-

mate and is an aggregate for fatalities resuiting from all of the types of
radiation injuries.

Calculation of treatment costs for acute injuries is less straightforward
because of the aggregate nature of CRACZ injury estimates, CRACZ does not
provide estimates of serious injuries by type so that approximate treatment
cost estimates can be applied. CRAC2 injury estimates do not include those who
are injured (thus incurring costs) but die. Since all injured people would
require treatment, this total is neeaded as the basis for the direct cost esti-
mates. Projections of acute radiation injuries produced by CRACZ represent the
number of persons Jikely to have either prodromal symptoms, gastrointestinal
syndrome or lung impairment, These effects are not double-counted, though in
actuality, people may have muitiple injuries. Bone marrcw and prenatal
injuries are not included in the CRACZ projection of acute injuries.

Since the effects of radiation injuries range from minor to life-threaten-
ing, their treatment costs also vary considerably. To weight these costs,
estimates are needed of the incidence of each type of radiation injury. This
is calculated internally by CRACZ for all injuries except bone marrow and pre-
natal injuries, but disaggregated output is not available as an option.

7.14



PNL has modified the standard CRACZ code to provide disaggregated esti-
mates of acute injuries and fatalities. The modifications use the CRACZ health
effacts data set for acute exposure in its present form, Fatalities are esti-
mated for each exposure type as follows:

Fy = PE - PBj
where
F;w fatalities due to exposure type i
PE = population exposed, as calculated by CRAC2
PBy = fatality probability given the exposure level
1 = exposure type {i.e., bone marrow, etc.).

This modified calculation is performed for each exposure type for each
evacuation scenario. Total fatalities for each start time are calculated as a
weighted average over each evacuation scenario (as CRACZ does currently for
other early effects).

Injuries occurring in the population with exposures exceeding the fatality
threshold are estimated as follows:

where

I = injuries of type i for people who are exposed above the fatality
threshold but do not die.

The injuries are only calculated if PB; is greater than zero, (If equal
to zero, the fatality threshold was not reached,) The injuries are weighted by

each evacuation scenario probability to estimated total injuries for the start
time,

The calculation of injuries occurring in the population exposed to less
than the fatality threshold also excludes people who die from fatal effects,
The calculation is:

I, = PEI - PB:

J 3
where
Ij = nonfatal injuries of type j
PEI = population exposed above the injury threshold
PB; = injury probability given the exposure level.
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Total injuries (by type) are estimated as a weighted sum over ajl evacuation
scenarios.

To project prenatal injuries, the assumption is made that the distribution
of population age groups exposed to greater than 200 rems is the same as their
proportions in the general population., The proportion of the general popula-
tion "in-utero" is multiplied by the number of individuals with an exposure of
over 200 rem to estimate the size of the group at risk for prenatal injury.
Based on the Reactor Safety Study (NRC 1975, Appendix VI p. F-21) an incidence
rate for prenatal injuries of 50 percent is applied to the group at risk.

S

7.3.2 Cangérs

CRACZ estimates of cancers are available in the form of fatality projec-
tions for leukemia, lung, hone, breast, gastrointestinal, and other cancers.
These fatality estimates are used directly in the HECOM calculation of indirect
cancer costs., To calculate direct costs, the CRACZ fatality estimates must
first be converted to estimates of cancer incidence. This conversion is car-
ried out within HECOM using the fatality/ incidence relationships documented in
the Reactor Safety Study (NRC 1975, Appendix VI). These ratios are listed in
Appendix A, Table A.6. The resulting incidence estimates provide the basis for
the direct cost projections.

The thyroid effects projected by CRACZ are an incidence, rather than
fatality, estimate that inciudes both benign and malignant nodules. Since the
costs of treating these nodules differ, the CRACZ thyroid projection is allo-
cated by HECOM to the two types of effects in proportion to the relative spon-
taneous incidence of benign thyroid nodules and malignancies in the population
{NRC 1975, Appendix VI p., 9-27).

7.3.3 Genetic Effects

When the option of calculating genetic effects with CRACZ is implemented,
the resulting projection is an aggregate of all types of genetic disorders.
Since different types of effects are eliminated from the population at differ-
ent rates, HECOM allocates each type of genetic effect across generations
separately. To accommodate this Tevel of disaggregation, the CRACZ estimates
must be allocated between genetic effect types before being input to HECCOM.
Currently, we are assuming two treatment categories and an allocation of 50
percent of effects to each one.

7.4 HECOM SENSITIVITY ANALYSIS

Some level of uncertainty exists in each of the input variables used to
estimate health effects costs. A sensitivity analysis was performed to provide
an indication of the significance of these uncertainties; it iilustrates how
costs would change in response to variation in input estimates.
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Sensitivity is generally measured by systematically varying the value of
one input variable within the bounds of a range of uncertainty, while holding
all other input variables constant. To measure sensitivity in HECOM we exam-
ined seven variables: the discount rate, rate of Tabor productivity growth,
rate of real growth in treatment costs, base year earnings, base year treatment
costs, weeks of work missed due to illress, and labor force participation
rates.

The model appears to be most sensitive to changes in the discount rate,
the rate of treatment cost escalation, and the rate of labor productivity
growth. The effect is most significant when the discount rate is assumed to be
equal to the real growth rates af labor productivity and treatment costs. In
that case there is effectively no discounting of costs over time.

Regarding HECOM sensitivity to cost input data, both variations in earn-
ings and treatment costs cause substantial changes in the HECOM cost estimates;
variations in the weeks of illness cause almost no effect. In the sections
that follow, the results of each sensitivity test are examined separately.

7.4.1 Sensitivity to the Discount Rate

Table 7.1 shows the effect of different discount rates on the indirect,
direct and total costs calculated by HECOM. The ten percent discount rate is
mandated for use by the U.S. Office of Management and Budget and is used by the
Nuclear Regulatory Commission. A four percent discount rate is used to repre-
sent the social rate of discount. Rates of seven percent and one percent are
also tested to explore fully the sensitivity of HECOM., As shown in Table 7.1,
the model is clearly sensitive to the discount rate. Use of a seven or ten
percent rate significantly lowers total costs because costs occurring in the
years after initial exposure are given much less weight than similar costs
occurring in the base year. A discount rate of one percent substantially
increases costs because costs in the more distant future are given nearly the
same weight as costs in the near future. All cost categories are strongly
affected by use of a ane percent discount rate because the costs of treating
genetic effects over 300 years become relatively large.

TABLE 7.1, Sensitivity of HECOM Estimates to the Discount Rate

Qiscount Indirect Cost Direct Cost Total Cost
Rate % %A From Base % 4 From Base % A From Rase
10 -73.1 -44.0 -58.4

7 -53.7 -31.7 -42.6

4 (Base) 0.0 0.0 0.0

1 299.8 264.6 232.0
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7.4.2 Sensitivity to Labor Productivity Growth Rates

The effect on indirect and total costs of varying the rate of labar pro-
ductivity growth from its base case rate of one percent to a rate of three per-
cent is shown in Table 7.2. The three percent rate results in a more than
100 percent increase in indirect costs and more than a 50 percent increase in
total costs. The higher labor productivity growth rate causes the share of
indirect costs as a percentage of total costs to rise substantiaily.

TABLE 7.2 Sensitivity of HECOM Estimates to the
Rate of Labor Productivity Growth

W

Rate of Labor
Productivity Indirect Cost Total Cost
Growth (%) % & From Base %4 From Base

3 114.0Q 56.4
1 (Base) 0.0 0.0

7.4.3 Sensitivity to Treatment Cost Escalation

Table 7.3 shows relative costs of treatment calculated using the one
percent base rate, and alternative rates of three percent and five percent for
real treatment cost escalation. Increasing the rate to three percent raises
direct costs by over 80 percent, and further increasing the rate to five
percent results in an increase of over 1400 percent for direct costs and 700
percent for total costs., This dramatic increase occurs because the rate of
treatment cost growth exceeds the base case discount rate of four percent,
resulting in very large genetic effect treatment costs over the 300 years
following exposure. Because there is significant uncertainty regarding the
future rate of growth for real treatment costs, HECOM estimates must be inter-
preted carefully, Over the modeled period of 300 years, real costs of medical

care for genetic disorders could either rise or fall and may well have a
complex pattern of change.

TABLE 7.3 Sensitivity of HECOM Estimates to the
Rate of Treatment Cost Escalation

Rate of Treatment Direct Cost Total Cost
Cost Growth % A From Base % A From Base
5% 1,446.5 742.3
3% 81.4 41.3
1% (Base) 0.0 0.0

7.4.4 Sensitivity to Earnings Levels

Table 7.4 shows the effects on indirect and total costs of a 20 percent
variation in base year earnings levels. Indirect costs change in direct
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TABLE 7.4 Sensitivity of HECOM Estimates to Earnings Levels

Indirect Cost Total Cost

Earnings % 4 From Base % 4 From Base
Base Income plus 20% 20.0 9.8
Base Income 0.0 0.0
Base Income minus 20% -20.0 -9.8

proportian to levels of base year earpings. The potential error in total ‘
health effects costs resulting from uncertainties in base year earnings esti-
mates is approximately 10 percent,

7.4.5 Sepnsitivity to Treatment Costs

The effect of uncertainties in treatment cost estimates is presented in
Table 7.5. The range of uncertainty in treatment costs is estimated to be
30 percent. Varying treatment costs by 30 percent results in an identical

percentage change in direct costs and a 15.2 percent variation in total health
effects costs.

TABLE 7.5 Sensitivity of HECOM Estimates to Treatment Costs

Direct Cost Total Cost
Treatment Costs % A From Base % A From Base
Base plus 30% 30,0 15.2
Base 0.0 0.0
Base minus 30% -30.0 -15.2

7.4.6 Sensitivity to Weeks of Illness

The uncertainty in estimates of weeks of work missed due to illpess is
estimated to be about 50 percent. Table 7.6 presents the effacts on indirect
and total health effects costs of a 50 percent variation in estimated weeks of
illness. The results indicate that this variable is of only minor importance
in determining indirect costs and that the high Tevel of uncertainty in this

variable leads to only a 1.9 percent margin of uncertainty in total health
effacts cost estimates.

TABLE 7.6 Sensitivity of HECOM Estimates to Weeks of I1lness

Indirect Cost Total Cost
Weeks of I1Tlness % & From Base % A From Base

Base plus 50% 3.9 1.9
Base 0.0 0.0
Base minus B0% -1.9 -1.9



7.4.7 Sensitivity to Labor Force Participation Rates

Estimates of labor force participation rates are used by HECOM to deter-
mine the expected value of population earnings. Labor force participation
rates for each cohort were analyzed at a 100 percent level, and at the base
case values given in Appendix A, Table A.4, The results of this variation on
cost estimates are shown in Table 7.7. The results indicate that 100 percent
participation in the labor force would increase indirect costs by about 20
percent and total costs by slightly over ten percent.

TABLE 7.7 Sensitivity of HECOM Estimates to Labor Force Participation Rates

Labor Force Indirect Cost Total Cost
Participation Rates % A From Base % & From Base
100% 20.6 10,2
Base c.0 c.0

7.4.8 Comparison of Median and Interval Data Results

Table 7.8 compares HECOM estimates based on median and interval case
data. The median case represents the rnational median income, while the
interval data case uses 18 age category-specific income estimates. Total costs
in the median case are eight percent higher than the interval case, O0Oirect
costs in both cases are almost equal. Most of the difference in cost estimates
occurs in the estimation of indirect costs where the median case estimate is 16
percent higher than the interval estimate.

TABLE 7.8, Comparative Results of Median and
Interval Data Cases

Indirect Cost Direct Cost Total Cost
Case %2 A From Interval % 4 From Interval % & From Interval
Median 16.2 0.0 8.0
Interval 0.0 0.0 0.0
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8.0 HEALTH EFFECTS COSTS FOR A HYPOTHETICAL REACTOR ACCIDENT

HECOM has applications in various types of siting analyses, evaluations of
safety goals and standards, and many decisions related to the management of
nuclear power. An example of the output of HECOM for use in these types of
applications is provided in this section., The numbers shown are derived from
only one hypothetical accident scenario at a representative reactor, and until
further research is undertaken, it cannot be determined whether the order of
magnitude of the costs is typical for other reactors, or even other accident
scenarios -at the same reactor. Thus, the estimates given should be treated
only as ijlustrative examples of HECOM's calculational capabilities.

8.1 HEALTH EFFECTS ESTIMATES

Probabilistic estimates of health effects from a CRAC run for a given
hypothetical reactor accident scenario were used as inputs to the HECOM cost
calculation, The projected numbers of each type of health effect are shown in
Table 8.1. These estimates are based on PNL's modification of the standard
CRAC code; the madification provides estimates for each of the categories of
acute fatalities and injuries. Bone marrow injuries are included in the PNL
modification, although omitted from standard CRAC analyses. An explanation of
the code modification is provided in Section 7.3.1. Prenatal effects are
calculated as a function (explained in Section 7.3.3) of the number of people
exposed to over 200 rem, in this case, 3360. Genetic effects are estimated on
the basis of 260 per miliion rem of population exposure,

8.2 COST ESTIMATES

To project health effects costs, the HECOM user must specify the desired
real growth and discount rates. The following estimates assume one percent
annual growth rates for real income and health care costs and a discount rate
of ten percent. Health effects costs are all shown in 1981 dollars,

HECOM projects costs for direct (treatment) costs and indirect (lost
productivity) costs. These are shown for each category of health effect in
Table 8.2? Health effects costs for this reactor accident scepario total
£7.6 x 10", Othar categories of costs for accident consequences at th}s
reactor are: aevacuatign, $3.14 x 10%; agricultural 103595, $1.56 x 107;
relocation, $3.64 x 10%; land interdiction, $1.33 x 107; and decontamination,
$1.8C x 10°. Judging from these estimates, the health costs are a substantial
portion of the total potential economic impact of a reactor accident.
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TABLE 8.1. Projected Numbers of Health Effects for One
Hypothetical Reactor Accident Scenario Used
as Input to the Sample HECOM Calculation

Health Effect Number
Cancers:
Leukemia 18.8
Lung 23.5
Y Breast 69.2
Bane 5.9
Gastrointestinal 6.0
Other 16.3
Thyroid 43,7

Acute Fatalities:

Bone Marrow 331,2
Lung 13.8
Gastrointestinal 0

Acute Injuries:

Bone Marrow 198.8
Prodromal 222.6
Lung 564,5(2)
Gastrointestinal 8.0
Prenatal 20,2
Genetic 616.2

(a) The relatively large proportion of
acute lung injuries is due to
meteorological conditions in the
single scenario analyzed.
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TABLE 8.2. Projected Health Effects Costs for Dne
Hypothetical Reactor Accident Scenario
{Thousands of 1981 3)

Cost Component

Health Effect Direct Indirect Total Cost
Cancers 404 1,056 1,460
Acute Fatalities 34,223 36,535 70,758
., and Injuries
Genetic 3,414 584 3,998

Total 38,041 38,175 76,216
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APPENDIX A

HEALTH EFFECTS COST MOBEL

The Health Effacts Cost Model (HECOM) calculates the direct and indirect
costs resulting from radiation-induced health effects. The model is written in
FORTRAN-77 and is being maintained on a Digital Equipment Corporation VAX
11/780. An overview of HECOM is given in Section A.l, a description of input
data and input file structure in Section A.2, a detailed explanation of subrou-
tine and function operation in Section A.3 and a description of outputs in
Section A.4, The FORTRAN source code is 1isted in Appendix B.

A.1 OVERVIEW

This section presents an overview of HECOM. A description of each file
within the model is provided along with a description of the process used in
calculating health effects cost estimates,
A.1.1 HECOM Files

HECOM consists of seven files: three FORTRAN files (source, object and
executablie), three data files and a FORTRAN contro] file. The function of each

file is described below:

® HECOM.FOR, FORTRAR source code containing all subroutines and func-
tions.

e HECOM.0BJ, Object code produced by the FORTRAN compiler.
o HECOM.EXE. Executable file produced by linker,
¢ HECOM1,.DAT, Data file containing median case data.

@ HECOM18,DAT. Data file containing interval case data by five-year age
cohorts.

o [NDISTI8,DAT. Data file containing risk weighting factors by five-
year age cohorts.

o INDIST1.DAT. Data file containing risk weighting factors for the
median case.

 DIST.DAT, Data file containing survival probability data by year and
sex.

@ CONTROL.FOR. Source code containing PARAMETER, COMMON, REAL, INTEGER
and CHARACTER statements. This file is used to control execution of
the model and is accessed by each subroutine., It is incorporated by
the FORTRAN compiler into HECOM.0BJ.
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A.1.2 Description of Program Operation

Execution of HECOM is controlled by the file CONTROL.FOR. Parameters are
assigned in the first two lines of this file and are used to dimension all
arrays and to control processing of ali Toops within the main program and its
subroutines. Health effects data inputs, except for cancer fatalities, are
identified by specifying the array index of either acute and thyroid death
types or prenatal radiation injuries. The parameters that must be set by the
user are listed in Table A.l. All input data must be consistent with these
parameters. The file CONTROL.FOR is accessed by each subroutine using the
system command “INCLUDE ‘CONTROL.FDR'™,

Figure A.l shows the structure of the model. The main program consists
of a series of sequential subroutine call statements. The program begins by
reading in data and ends by writing out health effects costs to an output
file. The functions of each subroutine and function shown in Figure A.l are
briefly described below. A detailed description of each subroutine and
function is given in Section A.3 and the program listing in Appendix 8.

o READER. Reads in input data from DIST.DAT and either HECOM1.DAT or
HECOMI8.DAT depending on the number of age categories set in
CONTROL.FOR,

o SPROB. Calculates the probability a person of either sex and a given
age at time of exposure will be alive in any year after exposure.
Based on the survival probabilities contained in DIST.DAT.

® LATENCY, Calculates minimum latency periods for each cancer type.

