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 The most effective and useful way to diagnose and subtype depression has been a long 

debated topic which even now does not have a definite answer. The biopsychosocial approach to 

diagnosis may be a solution to this problem by linking various etiologies to symptom 

presentation. The biopsychosocial model, in regard to depression, takes into account biological 

risk factors/contributors, psychological or cognitive risk factors/contributors, and social risk 

factors/contributors to depression when making diagnosis and subtyping determinations. 

However, the most effective way to use this model in the assessment, diagnosis, and treatment of 

depression is not yet clear. In this study, the utility of the biopsychosocial model as an effective 

approach to conceptualizing and treating depression was assessed by testing hypotheses that 

showed that etiological contributors are related to the presence and differential presentation of 

depression, and that these etiologically-based subtypes of depression respond differently to 

different forms of treatment. These hypotheses were tested using data from the National 

Comorbidity Survey – Replication (NCS-R).  Results showed that the biopsychosocial model can 

effectively predict the presence, severity and chronicity of depression, and may inform specific 

biopsychosocially-based subtypes. No conclusions could be drawn regarding success in 

treatment based on the biopsychosocial model. Future directions for research based on the 

current study are discussed. 
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CHAPTER I 

INTRODUCTION 

Although treatment professionals have attempted to understand depression since its 

formulation over a century ago, it remains one of the most ambiguous and least understood 

mental disorders. Over time, a general consensus was formed for what is involved in the 

experience of depression and what is not, but there is much less consensus on its developmental 

foundations. The most effective method of categorizing, or subtyping, depression is far from 

realized. The categorization of depression has been a difficulty since the general form of the 

currently used categorical approach to diagnosis was implemented in the third edition of the 

Diagnostic and Statistical Manual (American Psychiatric Association, 1980). This approach 

simplified and eased the process of diagnosis for clinicians and other mental health professionals 

by allowing for the determination of a disorder based on a specific set of empirically agreed upon 

symptoms and characteristics common among individuals thought to have the disorder. 

However, research over the past three decades has shown that this current DSM approach may 

not provide sufficient validity and clinical utility, especially in the case of depression. This 

uncertainty is due to the homogeneity of symptoms between individuals given different 

diagnoses, the heterogeneity of etiology and other characteristics between individuals given the 

same diagnosis, and the lack of treatment specificity despite the specification of a disorder.  

As one of the primary purposes of the process of diagnosis is to lead to the most 

appropriate treatment for an individual, it is vital that the diagnosis and/or subtype be accurate 

and clinically useful. Otherwise, an individual may receive inappropriate, or even detrimental, 

treatment, or they may be treated using an ineffective method of addressing their own experience 

of depression. Unfortunately, for the reasons specified above, the current DSM approach to 



2 

 

diagnosing and subtyping disorders does not seem to provide information that can lead to 

successful treatment; therefore, receiving inappropriate treatment for depression may be a very 

real risk for individuals suffering from it. Thus far, treatment for depression has ranged widely 

from pharmacological solutions, to psychoanalysis, to cognitive therapy (among many others); 

yet the DSM has done little to aid in specifying which treatment works best for which depressed 

population. In light of this information, a serious task for researchers and clinicians is to 

determine the best way to conceptualize and subtype depression that will result in the most 

effective treatment. The present study was designed to evaluate whether a newer approach to 

understanding mental illness could address some of the DSM’s shortcomings in regard to 

depression. This approach, termed the biopsychosocial approach (or biopsychosocial model), has 

gained increased popularity in the medical and psychiatric fields over the last several decades 

due to its consideration of multiple forms of etiological risks when determining how to most 

effectively understand and treat individuals for physical and mental illness.  