TABLE A.1., HECOM Parameters

Parameter Definition

AC Number of age categories

IC Number of income categaries

GAC Number of genetic effect age categories

TINC Income data interval {(number of years)

ATINC Age data interval (number of years)

GINC Genetic effect age category data interval
{(number of years)

YEARS Maximum age affected population can attain

GYEARS Maximum years to project genetic effects

NGEN Number of generations

DTYPES Number of death causes

SEX Number of sex categories (1 or 2)

HTYPES Number of cancer types

RTYPES Number of radiation injuries

ACUTE Set to acute death type

THYROID Set to thyroid death type

PRENAT Set to prenatal radiation injury type

A2



1Tl

MAIN

ﬁNDIST'I. Dﬂ /HECOM1. DAT/

CONTROL.FOR

—
RADCOST I g
} FV

» AEADER | } —
[ DIST. DATJ !mmsna. DAT]
—b{ SPROR
—»{ LATENCY
—  FATAL
» DEATH

)

CANCOST (g

INCCAT

h 4

LYALUE

»  LOSTLY

 WORK

# GENDIST = INCCAT

# GENCOST tttmgmi Py
o sumur | L Ry
» WRITEUP

g OUTPUT l

FIGURE A.1. HECOM Structure

A3

{HECOM1 B.DAT;



FATAL. Distributes fatalities to age categories.

DEATH. Calculates fatalities per year by cause of death using
optional constant absolute risk distribution model.

RADCOST, Cost of treating radiation injuries is calculated based on
incidence and population fractions by age cohort.

CANCDST. Cost of treating cancer is calculated based on the inci-
dence to fatality ratios and the number of fatalities of each cancer
type per year calculated in DEATH.

LVALUE. Labor value by age cohort and year after radiation exposure
is calculated based on wages by age cohort and the rate of real
income growth,

LOSTLY., Lifetime discounted earnings loss is calculated for a person
dying in each year after exposure. Earnings caiculated in LVALUE are
multiplied by the probability that a person will be alive in any year
and summed over the time period between the year of death and the
maximum age specified in CONTROL.FOR.

WORK, Calculates the value of work lost due to illness. Cost is
based on fatalities per year calculated in DEATH, 1ife probabilities
calculated in LIFE, earnings calculated in LVALUE, incidence to
fatality ratios, and weeks of work Tost due to iliness by health
aeffects type.

GENDIST. Distributes genetic effects to the years after radiation
exposure.

GENCOST, Calculates the present value of treating and institutional-
izing individuals with genetic defects.

SUMUP, Calculates total income loss based on fatalities calculated
in DEATH, and income loss in LOSTLY, This subroutine also calculates
summary arrays used in printing results.

WRITER. Prints out summary variables calculated in SUMUP.

PV. Calculates present value of a number given the discount rate and
the number of years to be included.

Fv. Calculates future value of a number given the growth rate and
number of years to be included.

INCCAT. Determines earnings category of any age cohort.
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A.2 DESCRIPTION OF INPUT DATA FILES

The data used as input to HECOM can be grouped in four general cate-
gories, including information on population characteristics, health effects
incidence, direct costs of treatment, and indirect costs of lost productiv=
ity. In this section, we describe sources for data in each of those cate-
gories, explain some of the merits and the limitations of particular data
sources and describe the structure of HECOM input files,

A.2.1 Population Characteristics

HECEM employs descriptions of the population at risk: by age and sex
categories, by mean earnings for the two sexes at each age, and by life expec-
tancy at different ages.

e Population by age and sex: Population counts, distributed into
cohorts by sex and by age intervals, are used both in the allocation
of health effects and in the estimation of indirect costs. On the
national level, the most recent data of this type are from the 1970
Census. These data can be used if detailed local or regional data
are unavailable. See Table A.2 for the proportional distribution of
the US 1970 population by age and sex cohorts.

TABLE A.2. U.S. Urban and Rural Population
Distribution by Age and Sex, 1970

(Percentage}{a}

Ages Total Male Female
A1l ages 100 48,7 51.3
In utero 1.1 0.6 0.5
1-4 7.3 3.8 s
5 -9 9.9 5.0 4.8
10 - 14 10.3 5.1 £.1
15 - 19 9.4 4.8 4.7
20 - 24 7.9 3.8 4.1
25 - 2% 6.6 3.2 3.4
30 - 34 5.5 2.8 2.9
5 - 39 5.5 2.7 Z2.8
40 - 44 5.9 2.9 1.0
45 - 49 6.0 2.9 3.1
50 - 54 5.5 2.6 2.8
55 - 53 4.9 2.3 2.6
60 - 64 4.3 2.0 2.3
65 - 69 3.4 1.3 1.9
70 - 74 2.7 1.1 1.5
75 - 79 1.9 0.8 1.1
80+ 2.1 0.7 1.2

Source: U.S. Bureau of the Census. 1973. Census of Population: 1970
Oetailed Characteristics. Final Repart PC{I1]-0l United 3tates Summary.
U.S. Gavernment Printing O0ffice, Washington, D.C. Table 1, p. 591.

(a) Percentages by age for each sex represent the age distributian fopr
that sex within the total population.
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Statistics from the 1980 Census are not yet available to describe the
characteristics of the US population as a whole. A compendium of
“provisional astimates™ is now available, but those estimates
describe the population in grosser schema (for example, by 10-year
age increments instead of 5-year) and the estimates include little
information on income characteristics. The HECOM model can easily be
run with information from the 1980 Census when appropriate data are
available.

Mean earnings by age and sex: This information is used in the esti-
mation of 1ifetime expected earnings and thereby in the calculation
of indirect costs. The input data may either be median or for any
width age interval. In addition, either site-specific or national
data can be used in HECOM. Table A.3 provides an example of the most
recent national earnings data available, Mean earnings figures in
1981 dollars are listed by 5-year age increments and by sex (U.S.
Dept. of Commerce 1982.) We use the Consumer Price Index for "all
items" for all urban consumers, to inflate the 1980 earnings esti-
mates to 1981 dollars. (US Dept. of LlLabor, selected years.)

TABLE A.3. Mean Earnings of Employed Persons, by Age and Sex {1981 S)(a)

Ages Male Female
18 - 24(P) 7,431 5,211
25 - 29 15,696 9,542
30 - 34 19,833 9,898
35 - 39 23.173 9,892
40 - 44 23,597 9,975
45 - 49 24445 9,921
50 - 54 23,570 9,979
55 - 59 23,055 9,844
60 - 64 19,205 9,443
65+ 3,080 4,590

Source: US Oepartment of Commerce, Bureau of the Census. 1982,
Monay Income of Households and Families and Persons in the
United States: 1980. Current Population Reparts, Series P-60,
No. 132. U.S. Government Printing Office, Washington, 0.C.

(a} 1980 incomes inflated to 1981 dollars by "All Items" index,
Consumers Price Index for all urban consumers, as published
by Bureau of Labor Statistics.

{b) Income for 18-24 year-olds was allocated to 15-20 and 20-25
year-olds based on the population weighted relationship between
these categories and 18-24 year-oids' income in 1969, The same
procedure was used to compute income for 65-69, 70-74, 75-79,
80-85 age categories.
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e Life expectancy: Data on cumulative life probabilities are used to
describe the life expectancies of individuals in the unexposed popu-
lation, in cohorts distinguished according to age and sex. Annual
1ife probabilities are computed from the data in Table 5-1, Vital
Statistics of the United States 1978, Volume I1-Section 5, "Life
Tables," p. 5.9. {National Center for Health Statistics 1980.) The
1978 life tables are the most recent currently available; the vital
statistics 1ife table data are typically 2 to 3 years old at the time
of publication.

e Labor force participation rate: Based on an analysis by Hartunian,
et al. (1982, p. 49) these data are the average of employment and
house@keeping participation rates for 1970 and 1975 published in
Employment and Earnings by the Bureau of labor Statistics. Because
1970 was a high employment year and 1975 was a post-recession year,
the average of the two years' rates was used to estimate expected
labor force participation rates. The computed rates are listed in
Table A.4,

TABLE A,4. Employment and Housekeeping Participation Rates by Age and Sex

{in %)

Ages Male Female
16 - 19 49.4 49.3
20 - 24 76.6 84.0
25 - 29 89.7 93.0
0 - 34 92.9 93,6
35 - 39 93.4 94.0
a0 - 44 92.7 94.5
45 - 49 91.6 94.6
50 - 54 88.5 94,2
55 - 59 B84.2 94.0
60 - 64 68.5 91.8
65 - 69 35.8 88.3
70 - 74 17.9 78.0
75 - 79 9.3 74.6
80 - 84 5.3 73.4
85+ 3.5 73.0

Source: N, S. Hartunian, C. A, Smart and M, S. Thompson.
1982. The Incidence and Economic Costs of Major Health Impair-
ments. Lexington Books, Lexington, Massachusetts, p. 49,

A,2.2 Health Effects

' Calculation of health effects costs requires data on incidence, latency
periods, survival times, period of risk and relative risk by age and sex. Oata
for cancers and for radiation injuries and fatalities are described first.
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Incidence: HECOM requires incidence data for mortality and morbidity
for each type of health effect. These data must be entered by sex if
the model is run using two sex categories. Proportional allocation
of the data by sex is computed prior to data entry. Incidence data
for fatalities, injuries and cancers are taken directly from CRAC2
output, when available, and calculated based on CRAC2 output in the
remaining cases. Table A.b shows the source and method used for each
portion of the data. The incidence to fatality ratios applied to the
CRAC2 cancer fatality estimates to calculate total cancer incidence
are shown in Table A.6. These are the same ratios that are assumed
by CRAC2 in projecting fatalities. The process by which CRAC2 acute
injury estimates are disaggqregated by type is described in Section
7.3.2.

TABLE A.5. Health Effects Incidence Data Sources

Latent Effects
Cancers Thyroid Acute Effects

Morbidity Computed by HECOM from CRAC 2 output Computed by a medified

Data

CRAC2 output using inci- CRAC2 process
dence to fatality ratiocs

Mortality CRACZ output None CRAC2 output

Data

TABLE A.6. Incidence/Fatality Ratios Applied to CRACZ Fatality Projections

Cause of Death Ratio
Leukemia 1.00
Lung 1.00
Breast 2.00
Bane : 1,25
Gastrointestinal 1.20
Other 2.00
Acute 1,00

Source: U.S. Nuclear Regulatory Commission. 1975.
Reactor Safety Study. Appendix VI. WASH-1400,
National Technical Information Service, Washington,
D.C., pp. G18-G23.

Latency periods: Appendix VI of the Nuclear Regulatory Commission's
Reactor Safety Study {Section G, p. G-23) is the source of data on

minimum latency periods, by cancer site, for the population in utero
and for all other ages. {NRC 1975.) See Table A.7 for a listing of
the values used. There is no latency period for acute health
effects.
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TABLE A.7, Period of Latency for Selected Cancer Types

Cancer Type In Utero A1l Other
Leukemia 0 2
Lung 15 15
Gastrointestinal 15 15
Breast 15 15
Bane 10 10
A1l Other 0 15
Thyraid 10 10
Y

]

Source: US Nuclear Requlatory Commission. 1975, Reactor 3afety

Studx, Appendix VI, Wash-1400. Government Printing Uffice,
Washington, D.C., p. G-23.

Suryival time: Median survival times are calculated, by cancer site
from data in summary tables 1 and 2 in Cancer Patient Survival,
Report Number 5. (National Institutes of Health 1976.) The median
suryival times input to the HECOM madel are averages of the data
reported for black and white population subgroups, weighted by the
propertion of each cancer type attributable to that subgroup. The
NIH data do not distinguish survival times by sex. Median survival
times are presented in Table A.8. For radiation injuries the sur-
vival time for all fatal cases is less than a year.

TABLE A.8. Median Survival Time, 1960-1973

Median Survivalld)
Cancer Type Time (years)

Leukemia

Lung

Gastrointestinal

Breast

Bone

A1l Other

Thyroid 1

N e

Source: MNational Institutes of Health, USDHHS. 1976.
Cancer Patient Survival, Report Number 5. NIH Publication
No. 81-992, Government Printing Office, Washington, D.C,

(a) Averages for data for blacks and whites, weighted by

praportion of each cancer type attributed to the racial
subgroup.
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. Period of Risk: Estimates of the time period an indivicdual
exposed to radiation would be at risk for cancers are listed in
Table A.9, These risk periods are used to aliocate fatalities
to the years after radiation exposure.

TABLE A.S, Period of Risk of Incurring Cancer After Exposure

Cancer Type Period of Risk
Leukemia 30 years
slung Tifetime
Breast lifetime
Bone 30 years
Gastrointestinal lifetime
Other 1ifetime
Thyroid 1ifetime

Source: Committee on the Biological Effects of lonizing
Radiation. 1980. The Effects on Populations of Exposure
to Low Levels of Ionizing Radiation, National Academy of
Sciences, Washington, D.C., p. 243.

® Risk Weighting Factors: Risk weighting factors are used in conjunc-
tion with population fraction data to allocate cancer incidence to
each age and sex cohort. These data are BEIR III estimates of excess
cancer incidence resulting from radiation exposure., VYalues used are
Tisted in Table A.lQ,

TABLE A,10. Risk Weighting Factors by Age and Sex

MALES
Age at Exposure

Cancer Types u-9 10 - 19 20 - 34 35 - 49 50U+
Leukemia j.g8 1.85 2.50 1,92 4,32
Lung 0.00 0.54 2.45 5.10 6.79
Gastrointestinal 0.33 0.33 0.65 1.06 2.79
Breast 0.00 0.00 3,00 0.00 0,00
Bone 3.98 1.85 2.60 1.92 4,32
Other 0.62 0.38 1.12 1.40 2.90
Thyraoid 2.20 2.20 2.20 2.20 2.20

FEMALES
Laukemia 2.54 1.1¢9 1.67 1.24 2.76
Lung n.00 0.54 2.4% 5.10 6.79
Gastrointestinal 0.33 0.33 0.65 1.06 2.79
Breast 0.00 7.30 6.60 6.60 6.60
Bone 2.54 1.19 1.67 1.24 2.76
Other n.62 0.38 1.12 1.40 2.90
Thyraid 5.30 5.80 5,80 5.80 5.80

Source: Committee on the Biological Effects of lonizing Radiation. 1980,
The £ffects on Populations of Exposure to Low Levels of lonizing Radiation,
National Academy af Sciences, Washington, D.C. Taple ¥-1d and ¥-17, pp. 250
and 256.
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HECOM requires estimates of the total number of genetic effects of each
type considered. Currently the base case treats only autosomal dominant and
multifactorial defects as shown in Table A,1l. An estimate of the proportion
of cases that are severe is input to assign costs. The rate per generation at
which genetic defects are eliminated from the population must alse be input to
distribute incidence over time.

TABLE A.11., Genetic Effects Incidence

Percentage of Total Eliminaticn Rate

% Genetic Effect type that are Severe Per Generation
Autosomal dominant 50% 20%
Muitifactorial 50% 10%

A.2.2 Direct Costs

Input data for direct costs of cancers and radiation injuries are
required by cancer and injury type. Methods used to develop the HECOM data
base shown in Table A.12 are described for radiation injuries in Section 5.1
and for cancers in Section 5.2. We have inflated estimates to 1981 dollars
using The Consumer Price Index "“hospital room" component for hospital costs and
the more general "medical care" component for other treatment costs. {U.S.
Department of Labor, various years.,) See Table A.13 for relevant components of
the Consumer Price Index, for selected years.

TABLE A,12, Direct Costs of Health Effects (1981 §)

Cancers Treatment Cost
Leukemia 16,300
Lung 17,400
Breast 9,400
Bane 37,600
Gastrointestinal 14,000
Other 11,400
Thyroid-benign 7,700
Thyroid-malignant 8,400

Radiation Injuries

Prodromal 1,000
Bone marrow 56,000
Gastrointestinal 25,000
Pulmonary 3,600
Prenatal (in utero) 100,000
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TABLE A.13, Consumer Price Index, A1l Urban Consumers {1967 = 100)

1970 1975 1980 1981

CPI, all items 116.3 161.2 247.0 272.3

CPI, all services 121.6 166.6 270.9 306.2

All Medical Care 120.6 168.6 267.2 295.1
(services + commodities)

Medical care services 124.2 179.1 288.9 J18.6

Hospital Room 145.4 236.1 416.3 476.8

1
W

Source: Bureau of Labor Statistics, US Department of Labor,
Consumer Price Index: Detajled Statistics. Published monthly.
U.S. Government Printing Office, Washington, D.C.

A.2.4 Indirect Costs

The HECOM model treats both cancers and radiation injuries as resulting
in indirect costs related to lost productivity for periods of morbidity and
because of premature mortalities. Calculation of indirect costs due to morbid-
ity requires data on work weeks Tost. Data presented in Hartunian et al.
(1981, p. 236) are shown in Table A.14, The value associated with those lost
weeks is computed using earnings data by age and sex category.

TABLE A.14. Mean Number of Work Weeks Lost by Cancer Patients
During First Year After Onset of Illness

Number of Work

Cancer Type Weeks Lost
Leukemia(a) 16,3
Lung 19.9
Gastrointestinal (D) 18.5
Breast 17.2
Bone 23.3
AT1 Others (D) 16.1
Thyroid 5.9

Source: Hartunian N.S., et al. 1981. The Incidence and
Economic Costs of Major Health Impairments. Lexington Books,
Lexington, Massachusetts, p. 236.

(a} Simple mean for all types of leukemia.
{b) Mean for gastrointestinal and "others,” weighted by relative
share of component cancer sites.
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For radiation injuries, the period of productivity Toss due to morbidity
is estimated using information from Prasad 1974; Dalrymple 1973; and Blakely
1968. One week of work loss is assumed for prodromal injuries and 26 weeks
each for bone marrow, gastrointestinal and pulmenary injuries.

A.3 DESCRIPTION OF SUBROUTINES AND FUNCTIONS

HECOM contains 15 subroutines and 3 functions as well as the main pro-
gram. The main program contains only subroutine call statements. A descrip-
tion of each subroutine and function follows; including the calcuiations used,
a brief description of subroutine or function operation and a listing of al)
variables and arrays.

The subscripts used in the calculations follow the following conventions:

= age category of an indiyidual in the year of exposure
= sex

= number of years after base year

cause of death (cancer and acute radiation injuries)
= cancer type

= radiation injury type

= genetic effect type

Pl T T = W T 7, = 1
1]

The subroutine and function descriptions that follow are in the same
order as used within HECOM (see Figure A.l). Section A.l explains how each
subroutine and function fits into the HECOM structure.

A.3.1 READER

This subroutine reads in input data. Lifetime probability data are read
from the file DIST.DAT. If the median data case is being run, data are read
from HECOM1.DAT and risk weighting factor data from INDIST1.DAT. If the inter-
val data case is being run, data are read from HECOMIB.DAT and risk weighting
factor data from INDIST18.DAT.

A.3.2 SPROSB

This subroutine calculates the prior probability that a person of a given
sex and age category in the year of exposure would live to any subsequent year.
The only inputs to the subroutine are the probabilities that a person of age a
will Tive to age 2 + 1. The probability of living to any given year n is
calculated as follows:

P{n) = Pla + 1)a . P{a + 2) ..o Pla +n)

a,s , a+l,s atn-1,s
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where

P(n)a ¢ = prior probability that a person who was of age a in the
’ year of exposure and of sex s will be alive after n years

P(a+1)a,s probability that a person of age a and sex s will live to

be age a + 1.

The subroutine processes nested loops for age category and sex. Within
the inner loop the median age of the age category is determined and used to
calculate yemaining 1ife period. A third Toop processes years, and, nested
within thi8 loop is another that calculates the product of the conditional
probabiiities. This subroutine is used to compute the vector for a newborn
infant. A separate vector of probabilities is calculated for use in determin-
ing the costs of genetic effects.

A.3.3 LATENCY

This subroutine generates a matrix of latency periods by age category and
cause of death. Latency periods are assigned identically to each age category
for each cause of death except for the in utero age category that is assigned
separately. The latency period information is constructed fram input data.

A.3.4 FATAL

This subroutine distributes fatalities by age category, cause of death
and sex. Input items include population fractions by age category and sex
(calculated for all age categories and again for all age categories except in
utero); risk weighting factors by cause of death, age and sex; and total
fatalities by cause of death and sex. Cancer fatalities are distributed based
on both age category population fractions and risk weighting factors. Acute
fatalities are distributed based on age category population fractions excluding
in-utero. The in-utero category is treated separately. While in-utero
fatalities are not currently estimated in the HECOM calculation, indirect costs
of prenatal radiation exposure are calculated fn this subroutine since these
victims are too disabled to earn any income. Fatalities are distributed
according to the following equations:

Cancer Fatalities

Fa,s.a = TalPFa ¢ RWF, ¢ 4)/

i =10
-
v
-n
-
)
=
-
s

S

Indirect Costs, In-Utero Age Category

F(in utero)},s,(Acute} = RIF(Prenatal),s * RINF(Prenatal),s
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Acute Fatalities

Fa,s,d =y

where

[T

RIF(prenataT),s

RINF(prenata]),s

A.3.6 DEATH (OPTION)

PAa,s

fatalities for age category a, Sex s and cause of
death d

total fatalities by cancer or acute radiation
injury fatality type d

population fraction of age category a and sex s

risk weighting factor for age category a, sex S
and cause of death d

number of age categories

population fraction (excluding in-utera) of age
category a and sex s

fatal prenatal radiation injuries for sex s

nonfatal prenatal radiation injuries for sex s.

This subroutine calculates fatalities in each subsequent year by age

category, cause of death and sex.
distribute deaths using alternative epidemiological models.
constant absolute risk model is used.

A provision exists within the subroutine to

At present, a
Inputs to the subroutine are the distri-

bution model opticn; fatalities by age category, cause of death and sex; 1ife
probabilities by age category and sex; periods of risk by cause of death;
latency periods by age category and cause of death; mean survival times by

cause of death and the median age of each age category.

Except for acute

fatalities, deaths are allocated to each year of a cchort's lifetime from the
end of the minimum latent period and mean survival time to either the end of

the risk period or the maximum age attainable.

Thus, cancer fatalities are

allocated to the years within this period, weighted by the probability that an

individual will be alive in each year.

Acute fatalities are allocated equally

from the year after the latency period to the year of the latency period plus

mean survival time.
year.)

Acute Fatalities

F{n)

(In application, all acute fatalities occur in the base
The calculations used to allocate fatalities are

a,5,d = Fa 5 4/(MSy)

subject to LPy g < N < M54
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A1l Others
F{n) = F s P,/ Pl

subject to Lpa,d + M5y << Ma,s

apd LM a,d = LP3 4 + MSy

F(”)a,s,d = fatalities in year n, for age category a and sex s due to

cause of death d

s will be alive in year n

= praobability that an individual of age category a and sex

Fa s.d - total fatalities for age category a and sex s due to

cause of death d

MSd = median survival time for cause of death d

LPa 4 = latency period for age category a and cause of death d

My ¢ = remaining life period or period of risk, whichever is
3

Jess, for age a and sex s at time of exposure (M

median agea’s).

a,s ~A-

The subroutine DEATH processes nested loops for sex, cause of death and

age category., Within the innermost Toop the cause of death
determine whether or not it is acute. If it is, fatalities
based on the equation described above for acute fatalities.
is not acute, fatalities are distributed to each year using
Tute risk model shown above for all others.

A.3.6 RADCOST

is chacked to
are distributed

If the death type
the constant abso-

This subroutine calculates the cost of treating radiation injuries.
Input items are the cost of treating a radiation injury, the incidence of

radiation injuries and the population fractions. Costs for

all radiation

injuries, except prenatal, are allocated to age categories based on their
population fractions. Prenatal injuries are allocated entirely to the in-utero
age cohort (except when running the median age case}. The calculations for

radiation injury treatment costs are
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Direct Costs, A1l Acute Radiation Injuries but Prenatal

RC = (RIF_+ RINF_) « CPR_+ PF

a,5,r 2,5

Direct Costs, Prenatal

RINFy = EREM « (PFy nave * PFo femate) * 0.5
? 2
RC = {(RIF_+ RINF )} = CPR_« PF_ /) PF
1,s,p ( p p) p Pss 521 P,s

RCa s.r = cost of treating a radiation injury of type r, for age
7 category a and sex §

RIF. = fatal radiation injury fincidence of type r
RINF. = nonfatal radiation injury incidence of type r

CPR. = treatment cost per case radiation injury r

=
-n
it

a,s population fraction for age category a, and sex s
EREM = population exposed to over 200 rem
p = prenatal.

A.3.7 CANCOST

This subroutine calculates the cost of treating cancers. Inputs to the
subroutine include the incidence to fatality ratio {upon which CRAC2 fatality
estimates are based) for each cancer type; the cost to treat each type of
cancer; fatalities per year for each age category, death type and sex and an

array for associating cancer treatment costs with death types. The equation
used to calculate health effects is:

i (1 + R/100)"7*
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where

HC(n},; ¢ ¢ = Present value of the cost of treating age category a and
T sex s for cancer type ¢ in year n

CH. = cost of treating one person for cancer type ¢
IPF. = incidence to fatality ratio for cancer type ¢

Fn),; ¢.q = fatalities in year n for age category a, sex s and death
>t type d
.

R = real discount rate

T

rate of treatment cost growth.

The subroutine processes nested loops for sex, age cateqgory, cancer types,
and years, Within these loops real cancer treatment costs for each year after
exposure are calculated. In the next statement, these costs are discounted and
added to the cost accumulator for each age category, sex and cancer type. The
function FV is used to calculate the future value of base level treatment

costs, The function PV is used to calculate the present value of future treat-
ment costs.

A.3.8 LVALUE

This subroutine calculates labor value by age category and sex in each
year after the base year. Inputs to the subroutine include income in the year
of exposure by age category and sex, the median age of each cohort, Tabor force
participation rates and the rate of labor productivity growth. The following
equation is used to determine labor value in each year:

n-1
a,s PRa’S(l + W/100)

—
——
=3
—

|

a.g = labor value in year n for age category a and sex s
’

-
e
i

a.s labor force participation rate of age category a and sex s

x
1}

rate of real earnings growth,

This calculation is controlled by three Toops which process sex, age category
and years, respectively, Within these loops the age category of the group
being processed is determined using the function INCCAT, and real income in the
year being processed is calculated using the function FV.
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A.3.%3 LOSTLV

This subroutine calculates the present value of total lifetime labor
value lost due to a premature fatality occurring in each year after population
exposure. Inputs to the subroutine are median age by sex and age cohort;
annual labor value by age category, sex, and number of years after exposure;
1ife probabilities in each year by age and sex; and the discount rate.
Lifetime labor value loss is calculated using the following equation:

M

a
Ltlin) = 3
5 n=1 (1 + R/100)

»S L(n)a s P(n)a-n s

n-1

w’

where

LL(n)a s ™ lifetime labor value loss for a person dying n years after
’ exposure of age category a in year of exposure, and sex s

My ¢ = remaining 1ife period or period of risk, whichever is
? less, for age category a and sex §

L(n)a s = labor value in year n for a person of age category a in
? the year of exposure, and sex s

P(n)a s = probability that a person of age category a and sex s will
? be alive in year n

R

real discount rate.

The subroutine processes nested loops for sex, age category and year after
exposure, Within the inner loop the remaining life period is calculated and
used as the termination year for accumulating real income loss. The function
P¥ is used to discount each real income figure to the year of exposure as the
income is accumulated. A person dying in a given year is assumed to Tose all

income in that year and all subsequent years until he would have reached an age
equal to the maximum considered {A}.

A.3,10 WORK

This subroutine calculates the value of lost work time. Inputs to the
subroutine include fatalities per year, incidence to fatality ratios, the num-
ber of weeks of work missed for each cause of death, income for each age cate-
gory and the prior probability that a person would be alive in each year after
the year of exposure. The values of work Tost due to cancers and due to radia-
tion injuries are calculated separately using the following equations:

Radiation Injuries

RINF « LW _ + PA « L{1) + P{1)
RNC(I) - r r d,5 dy5 a,5
a,s,r 5
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Cancars

Tg F(n)a,s,d . IPFd . LNd . L(n)a’S . P(n)a’s

Ty=1 52+ (1 +8/100)""" .+ Ty

Hc(n)a,s,d =

R\«IC(I)E"S'r = value of lost work in year 1, for age category a, and
sex s for radiation injury r

= incidence of nonfatal radiation injury r
LW, = weeks of work lost for each type of radiation injury r

PA; ¢ = population fraction, excluding in utero, for age cate-
? gory a and sex s

L(”)a,s = income in year n for age category a, and sex s

P(”)a,s = probability that an fndividual in age category a, and sex s
will be alive in year n

WC(n}, ¢ 4 = value of lost work in year n, for age category a, and sex s
T for cause of death d

Td = years of treatment for cancer type d
Ty = sequential year of treatment

F{")a,s,d = fatalities in year n for age category a, and sex s for
cause of death d

IPF4 = incidence to fatality ratio for cause of death d
LW4 = total weeks of work Tost for each cancer type d
R = real discount rate,

The cost of Tost work is calculated by processing nested loops for sex,
age category, death type, treatment time and years. Treatment time is included
to spread lost work costs to more then one year if desired. The function PV is
used to calculate the present value of income in any year. Radiation injury
costs are calculated for the first year only.

A.3.11 GENDIST
This subroutine distributes genetic effects to each year after radiation

exposure until the end of a user-specified genetic effect period. Inputs to
the subroutine include total genetic effects by type, incidence fractions by
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sex, and genetic effect elimination rates by type of genetic effect. The num-
ber of generations is user specified. The first step in the subroutine is to
calculate first generation effects according to the following equation:

G
- . - p.)9°!
GE = (TG, - S~ IR/ L (1-0,)

1,s,t g=1

where

GEg 5.t = major genetic effects of type t occuring in generation g
% for sex s (g = 1 for first generation)

TGt = total genetic effects of type t
SS = fraction of genetic effects allocated to sex s
IR, = institutionalization rate for genetic effect t,.

g = number of generations to a maximum of G

j=r]
[nd
]

elimination rate for genetic effect t

The second step is to project major genetic effects for each remaining
generation according to the following equation:

GE = GE

g,s,t g-1,s,t {1-dt)

The final step is to allocate the effects for each generation equally to the
years within the generational! period. The subroutine performs each of these
steps separately. The output of the subroutine is a matrix of genetic effects
by year, type of effect and sex.

A.3.12 GENCOST

This subroutine calculates the present value of direct and indirect costs
attributable to the genetic effects allocated in GENDIST. Inputs to the sub-
routine include incidence of major genetic effects, median income, the cost of
treating genetic¢ effects, labor force participation rates and survival prob-

abilities. Direct and indirect costs are calculated according to the following
equatians:

Direct
max y+a-1
06 _ ygars IC, - Pla)g « GE, ¢+ (1 +7/100)
Yasst o yiae] (1 + R/100)Y™2~1
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Indirect

max

: . . . y+a-1
. _vers LU, 0 PRy g v Pla) - GE e (15 W00
V25t yeasl (1 + R/100)Y 21

where

DGy,s,t = present value of direct costs of genetic effect type t, for
a person born in year y, of sex s

y = year of birth after year of population exposure

ICa = cost of institutionalizing and treating genetic effects of
an individual in age cateqory a

P(a)s = probability that an individual of sex s will live to age a
GEy,s,t = genetic effects of type t, occurring in year y to sex s
T = rate of treatment cost growth
R = real discount rate
y+a = years after birth in year y

IGy s t = present value of indirect costs of genetic effect type t,
T in a person born in year y, of sex s

L(l)a,s = median eérnings in the base year for age category a and
sex s

pRa,s = labor force participation rate for age category 2 and sex s
W = rate of real earnings growth

The subroutine processes nested loops for sex, genetic effect type and number
of years in which effects occur., Within the innermost loop another loop accum-
ulates the 1ifetime direct and indirect costs occurring to an individual born
in each year. The subroutine assigns income and labor force participation
rates in two ways, depending on the number of income categories being used.

A,3.13 SUMUP

This subroutine calculates total income loss and summarizes direct and
indirect cost data for reporting purposes. Income loss due to fatalities is
determined for all causes of death except thyroid cancer. The equation used to
calculate income loss due to fatalities is
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whera

FC(n)a s d = lifetime, discounted real income loss in year n due to
7 fatalities of type d, for age category a, and sex s

F{n)a,s,q = fatalities occurring in year n for age category a and
sex s due to cause of death d

LD{n)a’S discounted lifetime labor value loss of an individual in

age category a and sex s dying n years after axposure,

U

Summary information is calculated by sex, age category, and health effects
type, for direct and indirect costs.

A.3.14 WRITER

This subroutine prints out results. The following summary tables are
printed with subtotals for each sex.

® indirect cost due to fatalities by age cohort
& indirect cost due to fatalities by cause of death
e indirect cost due to illness by age cohort
@ indirect cost due to illness by cause of death
® indirect cost summary
¢ direct cost of radiation injuries by injury type
® direct cost of cancer by cancer type
¢ direct cost summary
® total cost summary.
A.3.15 PV

This function determines the present value of a number based on the dis-
count rate and number of years to be included. The following equation is used:

Py = V{n)
(1 + r/100)""!
where
PV = present value of number
V(n) = value of number in year n
R = real discount rate
n = years to be discounted back to the year of exposure.
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A.3.16 FV

This function calculates the future value of a number given the initial
value, rate of growth and number of years in the future. The value is calcu-
lated using the following equation:

FV = V(b) « (1 + G/100)""!

where N
FV = future value of a number
V{b} = base Tevel value of a number
G = real rate of growth

=3
H

year of future value determination after the year of exposure.

A.3.17 INCCAT

This function determines the income category of each age cohort. The
function checks first to see if the median data case is running. If it is, it
returns an income category of one (1) since this case has only one income cate-
gory. Otherwise, it checks to see if the current age of the cohort is zero (in
utero). If it is, it also returns an income category of one (1) since in utero
is the first income category. If the age is not zero the income category is
determined by comparing the age to the upper age boundary of each fncome cate-
gory. When the age is determined to be greater than the upper age boundary of
an income category, the function returns the number of that income category. A
separate comparison is made for the in-utero income category because, unlike
the other age categories, all its members are of the same age and do not change
income categories in the same years as the other age categories.

A.4  QUTPUT

Tables A.15 through A.24 provide samples of HECOM output for one case of
each type of health effect. The heaith effects costs shown are those
associated with the national data samples described in Section A.2. Al1l costs
are in 1981 dollars. The number of age categories; incidence of fatalities,
radiation injuries, and cancers; rates of real income and health cost growth
and discount rate are displayed, where appropriate, in the header above each
table. Results are printed for each sex and for the entire exposed
population. Indirect cost estimates are disaggregated by causes of death and
age category. Direct costs are disaggregated by type of illness only.
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TABLE A,15.

HECOM Output:

HEALTH EFFECTS CUST “JILEL

NUMBER QF aGE CATEGNRIES=18,0
RATE OJF IMCOME GROWNTH=1.0
DISCOONT RATE=S10,0

PATALITIESS
LEUKEMIA
LLUNG
GI TRACT
BREAST
BUCE

ALl CTHERS

THYRQID
ACUTE
PREMNATAL

DEATH CAUSE
LEUKE™MTA
LUNG

GI TRACT
3REAST

A0NE

ALL DTHESS
THYROID
ACUTE

TCTAL LOSS

o Ll T M a ik e b e
4 % & & u B W *
Lo T oo B i ot VS Y B e S e |

Indirect Costs Due to Fatalities

INGCIRECT CUSTS DUE T FATALITIES

MYLE
21597,
2123,
1799,
0-
12882,
1777.
N,
192163,

232312,

R.25

FEMALE
B227.
1890,
tleo,
2asl,
471¢,
1234,

0.

11100“‘.

13u549,

TOTAL
29d24,
3R13,
3155.
2651,
17577,
3013,
0.
303227,

Inigsl,



TABLE A,16. HECOM Output: Indirect Costs Due to
Fatalities by Age Category

HEALTH EFFECTS COST MOLEL

NUMBER OF AGE CATEGORIES=13,0
RATE OF INCOME GROwTH=i,N
DISCOUNT RATE=Z10,0

YWATALITIES!
LEUKEMEA 1.0
LN, 1.0
GI TRACT 1.0
SREAST 1.0
BONE 1,73
ALL OTHERS 1,0
THYROID 0,0
ACUTE 3.0
PRENATAL 1.9
INDIRECT COSTS DOUE TO FATALITIES

AGE CATEGORY MALE FEMaLE TOTAL

1 16295, 9das, 25765,

2 7437, 3226, 105563,

3 13721, n32i, 20042,

4 15400, B854, 24054,

S 23732, 1tarn, 32141,

] 24324, 14043, 3a3s7.