In the following sections, criticisms of the DSM’s current approach to diagnosing and 

subtyping disorders are first illustrated in more detail in order to highlight the ways in which the 

DSM often falls short in predicting appropriate treatment. Next, the DSM’s depression diagnoses 

and subtypes are reviewed and contrasted with major alternative methods that have been 

developed for subtyping depression. These alternative methods differ from the DSM in that they 

often use etiologies to guide subtype determination.  Then, various etiologies and risk factors for 

depression are discussed, some of which are part of the alternative subtypes and some of which 

are not.  Finally, the biopsychosocial approach to diagnosing and subtyping disorders is 

introduced as a new method for understanding and subtyping depression, and results of the 

current study are presented and discussed. 
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Criticisms of the DSM-IV’s Categorical Approach to Diagnosis 
 

Although the DSM-III’s implementation of the categorical approach to diagnosing 

disorders simplified the method of diagnosis and essentially made the DSM more “user friendly” 

than previous versions, it is the most cited problem with diagnosis. In the case of depression, the 

assumptions that the DSM depressive disorders (e.g. major depressive disorder, dysthymic 

disorder) are “categorically distinct” from milder forms of depression and normality, and that 

depressive subtypes are categorically distinct from each other, are not supported by research 

(Luyten, Blatt, Van Houdenhove, & Corveleyn, 2006). Rather, research more often supports a 

dimensional, or continuous, view of depression (Blatt, 1974; Blatt & Levy, 1998; First, 2005; 

Haslam, 2003; Ruscio & Ruscio, 2000), where depression is “situated on a continuum ranging 

from mild dysphoria to full-blown clinical depression” (Luyten & Blatt, 2007). A single-

dimension approach could still result in subdivisions of depression based on cutoff points 

indicating severity or chronicity, but research indicates that dividing depression into strict 

categories, the way medical diseased are categorized, is not the most effective or valid method of 

diagnosis. 

Another serious issue with the current DSM approach to diagnosis, which applies to both 

Axis I and Axis II disorders, is that there is significant etiological heterogeneity among persons 

given the same diagnosis (Angst, Sellaro, & Merikangas, 2000; Schatzberg, 1982). This 

heterogeneity is due to the fact that DSM diagnoses are based on symptom presentation, and do not 

take into account other factors like personality traits and life stresses, both of which are especially 

associated with different presentations and experiences of depression (Blatt & Zuroff, 2005; Claes, 

2003; Clark, 2005; Cox, McWilliams, Enns, & Clara, 2004; Kendler, Kuhn, & Prescott, 2004). 
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In addition to heterogeneity, etiological homogeneity among persons given different 

diagnoses is also a problem with the DSM. For example, depression is highly comorbid with 

other Axis I disorders, especially anxiety disorders (Mulder, 2002; Nemeroff, 2002; Westen, 

Novotny, & Thompson-Brenner, 2004), as well as with Axis II disorders (Mulder, 2002; Westen 

et al., 2004). Furthermore, the DSM’s depressive disorder subtypes are often comorbid with one 

another (Angst et al., 2000). This is due, in part, to the overlapping of required symptoms 

between depressive disorders, anxiety disorders, personality disorders, etc. in order for a 

diagnosis to be given.     

Another problem with the DSM, specific to depression, is that clinicians have found it 

difficult to categorize persons into any specific depressive subtype based on their symptoms and 

complaints. Research has found that minor depression is the most common depressive disorder, 

with a prevalence rate of up to 25% among depressed persons (Judd et al., 1998; Wagner et al., 

2000). Minor depressive disorder is currently only categorizable as depressive disorder not 

otherwise specified (NOS) in the DSM-IV-TR, indicating that potentially as many as 25% of 

depressed persons do not meet diagnostic criteria for the more common and thoroughly 

researched depressive disorders. It seems that the DSM’s answer for clinicians’ difficulty in 

categorizing persons into a specific depressive subtype is to continually add new subtypes and 

specifiers that will include more symptoms and complaints. For example, the DSM-IV added 

“atypical features” and “postpartum onset” as specifiers for depressive diagnoses, and 

premenstrual dysphoric disorder, minor depressive disorder, and recurrent brief depressive 

disorder as potential specifiers of depressive disorder NOS (American Psychiatric Association, 

1994). Though these new diagnoses have allowed some individuals’ depression to be categorized 

more accurately than the DSM-III would have allowed, continually adding new subtypes and 
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specifiers complicates the diagnostic process, and takes away from the simplicity the DSM-III 

originally offered. 

A final, and extremely important, problem with the DSM approach to diagnosis is that 

“there is a wide consensus that many DSM diagnoses have little predictive power towards 

treatment response” (Luyten & Blatt, 2007). In fact, “[L]ack of treatment specificity is the rule 

rather than the exception” (Kupfer, First, & Regier, 2002). In accordance with the categorical 

approach, the DSM bases its diagnoses and subtypes of disorders on empirically supported 

groups of commonly associated symptoms. As one can imagine, assessing symptom presentation 

rather than the underlying causes of a disorder does nothing for treatment planning other than to 

plan for an alleviation of specific symptoms. This method leads to treating the effects of a 

problem rather than the cause.  