7 2un7s, 12853, Is928,

a 22450, 11855, 13245,

9 cl078, 10114, 31192,

iV 20693, 10205, 3958,

11 13098, 3773, 27871,

12 13464, 8523, 22337,

13 B794, nr&hl, 15455,

14 unsg ., 4477, £999,

15 sz, 2267, T249,

145 3u9, 1237, 1540,

17 H3, S59e, 679,

123 15, 234, 219,

TOTAL LIJSS 232112, 130949, Inidel,
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TABLE A.17.

HECOM Qutput:

MEALTH EFFECTS CO3T “ODEL

LA R B B R B L L B B L L L X R §F |

NUMEER OF AGE CATEGURIES=!8,0
RATE COF INCOME GRUOwWTH=1,0
DISCUUNT RATE={0,0

ILLNESS AMD INJURY INCIDENCE

b

CANCERS!
LEUKEMTIA
LUNG
GI TRACT
BREAST
BONE
ALL OTHERS

THYROIC=BENIGH

THYRCIDeAALIGNANT

RADIATION IMJURIESS

FRODROMAL
2ONE
LU~
GI T=ACT
PRENATAL

HEALTH EFFECT
CANCEPS:
LEUKE™TA
LUNG
Bl TRaACT
BREAST
HONE
ALL OTHERS
THYROID
RADIATIOMS
PRODROMAL
EONE
LUNG
GI TPACT
PREMATAL

TATAL LOSS

"MALE

a3%l.
115,
197,
UI
524,
165,
15,

a7.
2264,
2ebs,
2266,
O,

4606,

A.27

A & 8 * W s = =
EO O NN OO

- s . .
- & = e =
OO O D

FEMalLE

ese,
110,
1hT7.
156-
c3d,
119,

22,

5t,
13le,
l3le,
131le,
O

5080,

Indirect Costs Due to I1lness

INDIRECT CUSTS DWE TO ILLWESS

TOTAL

BA3,
235,
364,
156,
632,
2K,

36.

138,
3543,
3543,
3543,

0,

13747,



TABLE A.18.

b

CANCERS

LEJKEM] 4
LUNG

GI TRACT
BREAST
SONE

ALL OTHERS
THYRJIO=BENIGHN

HECOM Output:
[Tiness by Age Category

HEALTH EFFECTS COST MODEL

NUMBER QF AGE CATEGORIES=18,0
RATE OF INCOME GRUOwTH=t .0
DISCOUNT RATE=10.90

[LLNESS AMD INJURY INCIDENCE

THYRINICamALIGNANT

RADIATINN INJURIES:
PRUDRNDMAL

BONE
LUNG
GI TRaCT
PREMATAL

AGE CATEGORY

D E N WU E WY~

10
11
i e
13
14
15
ls
\7

14

TOTAL LOSS

I4DIRECT CAST

MALE
7.
47,
123,
ill,
259,
691,
835,
372,
1039,
112¢,
1997,
995,
T1s,
4ea,
99,
55,
10,
A

Hnub,
A.28

D O e e
] - a - - [ ] L] -
E OO oD

(N wa o = s 3
. 8 & = &
L o s e I o I

Indirect Costs Due to

JE TO ILLMNESS

FEMALE

4,
22,
53,
70,
173,
ur7.,
352,
480,
439,
518,
518,
506,
449,
3a8,
143,
104,
al,
56.

50480,

TOTAL
11,
b9,

i7a,
151,
4ay,
1167,
1447,
1uel3,
1539,
1635,
1e15,
1dm0,
1134,
7450
2aa,
135,
71,
br).

13747,
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TABLE A.19.

HECOM Qutput:

REALTH EFFECTS CUST mMOUOEL

LE L B B L B B B B L3 B 3 3 B E L B ¥ B B R N |

NUM3ER OF AGE CaTEGORIES=1Q,
NUMRBER® (F DEATH CATEGURIfS=

RATE OF IMCOKE GROWT==1,9
ODISCCUNT RATE=10,0

HEALTH EFFECT

CANCERS
RAD InmJeFATAL
GENETIC

TOTalL LOSS

HALE
41923,
199450,
596,

241574,

A.2S

0
2,0

INDIRECT COST SUMMaRY

FE~ALE
2l9%aé6,
115963,
351,

132350,

Indirect Cost Summary

TOTAL
02395,
314113,
947,

377954,



TABLE A,20. HECOM Output: Indirect Cost Summary by Age Category

HEALTH EFFECTS CUST MUDEL

NUMEER OF AGE CATEGARIES=18,0
NUMSE~ QF DEATH CATEGURIES= &8,0
FATE OF INCOME GPIyTH=1,0
DISCOUNT RATE=10,9

5
INGIRECT CUST SUMMARY

AGE CATESNRY MALE FEMALE TOTAL
| 16303, 473, 257785,
e 7384, 248, 13832,
3 13344, 6375, 20219,
4 13311, 8724, 23235,
3 219461, 11585, 32536,
& es5¢1s, 14520, 39535,
7 21270, 13405, 38175,
3 aidoa, 11345, 47a7,
9 22157, 10595, 127341,
10 2181z, 107290, 32593,
11 19195, 19290, 29U84h,
12 14319, 9028, 23947,
13 9540, 7109, 18649,
14 4510, 4R4S, 355,
15 1081, 2454, 3832,
16 343, 1341, labd,
17 93, 650, 749,
14 2o, 250, 279.
TuTaL LOSS 240978, 130029, 377007,

A.30



TABLE A,21. HECOM QOutput: Direct Costs of Radiation Injuries

HEALTH EFFECTS COST MOLEL

NUMPER OF AGFE CATEGRRIES=1R,0
RATE OF =EALTH CC3T GROWTH=1,0
QISCOUMT RATE=10,0

RADIATION INJURY IHCIDENCE:S

PRQOIQMAL i,0

% BONE 2.0

Llnn 2,0

GI TRaCT 2,0

PREMATAL .0
UIRKECT COSTS OF RAaUTATION INJURIES
INJUFY TYPE MALE FF=alE TOTAL
PROCROMAL dAa, S14, 1000,
BONE S4uig, 57568, 112090,
LUNG 3490, 3701, 7200,
GI TRACT 27¢16. 25784, 5&000,
PRHENATAL 50Q01., 5Q001, 100002,
ToTal LOSS 135634, Ludygsss, e7e2le,

A3l



TABLE A.22. HECOM Output:

HEALTH EFFECTS CQST MOCEL

NUMBEP 0OF AGE CATEGORIES=18,0
RATE 0OF HEALTH COST GRUWTH=1,0
DISCOUNT PaTEZ10,.0

CANCER IMCIDENCE:
LEUKEATLA
LUNG
GI TRaCT
oREAST
3OME
ALL OTHERS
THYIQID=RENIGH
TRYSOQID=aMALIGNANT

SO M e e Y s e
EONNWbWLO OD

CIRECT COST UF CanCERS

CANCER TYPE halLE
LEJREMTA 3755,
LUNG 1147,
531 TRaCT 1701,
RREAST ",
BONE 5915,
ALL OTHERS 1025,
THYRDQID=HENIGN 63,
THY«QINadAL IGNANT 4o,
TOTalL LOSS 13672,

A.32

FE“ALE
2529,
1213,
1324,

B,
1997,
1057,

{he.

114,

11763,

Direct Costs of Cancers

TOTaL
adld,
23el,
3528,

&m0,
9332,
cose,

225,

164,

£5435,



TABLE A.23. HECOM Output: Direct Cost Summary

MEALTH EFFECTS COST mBDLEL

NUMpER OF AGE CATEGOR1ES=18.0
NUMELES OF CANCER TYPES= 4,0
NUMBEH® NF RADIATION INJURIES= 5,0
RATE OF REALTH COST GRUATH=1,0
DISCAUNMT RATE=10,0

Y

DIRECT COST SUMMARY

HEALTH EFFECT MALE FEMalLE TOTaL
CANCEPRS {3272, 11753, 29435,
RaAD I~JURIES 153634, 140508, 27&202,
GENETIC 2739, 27381, 5541,

TUTAL LOSS 152066, 1551153, Jev178,

A.33



TABLE A.Z24. HECOM Qutput: Total Cost Summary

HEALT# EFFECTS CUST mMODEL

NUMLLER OF AGE CATEGNRIES=LH,D

NUMBRER OF CANCER TYPES= A,0

NUMRER OF RADIATIUN IHJURY TYPES= 5,0
RATE OF INCOME GRuUATH=1,0

RATE UF HEALTH €CO3T GROATH=1,0
$PISCOUMT RATE=19,0

TOTAL COST SUMMARY

TOTAL

Bf330,

591315,

b4R8,

HEALTH EFFECT MALE FEMALE
CANCEFS 55601, 312729,
RAD I~JURIES 3345430, 255n3¢,
BENETIC 31355, 3t3e,

TOTAL LOSS 393040, 291493,

A.34

€35132,
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APPENDIX B

PRELIMINARY HECOM COMPUTER CODE
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cc

cC MAIN PRUOGRAM CUNTAIHIMG SUBROUTINE CALLL STATEMENTS

cC
CCccCccrcccoecerccececoecccuccoercceccecececcecocceccLececcecccececceccccecctleececocecceccec

c Vg

C---------.------hﬁ----------------u-----------—------.-----------u---buu----

€ INSERT COHMON BLOCK AND PAMAMETER [NFUORMATION FROM FILE 'CONTROL,FOR!
C------------ﬂ-n------.---Dﬁ--.--.---------------.--'-------.---.-“-ﬂ-------

INCLUDE 'CORTHUL ,FUR!

c‘.--‘-------------..---.----‘-------‘--------

C CALL SUBRUUTINE RealDEwx TO READ IN DATA

C‘------------------‘-‘-------‘------‘----.--.

CALL REAQDEN

C------ﬂ-----.-.-----‘-----'---‘------.-'..--------------.

c CaLCULATE LIFE PRuBadILITIES FOR EACH AGE CATEGORY

C-----‘-~--.-------.-ﬂ--------'--------.---------------'---

CALL SPROG

C----—---‘--ﬂ'-----------.-.--—‘-

C CalLCULATE LaTEWCY PERIOUS

C-.--ﬁ‘----ﬂ----ﬂ----’-----ﬂ-ﬂ..-

CalLl LATENCY

C0-.*-----lln-u-----------hﬁ—u-u---u-----w-u--—---w'---

C CALCULATE COST ()F TREATING RADIATION INJURIES

C-.------.--*----"-.-----------------------.--‘----.

CALL RADCOUST

c--------------.-----'-'ﬂ---------------------------.--“---

c CALCUALTE FATALITIES uY AGE CATEGORY anD DEATH TYPE

C------------------.---Q------------I---t------------------n

Call FATAL

C-tl-------u----—---l--------—-;—--—-----n--ﬂ-u---uQH---.-m--.-----.

C CALCULATE FATALITIES 1IN EACH YEAR USTNG SUBRUUTINE OEATH.

C---.------------------------‘-'-‘-------U--‘--------------------

CALL DEATH(1)

C-n---------------.-Il--------u--n---n-----------wﬂ

C CALCULATE CUST 0OF TREATING AEALTH EFFECTS

C--ﬁ------ﬂ---‘ﬂ--------'--------“---‘---‘-'-'---

CALL CanCNST

C---------Il.n-—-------'O------------.---U‘--------—---ﬁ-----ﬂ---

C CALCULATE LABUR VALUE FJR EACH AGE CATAGNORY IHN EACH YEAH

c--------.------‘-----------'l‘--------------.-.-------‘---------

{00 CALL L.V3LUE
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c---------------.-----'---------ﬂ.---------—----.‘----------------------.

C CALCULATE LABUR VALUE LUSS PER PERSON IbN EACH YEAR & DEATH OCCUXS

C--“--------------------‘--.-'----‘-..------------.---.--'------.--------

CALL LOSTLYV

C--'-ﬂ--I--------u------.---—wq--------------'---------ﬂ-----

C CALCULATE COST DUE TO wWuRe LUSS IM YEAR BEFOKE DEAIH,(

c-.‘---‘-.---‘----------------------------‘--ﬁ--.-'----------
CALL WORK

C---.‘-----*-----‘----------.-------------

C CALCULATE GENETIC EFFECTS PER YEAR

c--—--u.---¢---'---ﬂﬂ--ﬂ--u----ﬁ----------

CaLL GEHDLST

c-- L E YT R N R 2 NN E N B 4 F L 8 L N B N ¥ K N R N B K X B N N L L B E N R K B R _J R L_J }

C CALCULATE DIRECT aAwWD [NGIRECT GENETIC CONSTS

C---.-----------------.-----‘--------.-------------.

CALL GENCOST

C-.------.--------‘-----“

c - SUMMARTZE RESULTS
C-----------------.------
CALL SuUMUP

C-'---“-.---.-----------'
C PRIMT OUT RESULTS
C.-------.------.-----.--
CALL wRITER
200 STOP
END
[0 of ol o off of of o o off o of of o of ol o o of of o 4 55 0 o 0 o8 o8 o o ol 01 off off o of o ol o o o S o of o o o o of of S A Y o o1 of of of S o} Y ol A o Y o ol A A o W o o o
cc
SUBROUTTNE GENDIST
cc
(o8 o0 o o o o o 4 of ol of of oy o v o 3 0% o 0 0 05 4 ) O i o o o o A o o o o o 8 of 2 o o of o of i o of o o o % o Off o of o off o o o o ol O o o o o o oF oY o Y

THIS SUBRUUTINE DISTRIBUTES GENETIC EFFECTS TO EACH YEAR AFTER
EXPUSURE

OO0

INCLUDE 'CONTROL,FOR!
INTEGEK YPG
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c----------------------ﬂ---H—---'—---ﬁ---ﬁ--ﬂ--.----
c CALCULATE THE NUMHER OF YEAKS FEK GEMERATION
c---.--------.--------------HU------------‘--------—

YPG=GYEARS/HGEN

c------------ﬂﬁ----..--------'----ﬁ-----.-

C CALCULATE FIKST GENERATIOHN EFFECTS
c.----ﬂ‘-'-..-----------.-----ﬂ-‘ﬂ-.ﬁ-----
hn 2000 I=1,SEX
U0 2000 J=1,GTYPES
DO 1000 k=1,MGEN
c.-----------------------'-'
c SUM UP NECAY DIVISOR
c-.------------------------.
SUM=SUM+ (1 =DRATE(J)} )Y ka(Ke1)
1000 CONTINUE

C---.‘-'------------------------------------.

C USE SUM TO CUMPUTE FI%ST YEAR EFFECTS
c-----‘-------------nn--—----------------h----
GEPG(J:1:1]:[GI(thGSHATE(IJiINHlTEfJ)]/SUH
c------------h------
c ZERD DUT HUHA
c------------.-w-wﬂ-
SUh=Q
2000 CONTIMNUE

c---------------.--..'-------H----.----ﬂ-----------
c CALCULATE EFFECTS IN REMAINING GENERATIONS
C‘------ﬂﬂ..--'h---.----.---------------.------ﬂ--

VU 3000 I=1,5EX

o 3u00 J=1,G6GTYPES

DO 3000 K=2,HGEN

GEPG(J, K I)=GEPG(J, k=1, 1) n(1=DRATE(J))
10no CONTINUE

C-----n---------------l--------u---n---u--------q--u---w.-------------—----t—
C ALLOCATE GEMERATIONAL EFFECTS EaUALLY Tu EACh YEAR WHITHIN GENERATIOW
cﬂ---ih----U—-------------------------------duh-------.'--------'“-----U-—--

DG 4000 I=1,SEX

po 400¢ J=1,GTYPES

DO 4000 K=1,NGEN

0N 4000 L=1,YFG

GEPY(J,y {(K=1)aYPG)+L,1)ZGEPC(JIsKyIY/YPG
4000 COUNTINUE

RE TIIHN

END

a
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CCCCcccccccccccooceocccococccoocececcceorncoeccecccccececeeccecccccecccoccoeeccceccteccteecccece
cc

SUBRDUTINE GENCUST v

cc
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c
THIS SUBROUTINE CALCULATES THE DIRECT AHD IHDPIRECY COQOST UF

c
c GENETIC EFFECTS
C

INCLUDE 'COMNTRUL ,FUR!