As stated previously, treatments for depression have included a wide array of both short-

term and long-term pharmacological and psychological therapies. Many researchers have 

determined that in general no one form of therapy reigns supreme for the various forms of 

depression; in fact, most therapies appear to produce similarly positive improvements. For 

example, an analysis of the NIMH Treatment of Depression Collaborative Research Project 

(TDCRP) data showed no significant differences between cognitive behavioral therapy, 

interpersonal therapy, and medication therapy plus clinical management (Elkin et al., 1989; 

Imber et al., 1990). Upon further evaluation of this data, medication therapy plus clinical 

management was determined to provide a more rapid reduction of symptoms (especially for 

more severely depressed participants), and the psychotherapies had more long-term positive 

effects (Elkin, 1994). However, these results did little to specify differences in treatment 

outcomes for different forms of depression. Therefore, they did little to aid in treatment 
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specification, which is most often the case. If the DSM cannot provide diagnoses that will lead to 

better defined treatment, then the diagnoses themselves lose their relevance. In addition, because 

the DSM approach is the one used by the vast majority of clinicians, it could be hindering the 

development of more effective treatments (Luyten & Blatt, 2007).  For example, many treatment 

studies attempt to link a certain type of treatment to specific DSM disorders, assuming that 

treatment should be tailored to the disorder itself rather than the factors that influenced the 

development of that disorder (Kupfer et al., 2002).  The problem with this type of treatment 

research is that if the DSM diagnoses do not accurately capture individuals’ experiences, 

treatment for the limited labels given to these experiences would also be useless. 

Subtypes of Depression 

Based on the problems associated with the DSM’s categorical approach to diagnosis, it 

seems that a new way to diagnose and subtype depression is needed and has been called for by 

many diagnosticians and researchers. Several alternate methods of subtyping depression have 

been proposed in reaction to the DSM’s shortcomings. These are contrasted with the DSM’s 

diagnoses and subtypes, which are reviewed first. Suggested treatments for the alternative 

subtypes of depression are also presented. 

DSM-IV-TR specified depressive diagnoses. The DSM-IV-TR includes three primary 

depressive disorder diagnoses: major depressive disorder (MDD), dysthymic disorder, and 

depressive disorder not otherwise specified (American Psychiatric Association, 2000).  MDD is 

characterized by having had at least one major depressive episode (MDE).  An MDE is described 

as a two-week or longer period where either depressed mood or anhedonia occur among at least 

four other depressive symptoms.  MDD must be specified as either single (MDE) episode or 
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recurrent, and must also be assigned a severity level.  Chronicity (MDE longer than two years) 

may also be specified, among other specifiers which are described as subtypes below.   

Dysthymic disorder is characterized by chronically depressed mood that occurs more 

days than not for at least two years.  Symptoms are similar to those required for MDD diagnosis, 

but a MDE cannot have been present during the past two years.  The DSM-IV-TR notes that it is 

often difficult to distinguish among MDD and dysthymic disorder due to the similarity of 

symptoms (American Psychiatric Association, 2000). 

Depressive disorder not otherwise specified is the diagnosis given to depressive disorders 

that do not fall into other depressive disorder categories.  It may include premenstrual dysphoric 

disorder (PMDD), minor depressive disorder, and recurrent brief depressive disorder.  

Premenstrual dysphoric disorder (PMDD) is characterized by depressive symptoms that occur in 

the days preceding the onset of a woman’s menstrual cycle and remit after onset.  Minor 

depressive disorder is described as one or more MDEs that involve fewer symptoms and less 

impairment.  Recurrent brief depressive disorder is characterized as the recurrence of MDEs that 

do not last the required two week duration.       

Mood disorder due to a general medical condition and substance-induced mood disorder 

are DSM-IV-TR diagnoses that are given when depression is assumed to be caused primarily by 

medical disorders or substance use.  Adjustment disorder with depressed mood is a diagnosis 

given when depressive symptoms are assumed to be caused primarily by an identifiable 

environmental stressor.  These, and to some extent PMDD, are the only DSM-IV-TR diagnoses 

for mood disorders that are defined by etiology.   