NEAL LABOR
c

DO 2000 I=1,5Ex

HO 2000 J=1,GTYPES

0N 2000 K=l ,GYEARS

DO 2000 Lel,YLARS
c—--Q------------------------------‘---‘------
C DETERMINE AGE CATEGORY BEING PROCESSED
CH---------------ﬂ------'----'----------------

AGESFLOAT(L=})

KraGINC

KAT=INCCAT(AGE, | ,KK)
C-d-ﬂ------—U'-------'-----—---ﬁ----------—----------‘ﬂ----
c SuM UP LTIFETIME OIRECT COST OF INSTITUTIOWALYZATION
C--—---------U-------------u-ﬂ--.-------ﬂ-------------.-.--

DGCUSTCJI, Ky 1)YEOGCOSTEI, K, TI+PV(FYUINCOST(KAT) ,RHG, K¢L=1)

& *kGLPROBCL,I)*GEPY (), K, 1) KyKtl=1)

c-----I-----D&---ﬂ----—--t------u-—-----u--------.-----O-ﬁ.--nﬂ------
c GFT ST UP TN CALCULAT IWDIRECT COSTS, IF GAL A~ND AC ARE
c EWUAL DETERMINE EARNINGS (EAKRN) AND LABOR FOMCE PARTICIPATINN
c (LABOR) BASED (4 GENETIC CATEGORIES,

c--------.-------DI------—---.----r---'-------.-----------ﬂ—-.-----.-
IF (AC NE,GAC) LOTO 1000
AGESFLOAT(L)
KAT=INCCAT(AGE¢1,KK}
EARNSM] (KAT,])
. ABURSLFPR(KAT,1)
GOUTD 1800
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C-----------.-.—---“--------“--_------‘--ﬂﬁ------*‘----.-----‘--.-----

C IF GAC AND AC ARE NUT EwUaL ODETERMINE EAHNINGS AND LAHOR FURCE

C FARTICIPATION RATES BASED Qid INCOME CATEGORIES,
c--.-------n-------uv--—---------.----—----w-------uﬂdﬂnnn------—--n-.
1000 CUNTINUE

KK=]InC s

AGESFLOATIL)

LL3TNCCATULAGE , 1, KK)

EARNsMI(LL, I)

LAXURSLFPR{LL,I)
1800 CONTINUE

c----------‘--'------'---.---------------------------------*------
C SUM UP LIFETIME IGDIRECT COST OF EXPECTED LABUR VALUE L0OS3
c----.---'----------------------.---------------------------------

INGCUST(J, Rk, I)SIDGCYST{I ;R I)+PV(FV(EARN,RIGsK+L=1)

14 A ARORXGILLPROB(L, IJAGEPY{(J,; K, 1) R, K+L=])

EARNZO

LAAOK=0
2000 COMTIHUE

RETURN

Eni
CCCCCCCCCCCCLCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCKCCCCCCCCCCCCCCCCCCCCCECCCCC
cC

SUBKDUTINE RADCOST

cc
cceeccccecrceceececceocernceececoececcccceoeccececenccececcececccceccerceccecccecececceccec

C
C THIS SUBROUTINE CALCULATES THE COST GF TREATING RADIATION INJURIES
o

THCLUDE 'YCONTROL ,FOk!
C-------ﬂ---------ﬂﬂﬂ.--.C------------------ ------‘---------------------ﬂ
o THE PHENATAL RADIATIUM INCIDEMCE VALUF REPRESENTS THE NUMBER NF
c PEOPILE EXPNSED TN OVER 20 REMS, THIS NUMBER MUST BE ADJUSTED TOD
C REPRESENT ONLY PHRENATEL ItJURIES,

C.--w----.-----ﬁ------U-------.---..---u--------------m--u---&---‘--------
IF (PRENAT NE,U) RADILFIPRENAT)ZRADINF (PRENAT ) ®
.4 ;PUPFf1;1)+PUPF(1J2)]*ﬂ.5
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c----“-------.-----------‘----.--“-‘.--.-----.----'------------.-----------

C COST I8 CALCULATED &Y MULTIPLYING CNST PER CASE BY THE NUMBER

C NF CASES AND DISTRIWUTING THESE CNSTS TN AGE CATEGORIES BASED

c (N PGPULATION FRACTIONS. IF THE RADIATION INJURY IS PRENATAL THENM

C ALL INJURIES ARE ASSunkl TO wE IN UTERC,

C--------------------‘-----H----tl-----------------------------.-.ﬂ--.-....
0N 100 I31,RTYPES s

On 100 Jsl,AC
D0 100 K=],8EX%
IF (I.NE.FPRENAT) RCOST(J,I,K)S(RADINF(II+RADIF(I))

& xCPRAD(IDAPOPF (J,R)
IF (T.EQ,PRENAT AN ,JL,Ed.1) RCOST(J,I,K)=(RADIF (1)
& +RADINF (I))I*CPRAD(II®POPF(1,K)/(POPF{1,1)¢+POPF(1,2))
100 CONTINUE
RE TURN
EnD)

(o of of o of of of of of of off of 4 off of o of of off of o o of o of o of o o of of o o o off o o o o o of o o of o o o s o 5 OF G o o o o o o o o i o 1 o o o o of o of o4 W

cc
SUBROUTINE CANCOST

cc
(of of of o of of o8/ of of of off o of o of o o o o4 o o o o o o o of o o of o o of o off of o] o v o o o o o o o o o o oY o o o o oY o o il o ] o o o Y o o o o I A o o o

c

C THIS SUBROUTINE CALCULATES THE PRESENT VALUE COST OF TREATING
C CAMCERS RESULTIMG FRO+ RADJATION EXPOSURE,
c

ThCLUNRE YCOHTRUL.FOR!
L L L L Ll Y L N L L e T P T Y PR R Y F L LT R R TR RN Y Py X
c TREATMENT COST TN A YEAR IS CALCULATED fAY MULTIPLYING THE FATALITIES
C IN THE NEXT YEAR BY THE 1WCIDENCE PER FATALITY AND THE REAL COST PER
C InCIGENCE, TrlS COST I5 THeEn DISCOUNTED TO THE YEAR QF EXPOSURE,

C------------------"---------Q..-----------'--“-----------------.-.-----h-‘-

WO 1000 I=1,8EX

o0 1000 J=i,AC

DO 1000 K=1,CTYPES

PO 1000 L=1,YFAaRS=]
L=EV(CPI(K) ,RNG, L) 2 IPF(KIXFPY({CFCONVIK) ,J,L+1,1)
CCOST(JI keI )SCCOST(I, K IY+PY(Z,R,L)
2z0

1000 CONTINUE
RETURN
ERD
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ceccceccecececceccrcceccocceeccocceceaeeccrcececcceccecccteccecccceccectecceeccccce

cC
SUNRUUTIMNE SUMUP

cc

ccccceccececccceecceccecceeceeccocaccececcecceccacccencccccccecccgeccecccecccece
C

C Tril S SUBROUTINE SUMMARIZES FATALITY AND AORK LOSS DATA

C

InCLUDE 'CORTROL JFQR?

C—--ﬂ—------------------------ﬁﬂ--l------.-------.-----'--------- LA T R LY TR RN LR

c CALCULATE TOYAL LABOR VALIIE LDSSES AND SUMMARIZE LOSSES BY DEATH TYPE,
C AGE CATEGORY AND YEAR,
c-----.--------------------“-.---'--------.-.------'----.-----‘.--.‘----------

LU 2000 Ls1,SEX

O 2000 Js1,AC

DU 1000 I=z1,YEARS

00 1000 K=1,NDTYPES

C---------------------H-.-----0------m-..-------------------.---------------.
C CALCULATE TDTAL LABOR VALUE LOSS ODUE TO FATALITIES, IF DE4TH
c TYPE IS THYROIO THEN DO NOI PEHFORM COMPUTATION,
c--------q-.w--------ll-n-.---------------------------n-.----------U----------
IF (K NELTHYROID) TLVLOSS(J,I,h,L)SLYLOSSCI,I,L)*FPY{K,J,1,L}
C-.-------------U.------'----------ﬂ-----n--u-h----n--ﬂ-
C SUMMARIZE LARNKR YALUE LOSS Ry DEATH TYPE
c-l--ﬁ-----w-ﬂ-----q--------------.------n-.--n--.-l---u-‘

SOTLOSS (K, L)=3DTLOSS(K, L)+ TLYLOSS(J,I,K,L)

C-------------------.--'---'-n-------n---q---------ﬂ------

c SUMMARIZE LAbOR VALUE LOSS BY AGE CATEGORY

C---------.--------“------‘.--ﬂ----------------'---.----'ﬂ

SACLUSS(JpL)=3ACLOSS(Jp L)+ TLYLUSS(J,1,K,L)

C----ﬂ-‘.--------------.------.----—----‘--------—--------

C

C CALCULLATE SUMHARY STATISTICS FOR LOST WORK
C

C JIMMARTIZE LOSS oY DEATH TYPE

c-----“--."‘-----------'---------ﬂ----------------------‘

SOTLW(K,L)=SDTLN(R,L)+LNCCUST(J, 1, K,L)
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c--------------------n-.--—------w-u-----—--u-

c SUMMARIZE LOS5 bY 4Gt CATEGORY

c---u-------.--n----ﬂ.'.--Qn--u---—------u-u--
SACCLW(J,L)=SACCLW(J,L)+LWCCOST(J,I,K,L)

{000 CONTINUE

C-‘------ﬂ-------.----‘--------------ﬂ----‘ﬂ--.---.---------
o CALCULATE SHMMaRY STATISTICS FUR RADIATION TREATMENT
c AMD TLLNESS W
C----u----------.----ﬂ-I----------------------.-----ﬂﬁ------

LO 1400 K=l ,RTYMES

c-d-----------Gﬂ--w-------------u--ﬂ----------

c SUMMARIZE COST dY AGE CATEGURY

C------.---------------u.-----.u--------------
SACRAD(J,LL)=SACHRAD(J,LI+RCUST(J,K,L)
SACRLA(Y,L)SSACHRLW(J, 1LY +LHRCUST(J,1,%,L)

c-----------u-—ln---------‘-h---.-u-.-------------.----ﬂ
c SUMMARIZE COST nY RADIATINN INJURY TYPE
c-.“---------..--------.-.------‘-----—---ﬂ------’------
SRTRAD(K,L)=ESRTRAD{R,LI+RCOST(J,K,L)
SRTLW(K,L)SSHTLYW (R, L)+LARCOST(J,1,K,L)
1400 CONTINUE

c-------.-----u----------------H----------------w----

C CALCULATE SiIMHMARY STATISTICS FUR CANCER CNSTS

c--------.---------1-'-.---m-u---.---ﬂ-.-------u-----
DIt 1500 K=1,CTYPES

c------.---------.------.--—----u.----'-“-----

C SUMHARIZE COST BY AGE CATELOURY

C----------------------------.-—--.“----------

c------------------w-ﬂ-----u--.---m-n-ﬂﬁu--‘-

c SUHMMARIZE CUST BY BEALTH TYPE

c-------'.-----------h-----------------—ﬁ----
SCTCAN(K,L)=SCTCAN(K,LI+CCNST(u,X, L)

1500 CONTINUE

20006 CONTINUE

C--.---.-.---.-------------‘----------------.--—--'-'.----..--.ﬂ---“-----
C CUNPUTE TOTALS FOK FRINT OUT FOUR AGE CATEGURAES AND TOTaLS BY SEX
c 840} FONR SEXEX COMAIWNE®

c..-”-----.----...--.--------.---------------.-.-“.---‘.----------ﬂ-.---
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DO 3000 I=1,AC

NG 3000 J=t,SEX
TACLGSS(I)STACLDSS(IY+SACLNSS(I,J)
TACCLALT)STACCLY(T)+5aCCLw(T,J)
TACKLW(IIRTACRLW(I)#SALRLH (T, J)
SACLW(I,J)=SARCLAH(I,J)+SACKLW(T,J)
SLWCOST(JISSLHCUST(JI#SACCLK (T, J)+SACRLW(I,J)
SCUST(JI=SCNST(J)+SACLOSS(I,))
TACLW{1)=TACLW(I)+SACLW(I,J)
TALRAO(I)STACKAD(CI)+SACRAD(L,J)
TACCAN(T)=TACCAN(I)+SACCANC]I,d)
SORAD(J)ISISORANCII+SALRADN(I,J)
SOCAN(J)eSDCANCJII+SACCAN(T,J)

3000 COMTINUE

c-----..-—-----—-.ﬂ---.---------~---------------.-----.-~-------.------

c CALCULATE TOTYAL LOSSES FOR FATALITIES anND ILLNESS BY DEAIH TYPE

C"‘-"-"'""“'"""'"""‘""‘""'""""""""""‘"‘"""“"""""""""""“""'"""“"""""."'""'-"'

pe 3500 J=1,SkEX
v 3600 Is1,DTYPES
TOTLOSS(II=TLTLOSS(I)+SDTLOSS(I,J)
INTLACTI)ZTOTLNCIY+SRTLACT )
3000 COMTINUE

c-‘-ﬂ---------------.----------------t-------d--------------ﬂ-‘------.ﬂlﬂ

c CALCULATE TOTAL LOUSSES FUR ILLWESS &ND RADIATIOWN JHJURY TREATHMENT

c-.---------“----..----------..-~-----------‘--.ﬂ--'----------‘--------.-

i 3700 J=1,RTYPeS
TRTRAD{I)ISTKRTHRAD(TI)I+SRTRAN(T,J)
TRTLA{I)=SFRTL®(L}+SRTLA(],J)

3700 CUNTINUE
c-‘-----‘---------‘-----------.------------------------------.‘-.--------

C CALCULATE TAOTAL LOSSES FOR ILLHESS AND RaADIATIUN INJURY TREATHENT

cﬂ-Hﬁ-------.---‘--ﬂ-------ﬂ--------'-------‘ﬂ--.-‘----‘--------.-------.

v 3600 I=1,CTYPES
TCTCANCI)=TCTCANCTI)+SCTCAN(I,J)

[T

3800 CONTINUE

1500 CONTINUE
c-------—-----------.'-l------u----wﬂﬂﬂ---n-lﬁ--
C CALCULATE TOUVAL CANCER TREATMENT CUSTS

DN 3800 T=1,5€EX
TCUST=ICOHST+SCNST ()
TLACUSTSTLWCOST+SLWCGST(I)
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TURAD=TDRAD+SDRAD(]I)
TOCANSTOCAN®SOCANCT)

1900 CONT IHUE

S e e I ITLIITIITITI L

c

C CoLCULATE GEMETEIC SUHHMARY

C A

MTETEEFNISTEREIIRSIER SRR R SR E S
ng 3950 1=1,8EX
DN 31940 J=1,GTYPES
NG 3930 K=1,LYEARS
SHGTGEN(JS,, [)=S06TGENC(I, T)+DGCOST(J, K, 1)
SIVGTGEMLI,, 1)SSIUGTGENCI, TY+IDGCOST(Jd, K, 1)
1930 CUNTINUE
SBUGENCI)ESDGEULTII+SNGTGEN(J,T)
SINDGENCI)SSIDGENCI)+SINGTYGEN(JS»])

1940 CONTINUE
TULENSTUGE 1+SDoEmM{T)
TIOGENSTIDGEN+SINGEN(T)

3950 CONTIHUE

ke ok kA e i o i o ko e ok e ol e ok e R

C

» COMPUTE INDIRECT COST SUMBARY

C

S EESESSNERETERESESED RS RN ENES R

C
c---‘--d-—----—-----.“--ﬁ--------d--------.----------.-------.-------.'ﬂ-ﬂ-
c CALCULATE INDIRECT CANCER LOSTS HY SEX AND TOTAL, ACUTE DEATHS ARE
C A0T O INCLUBED AS PART 0OF CANCER TOTAL,

[ e T T L T T L Y L L T L T T I T s
bu 4000 T=1,DTYPES
IF (I.,E4.ACUTE} GOTH 4000
TIOCANSTIUCANSTUTLW{II+TDTLOSE(])
Do do00 J=s1,SEx
SIDCANCI)=SIDCANCT)+SDTLA(1,J)+3NTLOSSE(Ir])

4000 CONYTHUE
c----------ﬁ--------..---.--.---.--ﬂ----.----.------.
C AUD TLLMESS COSTS TU INDIKECY RADIATION CUOSTS

c-----.'-.-----Qﬂﬂ--.‘.------------h---------ﬂ'-ﬂﬂ---



ti°g

DL 4nse I=1,RTYPES
TIDRADETTIORAD#THTLA(T)
DO 4050 Js1,8EX
SIDRALCJI=SIORAD(JII+SRTLAW(I,J)

4050 CONTINUE
c----ﬁ---.---‘---.---‘-.------------------ﬁ-----—-.-------ﬂ---
c ADD IN ACUTE FATALYTY CODSTS TN INDIRECT RADIATION COSTS

c---“-----'.---'------'--'--ﬁ--------.----.----------.--------'
TIDRADETILRAD+TDTLNSS (ACUTE)

R0 40680 I=1,5cX
SIDRAD(TI=STINRAD(TII+SDTLOSS(ACHUTE, 1)

40960 COMTINUE
c“--.I-'ﬂ'---------"----------‘--.--------‘-----".-----
" CALCHULATE TOTAL InNRIRECT CuSTS BY AGE CATEGORY

c----.---------------.-.----.‘-.---------‘---------ﬂ---
DD 43100 Isf,AC
TIDAC(L)=TACCLW(T}+TACRLW(I)+TaCLOSS(I)
DI 4100 J31,8EX
STOAC(I1,J)aSACCLAN(T,JY+SACRLW{T,J) +SACLOSS(I, )

410V COMTINUE
c---'--ﬂ."----------I-.'-----I'-----u'------------n----.
c CALCULATE TOTAL AND SEX SPECIFIC IWNDIRELT COSTS

C------------------------------u---v---------t-------nw

DU 4200 Isy,SEX
SACID(I)=STORAD(L)+SIDCAN{T)
STOCII3STORAD(I)+SIDCANCII+SINGENCI)
TACID=STACID+SACID(I)

TIN=TID+SINCT)

4200 COMTINUE
CohhdikahikhndNdhor kb ko dhd b o ek d ok i ok R Ak de kg e o o o o Koo ok
C

C COMPUTE DIRECT COST SUMMARY

C
Chkmhambksphamhdhdh kb kAR ek AR Nk kAN A RN AR Ak hh o Akkkh
C

c---w--------.-----'---Il-b---q---n.-ﬂ-’--u--—---.---—

C CALCULATE TOTAL AMD SEX SPECIFIC NIRECT COSTS

c----------.-.------...'---------------------------‘-

ui 5000 T=1,AC
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TOACCI)Y=TACCAH(L)Y¥*TACKRAD(T)

pn 5000 J=1,5EH
SOAC(I,J)ESACCANCT,JY¥SACRAN(]L,J)
SOCIYSZR(JI+SNACLTI,J)

5000 CONTINUE

po S4w0 I=1,S8EX
SC{I)=SSDCIY+8NGENC(T)
TO=TDL+SD(1)

s

5400 CONTINUE

(WSS NSEINISEENELSR SRR SRS NSRS RSt ELss s
C

C FInaLLY, CALCULATE TOTAL MEALTH EFFECT COSTS
C

Ctittiitit*t*ttittiintitit**i*ttt**tit*i*****ttiiii*
U %500 1=1,8EX
SCANCII=SIDCAN(CLIY#5DNCAN(T)
SKAN(I)=SIOKRAR(TY+SURADC(L)
SGEN(L)ISSIDGENCL) #SPGEN(])
STCIY=SDLI)+S10(])
TCANSTCAWESCAW(T)
TRAD=TRAD+SRAD(])
TGEHSTGEN®SGEM(T)
TT=11+8T(1)
5500 CONTINUE
ME TURMN
EnND
ccceccccecccercecececcccecccrcecrceceececccencececccecceccceccceccceenceceenccee
cC
SUYROUTINE WR]TER
cC
(o ol oF o o ol of 0% off o of oy off o o ol o o o o o o 4 ol o o o o o O o o o o4 o o i o o o o o o o o o o o o4 o o o o o o o o off off o o o o o o o WY

c

C SUARUUTINE TO WRITE (0T SHUMHARY DATA

E FIRST INCLUDE COMMQOM (LOCK AMND CONTHOL PARAMETERS
- INCLUDE 'CUNTROL FORY

E FHINT OUT HEADER

CCCCCCCCCCCCCCCCCCCCCCCCCKCCCCCCCCCCCCCCCCCCCECCCCCCCCCCCCCCCCCCFCCCCCCCE
ccccecceccocccoce TEST WHITE SECTION CcCccecccoococccccccccccececcecccecccccecceccec
cccccccececrececccccccccLccenecacrnoccececccocecocerncceccctcecececnceccceccecceceec
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11

b6

1T
100}

172
1002

773

7174

775
1003

TTb
4321

779

GIT0 1234

Ly &b I=1,S5EN

LN 666 JS)1,AC

WRITE (o, 1002) J, (PI(K,J,1),K=21,8)
CONTINIE

KRITE(S,1101) W
PO 66T I=1,5EX

) be&T J=1,A0

WRITE Ca,1002) Jp(FAT(K,J,1),K=1,8)
CONTINUE

GOTO 4321

WRITE(&,3101)

DD 771 lai,YEARS

WRITE(G,1001) 1 CtLVCJ,1s1),Jd51,9)
FORMAT(1X,12,9F10,0)

wRITE(6,3101)

Bo 772 I, YEARS

WRITE(B,1001) I, (LV{Jel,1),J=10,18)
FUHM“T(lX'IE;HFlU.b)

wRITE(6,1101)

nu 773 I=1,YEARS

HRITE (b, 1008) I, (LVLOSSCJ,I,1),d31,9)
WRITE(B,1101)

ulh 774 I=1,YEARS

VRITE(b,1003) I, (LVLOSS(Js1,1),J210,18)

20 775 T3l,YEAKS

WRITECO,1003) T,LIFEPCI,1),(LPROB(J,I,1),J=1:8)
FORMATC1X, T4,9F10,6)

po 776 I=t1,AC

nRITE(6,1101)

RO 776 J=1,YEAKRS

WRITE(S6,1004) 1,Jy CTLVLOUSS(L,JsKp1),K=1,8)
ARITE(BL,1101)

N0 779 I=1,AC

wRITE(B,1101)

DO 779 J=1,YEARS

HRITE (6, 1006) 1,J, (FPY(K,I,J,1),K=1,8)
GNTO 5556
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ANITE(0, 110})
DO TTT Js1,8EX
nn 777 I=1,4C

777 WRITE(6,1008) T,Jp (LWRCOST(I,1,K,;J),K=1,5)
witiTE(e,3101)
LOTO 5556
0o 778 131,4AC »
778 ARITE(6,1008) 1,(CCOSTCi,J,1),J21,CTYPES)
1009 FURMAT(1X,13,8F10,2}
1004 FORMAT(1X,2T4,8F10,2)
1005 FORMAT(31X,214,5F10,2)
1dve FORMATCIx,214,0F10,5)
1101l FURMAT(///1)
5556 CONTINUE
1234 WRITE(6,5) CASE
C*itttt***tttii*ittittiii*ttiti**itt*t**t*t*ii*ti*ii*it
o
c JKITE OUT FATALITY SUMMARY
C

C**tti**ttt*tii*ttiit*t*t*i*t*ttii****tﬁii***ittitit*i*
ARITE(L,10) AC,RIG.R
WRITE(SH,b610)
>4 1000 JI=s1,0TYPES
IF (JLEQ,THYRULD) WRITE(H,8911) DTMAMES(I),0,.0
IF (I ,NEL.THYRUIU) WRITE(CH,B11) uTNAMES(T),CFL]]

1000 CUNTIMUE
wRITE(b,811) RNAMES(PRENAT), (RADIWF (PRENAT)+RADIF (PRENATI)

wr]lTE(6,2%)

c.l--.-------------------.-n—-ﬂ.-----.------

C AaRITE QUT COSTS FOR EaCH DEATH TYPE

C----—-—.-------ﬂ--.—.ﬂ--vﬂnu-ﬂ-—ﬂ---ﬂ------

pa 1100 I=L,DTYPES
ARITEC6,30) UDTNAMESCI), (SUTLOSS{I,J),J=1,8EX), TOTLUSS(T)

1100 CONTIMNUE

L‘---.---'---------------

c wRITE QUT TOTALS

c-.ﬁ-‘ﬂ---.-------------

wRITE(6,40) SCOST(1),3C08T¢2),TrNST

c-'---n----ll----.---u--------------0--.----0------u-------

c MOW WRITE QUT COST WY AGE CATEGNRY = FINST HEADER

Cn--n---.-----------'---.ﬂ-v--t----—-ﬂ--ﬁ--lﬂ--------.-ﬂ-.
ARITE(b6,10) AC,RIG,R
wKITE(6,810)
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vd 1150 1=1,DTYPES
IF (I,tQ,THYROID) wRITE(6,811) DTNSHES(1},0,.0
IF (T,ME,THYRULD) wrRITE(o,ALL) LDINAMES(L),CHLL)

1150 CONTINUE

WRITE(L,811) HNQNthPRENAT),(HhﬁIHF(PHENAT)+HAOIF(PHEN&TJ)
(esuenmrwaro s ow s m ™ T 0w W
C ARITE QUT TABLE CARTION
C----ﬂ---n.-'-------‘--'--a---—

wWAITE(6,50)
(eosewnnnsvanasenscsuren
C wRITE OUT DATA
(wewnsrarnsmeneswvengnes

Do 1200 I=l,AC

wRITE(6,60) I,(SACLOSS(I,J),J=1,8E4),TACLNSS(])
1200 CONTIHNUE
c---.----n----------'.--
C wRITE OUT TOTALS
C----h-------.----.-----

#wRITE(H,70) SCOST(1),S5COU8T(2),TCOST
C****titi*****‘*ﬂiitit*titt*ik‘ltt*i*t****it*****
C
C WwEITE DUT RESULTS FOR HMISSED wWURK JuUitHaRY
C
c****ttt*****i**k*k****i**ii**i*i*iiik*ii******iﬁ

wHITE(b;lU) AClRIG'H

whiITE (6, 820)

wRITE(B,821)

o 1300 I1s1,CTYPES

WRITE(b,849) CNAUESCI)(CF(CFCONV(I))*IPF(1))
130u CONTINUE

wKITE (6, R25)

DG 1400 I=1,RTYPES

wRITE(6,811) RNAMES(I),RADINF(])
1400 LONTINLE
c-.‘-.----'-'-----.-------“---------------‘--.-.-'-----
C WRITE OUT TABLE CARTIUNS FOR DEATH TYPE SUMMARY

C--------ﬂ--------._------‘---."-‘---------‘----------

NRITt(b,lﬁﬂJ

c----ll‘l--ﬂ------------ﬂ--------ﬁ--------n--

C WRITE OUT COSTIS8 FUR EACH DEATH TYPE

C-ﬁ-------------------.---.--ﬂ----‘-ﬂ---“--

WR{TE(6,33) 'CANCERST !
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1 2000 131,uTYPES

IF (I.kd,ACUTE) GUTO 2000

ARITE(E,31) DINAMES(I), (SOTLW(I,J),J=1,SEX) s TDTLH(I)
2000 CUNTINUE

SRITE(6,33) "RADIATINNG!

(10 2100 I=1,RTYPES

WRITE(6,351) RNAMES(I), (SRTLW(1,J),J=1,8EX),TRIL(I)
2100 CONTIHUE
C------u--‘h----n-------
c ARITE DUT TOTALS
C------u-------------ﬂﬂ-

WRITE(6,40) SLWCOST(1),SLuCOST(2), TLWNCAST
c-------ﬂ—n‘----lﬂ----.------w---i----------u--------'l----
C HOW WRITE OUT CNST BY AGE CATEGURY = FIRST HEADER
c-l----u----n---—-d-.-------l-------------.-------u--------

WRITE(6,10) AC,RIG,R

#RITE(6,d82U)

WRITE(6,821)

PN 2150 Iz1,CTYPES

WRITE(6,84%) CTNAMES(1), (CF(CFCONV(I))I*IPF(I)])

2180 CONTIMUE

RRITE(6,829)

bu 2160 I=1,RTYPES

WRITE(b,B811) RWAMES(I),RAVINF(I)
2160 CUNTINLE
(mvesressrr s R G S D T n oW

c WRITE OUT TaBLE CapPT]OH

c-'----ﬂ-u----q---ﬂﬁw-.lﬂ-------

WRITEL6,150)

C-------.--'-----'---.

C WRITE OUT DATA

c----u---‘---—---—----

DU 2200 I=1,4AC

ARITE(b,00) [,C(SACLW(I,J);031,8EX),TACLA(])
2200 CONTINUE

c-.'-ﬂ-----.-.--.-'-----

c WRITE OUT TOTALS

C----ﬂu----n------------
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WRITE(H,70) SLACOST(1),5LwCo81(2), TLWCOST
ANk A kA kR kKR AR N R kKRR kR R ARk RN A AR

c
C ARITE OUT THDIRECT CUST SUNMHARY
c
Ctttll:iititttiti*titt*titi***iltt*i*ttti
WRITE(6,510) AC,LTYPES,RIR,R i~
c------u—---u------------------------.-------------q---
c WRITE OUT TABLE CAPTINMS FOR Si/mMARY ULEATH TYPE
c--n------.--------------H---------ﬂ.------------------
AHITE(G,S20)
c—l-u--u--.-h--------.----------------.-w---
c WRITE NUT CNSTS FUR EACH VEATH TYPE
C--.--'--------ﬂ---..---------.------.-ﬂ-..
WRITE(6,30) 'CANCERS Y, (STDCANCIY,d=1,5EX), TIDCAN
ARITE(6,34) 'RAD INJ+FATALY', (SIORAUL(J),J=1,3EX),TIORAD
“RITEf6,30) 'GENETIC 1, (SINGENCJ),Ja1,8EX), TINDGEN
c-.----------.-----.----
c wik]TE OUT TOTALS

c'------:;;;E;;:;;;-;IB(lJ.SIu(&).TIn
C T w WRITE DT CoST BY 207 CATEGRAY o FIKST MEROER
i TTE 5100 ATy BTYRERIRIR R Tormemmmemees
¢ T TTTTRITE Gut TARLE CapTinm
T e ey ey T
¢ TTTTTRINE ouT para
T e 3200 1e1,aC
WHITE(6,60) 1, (SIDACCI,J),d51,8EX), TIUAC(T)

3200 CONTINUE
c--.-----.----'.--‘-----
c 4RITE OUT TOYALS

c------...---.--‘-.---.-
nRITE(6,T70) SACID(1),5ACTIN(2), TACID
Chmbmhhhk kR kAR w ke kAKX AR KN R A AN KA A RN R AR R A A m A kAN kkkh kK k
c
c WRITE OOT RESULTS FOR RADIATION TREALTHEMT COSTS

C

ChmkrkAhkknhkkhhkd kA k kA hA b kbR AN AN kA RANK KRN Ak bk Ak Ak A KN
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WHRITE(6,11) AC,KHL,H

wiH]lTE(O,830)

Oy 3300 1331,RTYPES

MRITE(6,B11) RNAAES(I), (RADIF(I}+RADINF(T))
3160 CONTINUE

C-"--‘---.---‘-'---------'.-------'------.-----.-------‘---

C WKITE CUT TABRLE CAPTIUMS FNOR RADIATIOHN TYPE SUMMARY

c-----.-.----.---‘----.-—-------------‘-.ﬁ----ﬂ----------.-

WRTITE(6,320)

Cn.-------..------Dﬂ----'-—---------------m--

C WRITE OUT CNSTS FUOR EACH LEATH TYRE

C----------------ﬂ------.--------n---—-l-u--

no 400 [=1,KRTYPES
wRITE (6,30} RNAMES(LY, (SRTRAD(I,J),J=1,8EX),TRTRADC(I)
4000 CONTINUE

c—-------‘-----.--------

c WRITE OUT TOTALS

(esumersunswresevovenuann

nRITE(E,40) SORAD(1),SURAD(2), TORAD

c--------‘-.-qﬂ-.----‘--------------.---‘-----.----‘-----

C NOW wRITE OUT COST RY AGE CATEGORY « FIKST HEADER
C---------*---n--------—-----..-u&--ﬂ---------.--.--------
c WRITEC(6,11) AC,Rril,k

C wRITE(&E,B830)

C DO 4100 ISL1,RTYPES

C WRITE(6,811) RNAMES(I), (RAQINF(TY+RAIDIF(]I))

d10n CONTIMUE

C-------------‘-----------.ﬁ-ﬂ-

C WRITE OUT TAALE CAPTTON
c—ﬂ.--‘---ﬂ------.-'-‘---------

C “RITE (&, 350)

c---------qn----------

C WKRITE OQUT CATA

C------.---------‘ﬂﬁ'-

C PO 4200 1=1,aC

c ARITE(6,60) T, (SACRAD(I,J),J=1,8EX), TACKADC(T)
4290 CONTIHUE

C--------------‘--..----

c sk ITE CGUT TOGTALS

CU---H---.-----"--.----

c WRITE(L,TU) SDRAD(]),5DRAD(2),,TNRAD
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Codrmedoh dokoge dod ook ko e ol o e Jede de e ek el e vk o Ak i e ok e ok ok i o e e o

c
c RRITE OUT KRESULTS FUR CAMCER TREATHENT COSTS

C
Ctt*l**tt*k***tttk*lt*ttﬁt**t**tt*t*tt*tt*iti***i*it

WRITE (o, 12) AC,HHG,R

wRITE(6,EH41))

D0 4500 I=1,CTYPES

HRITE(6,845) CNamES(I), (CF(CFCONV(D))*IPF(I))
4500 CUNTIMUE

C----.----n----------~------.—--u----—*------uum.-------

c wRITE QUT TABLE CAPTINHS FNR CANCER COST SUMMARY

C-d'w-.-----n----..-'-l'-----H--------Q--------—-—-------

wHRITE(6,420)

c.--.-----------.‘----‘-b---------*----

c NRITE OUT CUsTS FOR EACH CAnNCENR

c--.-".--‘..—------'-.---------------‘-

¥ 5000 J=al,CTYPES

w

“HITE(b,450) CNAMES(I), (SCTCAN(I,J),Jel,SEX),TCTCANC(I)

5000 CONTINUE

c‘-.-----.-..-----------

o WRITE OUT TOTALS

c-‘-.“---‘---------‘..--

ARTITE (6,400 SDCANCIY, Y0CAtI{2) o TDCAH

c—--.------.---------n-------“---------------—*------‘---

c NOw WRITE OUT CUST BY AGE CATEGOURY = FIRST HEADER
C-—‘----------—--'-----------‘-----”--------------------.-
c WR1TE(6,12) ACsRHG,K

c WHITE (6,840)

C DO 5100 1x1,CTYPES

c WRITE(6,B45) CNAMES(I), (CF(CFCONY(I))*IFF (1))
5100 CONTINUE

c-'“.-.-.-.--'-------------'---’

¢ WRITE OUT TABLE CAPTION
c-------------“-----------‘---

c NRITE (b, 450)

[eewoansunnsrsnwenasuns

c wRITE OUT DATA
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c-‘-.-—--'---*-------‘

C G 5200 1=1,AC

o WRITE(6,b0) 1, (SRACCANTI,J),J=1,SEX), TACCAN(])
5200 CUNTINUE

C""""--"'""'"""""""""‘

c wRITE DLUT TOTALS

(awwsrneaneeusvseaasnwren

C AKRITE(G,T70) SCANC1),3CAN(2),TCAN Iy
Chmkk Ak XR kKA R R ARk A RERA R Kk k A kkk Nk Rk ke hk ik kh ok ok ok Xk &
C

c WRITE OUT OIRECT COST StUMHARY

C
c!ii**i’*l******i*iit***l*i’*i‘l’i“l‘*i*t*****i*i*ii**iit*ti***
C

(eoereersenarrwrreswemsn-

C WHTTE OUT HEAUER

c--------‘---..--.-“--‘-

WRITE(6,610) AC,CTYPES,RTYPES,RHG,R

c---.-.-.--------.'--------‘---

C wRITE QUT TagLE CaPTIowN

c-----,----“-“--------‘--Q-----

wRITE(6,650)

cﬂ-‘---‘.-------...---
€ AR1TE OUT DATA

c----‘---.------..---ﬂ

WRITE(6,30) YCAMNCEKS Y, (SUCANC(]),J=1,S5EX),TLOCAN
WRITE(b,30) 'YRAD INJURIES', (SDRAN(J),J=1,5EX),TORAD
wrhITECG,30) 'GENETIC 1, (SOGEH{JI),J=1,85EX)Y TDGEN

(—eeeeseressnrerar s ew

c wH]ITE QUT TOTALS

c&l----'-----------.-----

WRITE(G,40) SU(l},S5D(2),T0

c.-----..---ﬂ------‘“--.-------------

L ARITE OUT TOTAL CUST SUMHMARY

cl'l'--.---.--------.-----‘..---------"

AR]1TELR,TL0) AC,CTYPES,RTYPES,R1G,RHG, R

cI.--.--‘-----'-”‘..---.--“-----

C ARITE QUT TABLE CAPTINM

c-----.----------g.---un---.---
AWRITELE,750)

c----n---n-u---—------

C WRITE OUT DATA

c---ﬂ-.--‘--.----_--‘.
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*RITE(n,30) FCANCERS 'y (SCAN(J)Y,,J=1,8EXx), TCAN
WHITE(6,30) TRAU INJURIES!, (SR2D(J),J31,3EX), TRAD

r

WRITE(6,30) PGEMETIC b, (SGENCJ),J=1,SEX), TGEN"