DSM-IV-TR specified depressive subtypes. The most widely accepted and researched 

subtype of depression is melancholic depression. The melancholic subtype of depression is a 
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specifier for an MDE. Melancholic depression is characterized by psychomotor disturbance, 

inhibited experience of pleasure (Parker, 2000), distinctive clinical features, better response to 

somatic treatments like antidepressants and electroconvulsive therapy and no response to 

placebo, and abnormal sleep or neuroendocrine function (Feinberg, 1992). Anhedonia, guilt, 

psychomotor, and vegetative disturbance have also been found to be present in the melancholic 

form of depression (Akiskal, 1995). It is also thought that melancholic depression is likely 

inheritable (Maes et al., 1992, 1996), leading researchers to believe that biological factors 

contribute to its presence.  

 Another widely researched subtype of depression is atypical depression. The atypical 

subtype is also a specifier for an MDE as well as for dysthymic disorder. Atypical depression is 

characterized by brightened mood in response to positive events, weight gain or increase in 

appetite, hypersomnnia, feelings of heaviness in limbs, and interpersonal rejection sensitivity that 

results in impairment in social and occupational functioning (American Psychiatric Association, 

2000). In addition, Agosti and Stewart (2001) found that persons with atypical depression were 

more likely to have “greater impairments in [social] functioning, chronic dysphoria, and bipolar 

II disorder,” than persons with non-atypical depression. There is also evidence that MAOI’s are 

especially effective in treating atypical depression (Liebowitz, 1984). For this reason, atypical 

depression is also thought to be biologically based. 

 Postpartum depression is another specifier that can be applied to MDD and dysthymic 

disorder.  It is characterized by the onset of an MDE within 4 weeks postpartum.  Symptom 

presentation may also include preoccupation with infant well-being (American Psychiatric 

Association, 2000). Although biological factors (such as hormonal changes following childbirth) 

are important in predicting postpartum depression, they alone cannot explain its onset (Cooper & 
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Murray, 1997). Other risks include previous history of depression, lack of social support, 

temperament of the child, the nature of the mother-child relationship, sleep deprivation, difficult 

pregnancy or delivery, and other life stresses (Beck, 1996; Cooper & Murray, 1997).  Due to the 

varying risks involved in postpartum depression, numerous approaches have been used to treat 

this form of depression, including pharmacotherapy and individual psychotherapy. 

 MDD with seasonal pattern can be specified as having a seasonal pattern for experiencing 

depression, characterized as a temporal relationship between the onset of an MDE and a 

particular time of year (usually the fall or winter with remission occurring in the spring).  This 

subtype is often referred to as seasonal affective disorder (SAD). Symptoms are commonly 

atypical in nature and may include aenergy, hypersomnia, overeating, weight gain, and a craving 

for carbohydrates (American Psychiatric Association, 2000). Treatment for SAD has focused on 

light therapy and antidepressant medication, both of which have produced significant short-term 

improvement (Pjrek, Winkler, & Kasper, 2005; Terman & Terman, 2005). 

 The DSM subtypes for depression, though still based primarily on symptom presentation, 

are partially influenced by etiology, including biological and psychosocial factors.  Presumably 

due to the specification of etiology, treatments for these DSM subtypes have also been more 

successfully specified than for depressive diagnoses, evident in the implementation of 

pharmacotherapy for the melancholic and atypical subtypes, and the implementation of light 

therapy for SAD. These successes indicate that specifying etiology can be monumentally helpful 

in determining appropriate treatment for various forms of depression. Unfortunately, because 

these DSM subtypes are add-ons to the primary diagnosis (MDD or dysthymic disorder), they 

may often be overlooked; therefore, potential treatment options may be missed. 
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Alternately proposed methods of subtyping depression. Alternate methods for subtyping 

depression are often based equally on various types of etiology and on symptom presentation.  In 

the same way that treatment seems to be more successfully defined for the more etiologically-

based DSM subtypes for depression, appropriate treatment has also been specified for these 

proposed alternate subtypes.   