C‘ﬂ.-----.---------.-----

c

WRITE DUT TOTALS

C--------------‘--------

ARITE(O,40) (ST(J),Js1+5EX),TT

€ v ke o o ek e ke ok ok Aok gk o ok R R ko A e ik kR

c

FORMAT STATEMENTS FOR REPNRTS

CrakahhkhkhkkARrhmhhRrdh hhkhhk kAR kR AR kR

5

10

1

1e

20

50
3
42
33
34
40

&0
50

70

.3

FORMATC'"1',45(7/) 1%, 40¥, "HEALTH £FFECTS COST MONELY,//,1K%,
15x, YHATTELLE PACIFIC WN/IIRTHWEST LAGNRATORIES ,// /71X, 35%,450)
FORMAT( 1Y,/ / 741X, VHEBLTH FFFECTS COST MOGEL Yy 741X ,25('at )}, /7,
1%, "NUMBER OF AGE CATEGURIES=1,Fd4,1,

/;1"”{#[& OF INCUME GR(‘HTH:',FS.‘;!;!‘;'DISCUUNT RATEa'yFUd,1)
FORMAT('LY, /771X, YHEALTH EFFECTS COST ~ODEL',/,1%,2501="),7/,
1%, "NUHBER OF AGE CATEGURIES®='Y,Fd.l,

/;l!,'RATE OF HEALTH COST GHONTH'-";F}oI;

Zoi X t1SCUUNT RATEGY ,FU, 1)

FURMAT(V 1Yy 77/ 1 X ¢ "HEALTH EFFECTS COST MUDEL',/41Xe2501'=")¢//4
1, "NUMBER (OF AGE CATEGRRIES=',F4,l,

Ze X, VRATE UF HEALTH CNST GROY¥THS®,F3,.1,

Zo X, "DISCOUNT RATE=RY,Fd,1)

FORMAT (1K, 777, 1%, 15X, VIWDIRECT COSTS NDUE TO FATALITIES?Y, 7/,
1X, "UEATH CAUSEY ,YX,'MALE" , 7X, '"FEMALE " (,7X, 'TUTAL"/

d X 1L =), 90,40 =), TX,6("="]),T74,5("'=1))
FORMAT(1X,812,2%,3F12,0)

FORMAT(1X,2%,812,3F12,0)

FURMAT(1Xy /)

FlprdaT(1Xx,410)

FURMAT(Ix 415,14, 3F12,0)
FUHHAT(II;17*;9("'];3!;9{"'];31;9("')3

Zptigt TOTAL LOSSY,2X,3F12.0,7/7)

FORMAT(1X,4x%,12,10%,3F12,0)

FORMATCYX, 77721 X,15%, ' 1DIPECT CNSTS PUE TO FATALITIES!,//,
11X, YAGE CATEGORYY, 10X, ' IALE Y, 7X,"FEASLE , 7X,'TOTAL'/

11X 120 =) 100,48 =), 7X,0(1=1),7%,5('="))

FURMAT(IX, 19X, 9( =), 3x,9('=1),3X,0('=1),
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120

150

329

354

439

440

420

450

510

550

610

|-,

™

" ]

oo S o o

Zol%Xy' TOTAL LOSS',4v,3F12,0,7//7)

FURMAT (1%, /27721 K, 15X, VJWDIRECT CUSTS NUE TN ILLNESS'!, 7/,

IX, VMEALTH EFFECT Y, 7X, Y ALE" ,TX, "FEMALEY, 7X,'TOTAL"/

P12 1300 =), TX 40 =), TX 60 =1),TX,5(" ="))

FURMAT (1X¢/ /79 0%, 15X, PINDIRECT COSTS DUE TO ILLNESS'://,

tX, VAGE CATEGURY',10x, "HALEY, 7X, *FEAALEY,7X, 'TOTALY/

s 1A 120 =), 10,80 1), TX,6("=0),TX,5(1="}) "
FORVPATCUXy /774 K4 15X, tOLRELT COSTS 0OF WApIATION INJURIES',//,
1%y VINJURY TYPE®, 9%, "HALE', 7X, 'FEMALE', TX, " TUTALY/
!1!;1‘(..')pq:‘p(-l('-'),7!,6('-'],71,5(!-1]]
FURMATCIXN, 2770 %4 1SX'DIRECT COST QF RADJATION INJURIES's//,
1, 'aGE CATEGURY ', 10X, "MALE 'y TR, "FEMALE ', TX,'TOTAL!/

P 1N 12¢ =), 10X, 4( =), TX,0('=1),TX,5('at))

FURMAT(1%4,420,2X, 3F12,0)

FORMATCLIX, 29X, 30 = 1), 48X, 9( =), 3%,9('="]),

/+1%,t TDTAL LOSS',10x,3F12,0,///)

FORMAT (11X /77,1 K, 16X, YUIRECT COST UF LAWCERS',//,

1X,'CAMCER TYPE! 17X, " HalLEV,TX, YFEMALEY , 7X, ' TOTAL Y/

PR L E =) 17k, d (=t )y TRpo ('), X, 5("'="1))
FURMAT(LXy// /91X 15X, *DIRECT COST UF CANCERS',//,

1X, VAGE CATEGORY Y, 10X, "MALEY, TX, 'FEMALE", TX, "TOTAL'/
"l‘f12("']I'luxlq["');?x!b("")[7‘;5('-'])
FORMAT(Y1t, /77, 1%, 'HEALTH EFFECTS CNST HODELY,/,1%X,25('="'),/7/,
1X,"NUMHER OF AGE CATEGORIES=!,Fd.l,/,

1%, "NUMBFR OF DEAaTH CATEGIHNIESS',Fa,1,

olX g YRATE OF INCUME GROAWTHZY,F3.1,/,1%,'DISCOUNT RATES'yF4,1)

FORPAT(LIX, /778 X 15X, VINDIKECT CUST SUMMARY ',/ /,

1X, "HEALTH EFFECT ', 77X, "MALE "', 7%, '"FEMALEY, 7%, 'TOTAL'/

pI1X 130 ), TX U (e ), Ty (=), TX,5("'="]))
FORMAT(IX, /27791 X 195K, VIO {RECT COST SuUHMANY ', //,

1X, VAGE CATEGARY ', 10X, "MALE Y, X, VFEAALEY , TX, "TOTAL/

pIX 120 =) 10X, 2 ( mt ), TX a0 {Vm?),7%,5(t="])

FORMAT('1', /777,14, "HEALTH LFFECTS COST MUDEL',»/,1X,25(="),/7/,
1X, "NUMgE< UF AGE CATEGORIES=',Fd,1, _
Zy 1Y, VNUHGER OF GCANCER IYRESS',Fu,.l,

Jo Xy VNUMBER OF RANTATION IWMJUREESZY,Fd,t,

Je VX, "RATE NF HABEALTH CUST GROWTHS',F3,1,

Zo1X, 'DISCOUNT RATE=",Fd,1)



A

650 FORMAT (1K, /774104, 15%, " DIRECT COST SUsitaRY?Y,//,

1X, 'COST TYPE', 11X, VHALEY, 7X, *FEMELEY, 7X, ' TOT AL/
f1’;9("")ll1‘!4‘"'"]p?‘;b["')f?)&psf"')}

710 FORMAT(Y13,/7/414, "HEALTH EFFECTS LNST HODEL',/,1%,25(t="),//,
IX, "NUMSER OF AGE CaTEGUORIESZ',F4,l,

Jo1X VNUNBER UF CANCER TYPESTY',F4,), o
1%, "NUMEER UF RADIATIUNM INJURY TYPES=',Fd.1,
oy X, "RATE OF THCUME GROpTHS!,F3,1,

/p1Xs "WATE UF HEALTH COST GRUATHZI,F3,1%,
JaX ' DISCOUNT RATES',Fd,1)

750 FORMAT(LX, /774 1%, 15X, ' TOTAL COST SUMMARY Y, /7,
1¥,'CUST TYPE's 11X, 'MaLE ", 7X, "FEMALEY, 7X, ' TOTAL/

o

ol - SR T -]

5
& 11X 000 =" ) 11X U (), TX o (=), TX,5('="))
310 FORMAT(1X, 7 VX "FATALLITIES )
ati FORMAT(LIX,3x,A12,10X,Fb6,1)
820 FORMATCIX, /7,149 "TLLNESS anl» THJURY INCIDENCE')
azi FORMRAT(1X,/, 1 X "CANCEFS!)
829 FORMAT(IX, /51Xy "RADTATION INJURIESE')
830 FORMAT(IX, /%, "RADTATIUN INJURY TNCIDENCERY)
840 FORMATCIX, /41X "CANCER THCIUENCERY)
845 FURMAT (I X, 5X,A2U,35%,F53,1)
5599 CONTINUE
RE TURN
END

ccccccceceooccceceocccceccccoecceccnccocncececccecccecceennccececceoecccceccteccceece
C

c SUYBROUTINE READEK

C
CCCrccccecaceceorccecccoeccucecerncrecreccecececrcecccecececceccecccececloeceecet

C
SHBRUUTINF KEADEFR

E THIS SUBROUTINE READS ALL [HPUT DATA FOR EXELCUTION OF HECOM

E FERST JHCLUDE COUMTHOL FILE

¢ IWCLUUE '"CUNTHRUL FNR?

¢ T RETERATNE TCH FILE SHOULG AE OPEWED DFPENRING Om TRE WOMSER
C OF AGE CATEGUKRIES

C---‘-----u---q-----u------.---ud-w-n--w--d----------Ul----u---lld-'--lll.

1F (AC,EQ,13) OPEN (UNTT=2,FTLES'HECOMI8 DAT ', 5TATUS= ALV



I ZAR:!

IF (AC.EwW.1) OPEM (UNETZ2,FILE='HECOM] 0aT?,STATUSSIOLD')
c-----------------..--...--d---------.----.--'--“-------.-----.-.-‘-----—--
C HEAD IH [DATA
C--.--------.-------

READ(2,30) CASE

ReAD(Z2,%) RHG

READ(2,*) RIG "

REA(2,%) R

prpsppepn e L L E T L Y X RN L P R L LR R L R R

KEAD(2, %) (M1(T1,1),1=1,4C)
READ(2,x) (MLI(1,2),]151,AL)
READ(2,x) (LFPR(I, 1), {=1,A0)
REAG(2,%) (LFPR({T,2),1{=1,AL)
KEAD(P,2) (PUPF(Is1),1=21,AC)
READ(2,%) (PUPF(Ls21,1%51,A0)
FEAN{2,%) (POPFA(L,1),1%81,4AC0)
HREAD(2,%) (POPFA(I,2),121,4C)
READ(2,%) (MAGEC(T,1),1el,AL)
READ(2,s%x) (MAGE(T,2),1I=1,4L)
READ(2,%} (LPUCI), ¥=1,0TYPES)
KEAP{2,%)} (LPOCI),I=t,DTYPLES)
READ(Z2, %) (CFC(L),I=1,NTYPES)
READ(2,%) (POR(I),I=1,0TYPES)
READ(242) (MS(I),Ia1,nTYPES)
READ(2,)%) (LWORK(IY,[s1,DTYPES)
nEAD(2,%) (TREAT(I),Ix21,0TYPES)

[wowswrswprwaammmuw s nne @ me e

c READ TN (OQEATH TYPE N&YES

(worscassrosrecaranmraw st - on=
0Gotang Is1,0TYPES
READ{2,1n) OTHAMES(]}

1000 COMTIMLUE

(wovsraneowawesagsunanmmm

C READ HEALTA DATA

(vavrrarmressuncsusnansw=e
HEap{2,+) (CP1(1),1=1,CTYPES)
wEAD(2,%) (IPF(I)Y,I=1,CTYPCS)
REAUL2, %) (CFCUNY(I),[=1,CTYPES)
LD 1100 I=1,CTYPES
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FEADCZ,20) CNAMES(])
1100 CONTIMUE
C‘----u--.----‘-.--------'--‘..------
C PEAD IN RADIATION IHJIRY DATA
c-‘-----‘-------.----‘--------..-‘---
READ(2,%) (LWORRR(])},I=1,RTYPES) W
READ(2,%) (RADINF(T},I=1,RTYPES)
READ(2,%) (RADIF(I},lal,RTYPES)
READ(2,%) (CPRAD(L),1=},RTYPES)
vd 1300 I=1,RTYPES
HEAD(2,10) RNAMES(I)

1309 CONTINUE
C-.-'----'---.--------.-----'-----.-.
c READ IH GENETIC EFFECTS DATA

C------------------------.----.-----

HEBD(2,%) (INCUST(I),I=1,GAC)
READ(2,%x) (GI(I1),!=1,GTYPES)
READ({2,%) (GSRaTE(I),I®l,SEX)
READC2,x) (DRATE(L),I=1,5TYPES)
READ{2,%x) (INRATEC(CI),1=1,GTYPES)
ou 1400 I=1,GTYPES

HEAD(2,20) GNAMES(I)

14u0 CONTINUL
c---------.~------
C CLOSE FILE

C-----------------

CLOSE (UNIT=2}

Cﬂ---ﬂ--.------------‘---‘------.---‘---------'----------‘---------

C NPEN FILE CONTAINING GEATH OISTRIRUTION DATA AND READ TT IN

C----—.--ﬂ----------.--------"----------------*----~-------------ﬂ
NPEM (UNITE3,FILE='DIST.OATY,STATUS=YOLL?")
LO 2000 TI=1,YEAKS

REANR(3,«} (LIFEF(L,J),J31,8EX)

2uiy CUNT IHUE
C-------ﬂﬂ----.--n
C CLOSE FILE

c-.----ﬂ----------

CLOSE (UNIT=3)
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c---.------.---‘--_-'--‘-‘---‘ﬁ-------.-----------.----
C OPEMN FILE COMTAIMING INCIDENT QDISTRTRUTION DATA
c“------‘--.------.‘-----.---------.-------------------

IF (AC,EHN,18) UPEN (Ut1T=d,FTLE=S'INDISTI8,DAT?,3YATUSSOLDY)

[F (AC,Ew,1) OPES (ULITaY,FTLES'INDISTL, DAT',STATUSSIOLODY)
C---------------ﬂ---------&—-u-----.---
C HEAD INCIDEMNT DISYRIRBRUTION BDATA W
CM-----‘-------‘----'.--“----.--------

D 300 I=),8EX

N0 3000 J33,0TYPES

HEAD{(S,%) (TDTST(J,K,1},Kz]l,Al)

C WRITE(b, %) (ITRIST(J,K,1})¢K31,4AC)
3pu0 CONTINUE
cn-----------wﬂ-d.
c CLUSE FILE
C"'""'"--""'""-'-
CLOSE (UNIT=4)
10 FORMAT(A12)
2u FUKRMAT(A20)
30 FRRMAT(ASD)
HETURN
Ei

cCccccroccecrcecccocccecccecococcecceccocecccecrcocecccceoeccceeccceccctecceececccececececceccecce

cC
SUBROQUTINE (ATENCY

EECCCCCCCCECLCCCCCCCCCCCCCCCCCCECCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCECCCCCCC
E THIS SUBRUUTINE CALCULATES THE LATENCY PERIOL FUR EACH

c CalUSE QF NEATH ANDY AGE CATERMHRY

‘ IWCLUDE 'CONTROL,FOR!

€T L ALCOLATE LATENCY PERIOD FOR EACH ABE 0PTION

E FIRST FOR aAGE CATEGORY EGUAL |

c--‘.---ﬂ—----u---.------'--‘---------.-‘-----------
IF (AC mMELL1) GUTO 2000
vty 1000 I=1,DTYPES
LPCYI,L)=LPCCID
1000 CONTIMUE
GOTOD 30nY
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c.--‘-------—--------h-'--t--.--------------------
c COMPUTE LATENCY PERION FDR AGE CATEGORY=218

c----------’-----.---'---‘-ﬂ------.-----..----ﬁ---

v CONTTINUE
b0 e500 [=1,UTYPES
LP(I,1)}=LPU(CI) o
NN 2500 J=2,4AC
LPCT,J)YaLPOC(T)

2500 CONTYINUE

Igno CONTINUE
RETURN
ErD

cceceeecerncecoceececcecceccercecececrncecceccceccccccececceccececcecelecceccerc
cc

SUBKOUTINE FATAL

cc
ccececeeececececececcercecceccecececcceceeccecececcecececceectecccccecoececcecccececerc
c
c THIS SUHRQUTINE CALCULLATES FATALITIES BY AGE CATEGORY
C AND CAUSE QF GEATH,
c

INCLUDE 'COHTROL ,FOR

REAL SUM{LTYPLS)
c----OI--------ﬂ---.-----------ﬂ-.----------:----m--------.---n--------u---
c FIRST, CALCULATE IHE SUA GF (POPULATION FRACTION & INRCIDENCE DIST)
C FGK EACH CAUSE OF DEATH,
C—-I---l------------------—----u--.---n--m------.nﬂ--1-"-------.---‘----.----

it 1000 Tx1,DT7YPes

L0 1000 J=),5EX

OO oo w=t, AC

SUACTIZSUMN([)+PUPRPF (K, JY*RINIST(I,K,J}

1000 CONTINUE
c---n--u-----------------o-ﬂ-----ﬁ--w------.--l----—-ﬁ-----------.-----ﬂ--'--
C CALAULAYE PERCENT INCTDENCE OF CAMCER FOR EaCH SEX AND AVE CATEGORY

c-l!-----ll--------n------'----u---u---------------—---------------d------u--

DM 3500 k=1,SEX
PO 3500 [=1,AC
DO 8500 1=1,DTYPES
PICI, S, KYS(POPF(L,R)&IDIST(JyI,K)I/S8UM(I]
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C-------------h--------------.----*-u-----------------ﬂ----------U---------

(» CHECK TO SEE IF ACUTE IS A DRATH [YPE, IF IT IS

C THEN OVERRIDE POPULLTIGH FRACTION WITH MUM IH UTERD

C POPULATION FrRACTIUNS, w

cﬂ-------------------------ﬂ------------.----ﬂ---'------‘-----‘------’-“----
IF (J EH ACUTE) PI(J), I ,n)S(PUPFA{I,KIXIDIST(J,I,K))

3 /3UK(J)

3500 CUNTINUE

C---.--------”---------'------------------'----“---------------

C CALCULATE DEATHS FOR FACH CANCER TYFE ALD AGL CATEGURY,

[ m e o o o o on o o o T R e P O TR A B U R R W S O O e e A e A e B G W W G e Y v
DU 4000 k=1,SEX
DN 4oece J=1,0TYPEY
DO d4000 T=1,4C
FAT(Je T2RI2PI(J, 1, K)2CF(J)