Other western classification systems such as the ICD-10 understand depression in terms 

of endogenous and reactive subtypes. Endogenous depression is thought to be biologically 

(genetically, hormonally or chemically) based and may appear without predisposing negative 

events. Medication therapy is the preferred treatment for this depressive subtype. Reactive 

depression, on the other hand, is thought to be primarily the result of outside factors such as 

social or environmental stresses rather than biological factors. The endogenous form of 

depression may be similar to the DSM-IV-TR’s melancholic depression, but unlike this DSM 

diagnosis, the endogenous and reactive subtypes are based primarily on etiological factors. 

Nonmelancholic depression has been proposed as a subtype distinct from melancholic 

depression, but it is less understood and not well defined. It may be characterized by response to 

either medication treatment or placebo, and may not have a biological basis (Feinberg, 1992).  

A more general biochemical subtyping method of depression has also been proposed by 

researchers (Kendler et al., 2005; Schatzberg et al., 1982; Ulrich, Haug, Steiglitz, Fahndrich, 

1988).  Though no one method has been agreed upon, treatments would include different 

medication therapies for different identified subtypes. 

A proposed subtyping method by Sidney Blatt (2004) divides depression into anaclitic (or 

dependent) and introjective (or self-critical) types. Anaclitic depression is characterized by 

feelings of being unloved, neglected, and weak.  Anaclitic depression seems to be a cognitively 
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and socially based subtype. Treatment should focus on painful and disrupted interpersonal 

experiences. Introjective depression is characterized by severe self criticism and a need to 

achieve in order to overcome feelings of inferiority and worthlessness. Treatment should focus 

on individuals’ feelings of failure, worthlessness, guilt, self-loathing, and contempt.   

 Arieti and Bemporad (1978, 1980) describe three types of depression based on 

personality styles.  Dominant-other depression is characterized by a need or demand for a highly 

valued person to provide gratification, self-esteem, meaning, and purpose in life.  Treatment 

involves getting the individual to understand that the highly valued person is not necessary.  

Dominant-goal depression is characterized by failure to achieve a specific goal that would 

provide self-esteem and gratification.  Treatment involves the acceptance of alternative or more 

realistic goals.  Self-denying depression is described as a constant character style, where a person 

inhibits gratification, rejects intimate relationships, and feels hopeless and guilty.  No treatment 

is described. 

Aaron Beck (1983) proposed two types of depression that are also based on personality 

styles and interpersonal experiences.  Sociotropic depression is characterized by need for help, 

support and reassurance from others, loneliness, concern with personal and social attributes, and 

worry about the loss of gratification.  Treatment includes changing thoughts about being 

unloved.  Autonomous depression is characterized by a need to maintain autonomy by 

withdrawing from others, a tendency to blame the self for difficulties and reject help, self-

criticism, and continuous depressed mood.  Treatment includes re-establishing self-

determination, competence, and optimism.   

Although these alternative approaches to subtyping depression have some problems 

similar to the problems with the DSM (i.e. they are still categorical and likely have similar 
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heterogeneity and homogeneity issues), what is easily seen regarding several of these alternately 

proposed subtypes of depression is that treatment has been specifically tailored to each particular 

etiologically-based type of depression.  Research has found these treatments to be successful. For 

instance, Blatt & Felsen (1993) determined that distinguishing between anaclitic and introjective 

forms of depression led to better identification of central personality dimensions that interact 

with mutative forces in both short-term and long-term psychotherapy.  With that in mind, we 

now turn our focus to specific etiological factors that are known to influence the risk for and 

onset of depression. 

Risk Factors for Depression and Proposed Treatments 

 Thus far, depressive subtypes have not directly linked etiology to treatment, though in 

many cases they have indirectly, as evidenced in the previous section.  By studying specific risk 

factors, researchers have in many cases been able to link specific etiology effectively to 

appropriate treatment.  Some examples of treatment are included below within the various risk 

factors for depression. 

Biological risk factors. Though biological risk for depression is typically thought of as 

genetic in nature (and certainly genetic vulnerability to depression is well supported and always 

considered), other biological influences can also affect depression. Genetic vulnerability to 

depression has been thoroughly confirmed in research (Hamet & Tremblay, 2005; Souery et al., 

1997; Tsuang & Faraone, 1990).  The support for the hereditary risk of depression is so vast that 

the DSM includes it in its sections on the etiology of the depressive disorders (American 

Psychiatric Association, 2000). Additionally there is evidence that genetic predisposition to 

depression may result in more severe forms of the disorder (Wender et al., 1986), though the 

degree of severity has not been specified. 
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Although it is clear that heredity is a large factor in understanding depression, it has 

remained unclear what exactly is being passed on genetically that influences depression. 