4000 CAHNTIHUE
C.---------‘------ﬁ----"------------ﬂ--ﬂ.------.-------------.--.------
C 858IGM PRENATAL RAVIATIUN INJUKRIES TO IN UTERD, ACUTE FATALITES,
C THTIS 1S DONE dECAUSE PRENATAL HADTATION VICTIHNS ARE ASSUMED TN

C MEVER BE AHLE TU wWQOKR,

C-----‘----.---------‘---------------U----.-----------------.---------ﬂ-
N0 5000 [=1,8€EX
1F (ACUTE HE U4) FAT(ACUTE y1,I)}=(RADIHIF(PRENAT)I+RADIF(PRENAT) I
& POPF LY T £(PIOPFLI 1)} +POPF(1s2))
5000 CONTINUE
HRETURN
(TR
CCCCCCcCCcococcocceocececcernculrccoocccorccececaceocceccecncrccoccececcecccecececcecectlecccere
ccC
SHBROUTINE WORAK
cc
ECCCCCCECCCCCLCCCCCCCCCCCECCCCCCCCCCCCCCCKFCCLCECCCCCCCCECCCCCCCFCCCCCCC
C THLIS SUBKOUTINE CaLCULATES THE LABOKR VALUE LOST DUE TO
o MISSED wUFK
o

THCLUDE 'CUNTROL,.FOE!
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Du SO0V L=1,SEX

Nu 5000 (=1,AC

LO 4000 J=t1,LTYPES
ch------.----------”--.-----------------ﬂ--&----‘.--‘-----*.---.-.----ﬂ-
C IF GTYPE IS ACUTE THEN SKIP THE CALCULATION, ACUTE»WORK LUSS IS
C CALCULATED SEPARATELY Fuw £&CH RADIATIOK INJURY,

ch------‘.----.-‘-------‘-------.-----.----‘---'---ﬂ------.-----.-------

IF (JJEGLACHTE) GOTO d4noaq

cI-ﬂ-----.-----------------n------nu—---.--q--—n-----’u-u------n-'-I---—--
C DEATH TYPE IS NOT ACUTE 80 CUMPUTE LNST wWOKn BASED ON FATALITIES,
C---ﬁ-ﬂ---------I--u---!'.“-------b------v---u-------------------.---ﬁ-.-v-'
N 400U M1, TREAT(.J)
LD 4000 Kz, YEARS=H

Ch-w---------.--ﬂ.----'-----'-------------w'-.-----------n----hi-.------

c IF UEXTH TYPE I8 THYROID THEM FATALITIES ARE ACTUALLY INCIDENCE,
¢ IF OEATH TYPE IS WOT THYROID THEN InCLUDE IHCILENCE TO FATALITY
c RATIO Tt COST CALCULATION,

c-------.---u---------..--------h-l---------u----w----------.------------l

IF (J ER.THYRUIL)Y GuTn 3000
LAaCCOST(Y K, J,LYSFEY (T XK4H, LY IPF(J)IXLWORK(J)I /D2, 0n

.9 PV(LV(I;K;L)!H;K)*LPF‘UH(IrH'lPI'ipL)
GNTO 4000
Jo00 LOHTIHNUE
LPCCOBT (L, K, JyL)SFPY(JsT,K+H, L) »LWORK{(J) /52,0

] PY(LY (YK L) Ry KIRLPROB(I,n¥M, L)
4000 CONTINUE
c--------------..--..---.----q-au-----—--------—--------------.-'-u--
C CALCULATE WORK LOSS FOR EACH RADIATION TAJURY BY AGE CATEGORY

c-----u----u------‘---.—--qu---------w--------------------------.n---

BL 5000 J=1,RTYPES
LWRCOSTCL 1, d,L)3RADINF (J) %L wOKKR(J)/5¢,0mPT(ACUTEST,L)

K PYILVOT sl ,L) s Hp 1) RLPRIBECT p14L)

S9ud CONTINUE

KE TURHN

END
{oF o ol o oF off of o of o3 o ol o o o ol A 01 o off o o1 Y 0 o8 o of 5 off o off o off ol o1 o8 o8l S Y off ol o 4/ o off o ol ol of o O o o o o o o o o o of ] 1 o ol oY o W o]
cc :

SUBROUTIHE SPRUb
cC
CCCCorcLrccceceecccceccccerececcicececrcceccooeccrccecceccecececcerecececececcecccecercec
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THIS SUBKROYTIME CALCULATES THE PRUOBAGILITY THAT A& MEMHBER OF
AN AGE CATEGORY wWlLL fE ALIVE IN A Ypar =« [NDEPENDENT OF ANY DEATHS
CAUSED BY RADIATIUN EXFJUSURE,

OO0 0O0

INCLUDE 'CONTROL FUR!

INTEGER RLP o
c--.------.-------.u.-ﬂ------nﬂw----
C THE FIRST LOUP PHRUCESSES SEX

c'---h-----------Uu-------w-l—-ﬂ'---&

DN S000 TSEX=1,8EX

C,-‘---"------------.---.-.------'-.-----.-----—---

c THE SECOND LOUP PROCESSES EACH AGE CATEGORY

c-----.---------.----‘-‘--‘-.-------.-—.----.'--ﬂ--

LG 5000 I=1,AC

c--u'----l--------.-----------.--l----Ilh-w------------'-------ﬂ---
C COMVERT MEDIAN AGE ANQ REMAINING LIFE PERIOU TO INTEGERS
c---'-----ﬂ--.--------------------.--'--.-----"----.-.-----.---
MAZINT(MAGE(1,ISFx))
RLPSYEARS=MA

c--n------------n-----‘----w--------------m-----------.----

C IF IN NTERU SET ma=1 TJO HMATCH IT UP WITH FIRST PROB
SR T
C T TRIRn Lour PROCESSES ¥EaRS

R T T

¢TI TILI2E CURRERT PROSARILITY BF LIVING 10 1.0

CU--.----'---'-----.--.---ﬂ-‘ﬂh-----'-*.---"-.-------ﬂ

LPHUb(IJJ;ISEK)zlon

c-----‘--“------ﬂ.-.-'------ﬂ-lI---.---'----ﬂ--ﬂ----‘------ﬂ-------
c CALCULATE PRUDUCT OF CUnRTTIUNAL PROBABILITIES FROM YEAK OF
c EXPOSURKE T CURBENT YpAx (J)
C'-------'------‘------.-----'--ﬂﬂ-------ﬂ-ﬁ--ﬂ-ﬂ-ﬂ..--ﬂ-----------
GO SOD0 LaMé,mAt]et
LPRNG (T, J, [SEX)=LPRORCT,J, TSEXI*LIFEP(L, ISEX)
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5000 CONTINUE

NN 6400 I=t,SEX

GLPROB(1,T1¥=LIFERP(1, 1)

DD AUOL JE=2,YEARS

GLPROB(J,; I)SGLPRUBC(I=1 4 IIRLIFER(J,I)
6000 CUMTINUE

KE TLRR

END
(ool o o o of o of o ol o off o of o of o 8 off o o o8/ o o8 o o o o of o off o off o o o o o8 off o o of o off o4 o o o o o o 5 off off o o of ot o ol of o o O o o o i o of o
cc

(Y

SURKUOUTINE LYALUE

ccC

(o o of o o o ol o of o o o off o of o o of o o o o o o of o ) o ' Y o o o ] o off o off o f off of o o ol o of o o Y of Y of o o o A Y o A A A 4 Y of H oY O
IHRCLUDE 'YCUNTROL ,FOR?
INTEGLER 4,0

BO 2000 TSEXE],5EX

00 2000 az1,aC

0G 2000 I=1,YEAKS
c-----—--.--ﬁ-----------------d----n-----------m-—---‘nw----------------u-
C BETERMINE LABOR VALUE CATEGORY OF SJMEONME #HO IS T+#MAGE YEARS OLD
c—----------——----II-----—--ﬁ-ﬁ-----t---.-----------—-------n‘-----.---ﬂ--

s IHCCATCI+MAGECA, ISEX),4,TINC)
c-----------------------------------—--
c CALCULATE LABOK VALNE IN YEAR ]
C--..----------.--.--------------u-—--ﬁ--

LY(A, I, ISEX)sFY(MI(B, ISEX)}*LFPR(8,ISEX),RIG,1)
2000 CONTINUE

RETURRMN

Etil
CcrCcccrcccccecceccecceeccocecrcececocecnnccccccececrceccocecoceecroccceccectecececercec
cc

SUHRDUTINE LOSTLYV
cc
(o ot of oY of o of of of of o of off o o of of o of o o o of ¥ o o/ o o o o o o o o 69/ o o o ol o/ o o of o o 4 o ol o o w oY o X o o o Y Y of o o R Y oY o o W T o O o
c

IMCLUDPE FPCONTROL FOR?

INTEGER Y, A,RLP
c-ﬂﬂ--------------O------------.--.‘--'---'
C A {8 COUNTER FOR INCDAE CATEGORIES

C---‘----------------'--ﬂ---ﬂﬁ----------.-



AN

PO 3000 [SEX=1,S8E<
U0 3000 A=1,4C

12T

c-------------u-----.---u--n-h---------
C DETERMINE REMAINING LIFE PERIODN
c-‘----------.------.--------------.---

RLPEYEARS«INT(MAGE(A, ISEX))
Co--.-ll-I-—-------nn-ﬂd-.--------ﬂu-.---.-'n---bd
c DETERMINFE LAaBDKR VALUE LUSS FUR EACH YEA&K
c----u------.--nﬁ-----.----u.------ﬂ-ﬁ-qnnttuﬂbn

PO 3000 Y=i,RLP
C----..------h----------.----------w-----—------

c AN LP PRESENT VALIE nF LUST LABUR VALUE
c-----.------.h----.-----I-------u-------ﬂmﬂ-----

DU 3000 [=Y,RLP

LYLOSS(A, Y, ISEX)SLVLUSS(A, Y, 1oeX)+PVILV(A,L,I8EX],K,]}
X «LPRUB(A, T, TSEX)
3000 CONTINUE

RETURN

EnD
CCCcccccrccccccececccecccoeoccceocceccecaccececccececececacoeeccccecceccececcecceccecleccecoeocence
cC

SURROUTIHE DEATH(OPTILN}
ccC
ccccccececrecceccecoeoerncececencecoecrorececcoececcecorececececocecececcecccecctececrccee
c

IRCILLUDE 'CONTROUL,FOR!

ICHEGER GUPTIOH, RLP
c--ﬂ-----------------ﬁﬁ---------ﬂ'.-.--—.-.-----ﬂ-------.

C - PETEH=IRE DESIAREU METHUN OF ALLOCATING FATALITIES
Cl-------‘---------ﬂ---------u'--------------------CHQH---

IF (OPTIDH,NELY) HUTO 5000
cD-----u---------------‘Q.---u.‘—-Q-----Il----l-'--------.---.---&---.--
c ALLOCATE FATALITIES EGHALLY TO &(L YEARS In wHICH LEATHS OCCuR
c-----------—ﬁ----.---I----------n-----w---u----n—-u---.-n------"I----n

NU 2000 Kz1,SExX

R 2000 J=1,0TYPES

pu 2000 1=1,4AC0



£eg

c------------.------------.--'.---------.----------

C CHECK 10 SEE IF DEATH TYPE 1§ ACUTE

c----‘--'-------------.-*‘----‘.--.----'--‘-.”“-‘--

IF (J.NEJACUTE)Y GNTO 15400

CAR Ak R AR AR NI RN AN AR R A K AN AR AN AR AR AN R AW AR R L dh Ak RR T kKN ,
c »
¢ COMPUTE FATALJITES FGUGK ACUTE DEATH TYPE

¢

Conmmk ko n kR Ak Ak kA kR kAR h ke k ik
r
ch.“dﬁ-..---------.--ﬂ-"-----.---'-------ﬂ--ﬂ--
c COMPUTE FIRST YEAR OF FATALITLLES
C-‘»-----'--------.----.-ﬂ-------------‘--'------

MaINT(LP{J,I))
c.ﬂ----ﬁ-------ﬁ-.ﬂ“-ﬂ--.-..-----ﬂu------
C COMPUTE LAST YEAR OF LIFE
c-H-.------ﬁ--ﬂ--.--‘----.‘-ﬂ---ﬂﬂ------.

LeM+INTINSET))
Cﬁ-—---.----u----n‘------------n-------l-na
c CALCULATE ACUTE FATALITIES
c---------ﬂ----0----------------------ﬂ‘--

IF (L EW,M) GOTO 2u0n

D0 tqu0 2=+ ,1

FPY(Te D, 12, K)cFAT(J, 1,K)/(L=m)

1400 CONT INUE
GOTO 2400

c

1500 CUNTINUE

c---l-b--------’w-----'I----q--q-----------n.---u-----.--Uw-----------O--

C COMPUTE FATALITIES FOR wNOpMe=ACLITE DEATH TYPE

c

c

C CONVERT FIRST YEAR OF CEATH TO anrl InTEGEK AMD CALCULATE
c ' RHEMAIMING LIFF FEHIUD
C-‘--------ﬂ--.--------'.--------.--"ﬂ-------.--'-.--.----‘-------'----

MINTLLPIJ,IY+4HS (I )
RILPSYLARS=IWT(HAGE(T,K))
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C.-----‘--‘---.---------“------.-ﬁ“-------.------------.---------.-----

C PETERATHE MNUMAER OF YEARS TO CALCULATE DEATHS, IHIS
C NUMAER ]S ELTnEx TrE KREMAINING LIFE FERIUD OK PENIOD nF
c RISK FOR A CAUSE F DFATHp wAICHAEVER IS LESS,

C-ﬁ--ﬁ-------.-—--ﬂ."-‘-'-----.--ﬂ--‘l------ﬂ----.--.------------------
IF (RLP,LE,POK({J)) L=RLP
1F (RLP 5T, POR(JI) L2INT(PUK(J)) w
TF (M,GE L) GUTO 2000
SUmM=0
LD 1590 KK=l+4],L
SUNESUHYLPROB(T » KK, K

1550 CONTIHUE
c--u------------.-ﬁ---'—ﬂﬂﬁ------.-ﬂ.-------------U------"---

C IF YEAR 13 GREATER THEM, 0OR E@JAL TO L START

c OGN NEW DEATH TYPE
c-h-----------——---------dlln---w------b-----nw-----u-------—

{600 IF (M,GE,L) GUTU 2000
c---'.--l-u---0---ult--------.----—---.U-------h--‘-----u----------..------
¢ COMPUTE FATALITIES FUON DEATH TYPE I, AGE CATEGORY 1 AhD
c YEAR M¢l, My) HFEPHESENTS THE FIRST YEAR 0OF DEATH DURING
C THE FIRST ITERATION, 1T 18 TueH INCREMENTED EY DNE YFAR
c UNTIL THE REMAlilINGL LIFE PERIOD HAS EXPIREU,

c~-----u----‘-----ﬂ--------------ﬂ----.dd--------ﬂ---------------.------
IF (SUBELH,0) AWRITEC(E,*x}J, 1,K,H+1
FPY(JfIfH+l;HJzFAT(J;I;K}*LPRUH(IfH‘?1'K}/SUH

c-u--n---------—--------------

C INCHEMENT YEAR
c-----n-------.-------ﬂ----lﬂ--
Hoe ]
GIOTO 1ol
2604 CONTINUE
Souy COINTINUE
RETUKN
ExR

o o O o o o of ol o8 o o ol o o o ol o o o o o o o o o o o o ol oF o ol o o 4 o o o o o o o o o o o o o} o o o o o o o o o o W o O o o o o o o
FUNCYT)OW INCLATLAGE, IC,11HC)
TYTEGEH TINC,IC

k=0
CH-.---ﬁﬂﬂ------‘ﬂ-.----------------*-------*-
C CHECK FIRST T SEt IF TTHC EBwilalL§ ZEROD

C-u----llt.--—ll---'ltl------------ﬁu-n------------

IF (TIKC HNELO) GATU 1000



Se'g

Kol

GOTG 5000
c--ﬁ------n----------0----'--------nﬁ-------u--.----—-.--
c AGE CATEGARY &WIALS 14, CHECK FIRST FOR (N UTEROD,
c-----ﬂ-----------.-.---t--------------------------u-----
1000 IF (AGE,GT,.0}) GOTU 2000 v

K2l

G TO 5000
C-------—---u---------l'-------.ﬁ----------------'--------q---------------
C MOhw STEP THKUUGH EACH YEAR, K WILL COUNT INCOHE CATEGORY OF aGE,

C'—-------ﬂ.-—'-----‘-------ﬂ---ﬂﬂﬂnq-------.--vn-----.---H-----Hﬂ.---.-'.--

2uud CONTInNUE

4 3000 [=1,80,1]NC

KEK+ |

cﬂ---ﬂﬁﬂ---.-.--.--‘--------‘.----d'-ﬂ'-ﬂ---ﬂ‘--"---“----ﬂ---‘-------.----.
C CHECk TJ SEE (F THTS IS [N UTEKRD AGE CATEGORY JF IT IS5
c THEW ASSION [T THE PRUPER AGFE CATEGURY AS SdUx ad ITS AGE
c REACHES ThHE HMINIMU4 dOUNODRY FOR a CATELORY, IF 1T I3 nOT
C In HTERY wWalT UNTIL AGE [5 ARDVE ~enlaAnN AGE FUR & CATEGORY,

cﬁ------.------ﬁ-n----‘-q-------l----------‘---Q-ﬂ.--'-------lﬁ--------U-----

IF (TC.Ew, ] ,ANDLAGE LT, (I)) GOTw 59000
IF (IC,NE.1 . A40,ACGe LT, (1+2)) GUTO 5000

1004y CONTIRUE

SG04 InCCaTzk
RETUKN
Bl

(W

ccocuLccceceecececccLecceccecceceocceacccceccececcecercceccecececececcecccecceecerecce
cC

FUNCTION Fy(P,K,Y)

REAL P,R

INTEGER Y

FYsPAk(I1+R/100)A%k{Ywm]])

RETUKN

END
ce
CCcCCccecoeerncccncecnaeececcceccaececrccecaooeccececcrecceccecacecececcecccccecccceeccecrnrcece
cc
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FUNCTION Py (PRt

REAL PeR

I4TEGER N
PV:P/((1+RIIOU)tt(N-1))
RETURN

EeiD

W
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