Research has continually suggested that neurotransmitter abnormalities, particularly with the 

serotonin and norepinephrine neurotransmitters, contribute to depression and may aid in 

specifying different types of depression such as melancholic and non-melancholic (Malhi, 

Parker, & Greenwood, 2005). This is why many antidepressant medications have focused on 

altering the levels of these neurotransmitters (Bostwick, 1994). Though findings are mixed with 

regard to serotonin’s influence on depression, Beevers et al. (2008) found evidence which 

suggested that polymorphisms of the serotonin transporter gene (5-HTTLPR) contribute to 

negative thinking, which is a cardinal risk of depression. Additionally, Wilheit et al. (2003) 

found that the 5-HTTLPR long allele was associated with the melancholic subtype of depression 

and the 5-HTTLPR short allele was associated with the atypical subtype of depression, further 

supporting this genetic influence on depression.  

Other potentially non-heritable brain abnormalities have also been shown to be correlated 

with depression.  Although results have been inconsistent, Leuchter et al. (1997) reported that 

four types of structural change in the brain are related to risk for depression: stroke, atrophy, 

white-matter lesions, and deep-gray lesions. Brain research has also led some researchers to the 

conclusion that biological risk for depression is more likely to produce vegetative symptoms. 

Palmer et al. (1996) found that depressed individuals with primarily vegetative symptoms 

performed significantly worse on several measures designed to assess right hemisphere 

functioning and executive functioning than did controls and depressed individuals with primarily 

psychological symptoms. 
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Physical illnesses and diseases are also known to increase the vulnerability for 

depression.  Research has shown that depression is highly comorbid with numerous somatic 

disorders, including pain, thyroid disease, cancer, infections, and cardiovascular problems 

(Robertson & Katona, 1997).  As described previously, the DSM now includes diagnoses of 

depression based on biological factors, including general medical conditions and substance use.  

Treatment would likely focus on the biological condition primarily, with treatment for 

depression as a secondary focus.  

  It is widely known that depressive disorders are significantly more prevalent in women 

than in men (Kessler, 2000; Piccinelli & Wilkinson, 2000).  The DSM also notes the higher 

prevalence of all types of depression in women (American Psychiatric Association, 2000). Many 

explanations have been proposed for this gender difference, including differences in hormones, 

personality and other psychological factors, victimization, the greater likelihood for women to 

engage in ruminating behaviors, societal pressure on women, and women’s tendency to blame 

themselves for their failures (Mazure & Keita, 2006; McGrath et al., 1990; Nydegger, 2008). 

 When biological risk is determined to be present in individuals with depression, research 

tends to show that pharmacological treatment leads to positive outcomes, indicating that this type 

of treatment is optimal for biologically based depression.  However, depression that is influenced 

more strongly by psychological or social factors does not respond as well to pharmacological 

treatment. It is important to keep in mind that the DSM does not allow for the specification of 

biologically vs. psychosocially based depression. Thus, this distinction of treatment options 

cannot be determined using the DSM. Currently, most research on pharmacological treatments 

for depression uses trial-and-error-type methods; if the patient responds well to pharmacological 

treatment, their depression is assumed to have biological contributors, and the pharmacological 
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treatment is continued. Even in these situations, the specific biological mechanism at work 

appears to be confounded because some pharmacological treatments work as well for depressive 

disorders as they do for anxiety disorders (Van Praag et al., 2004). If depressive individuals do 

not show positive outcomes on medication, they are deemed “treatment-resistant” and their 

depression is assumed to be caused by other factors that need to be addressed.  Often, 

psychotherapy is then attempted for these treatment-resistant individuals.  However, in this 

process, several weeks or even months of ineffective treatment has been implemented only to 

later determine that psychotherapy would have been a better option to begin with. 

 Psychological (cognitive and personality) risk factors. Psychological risk factors for 

depression are somewhat difficult to define due to the wide variety of psychological 

characteristics that have been identified and their differences from each other. Typically they 

involve long-standing traits or thought patterns that are consistent over time and difficult to alter. 

Therefore, though some have questioned the temporal relationship between psychological 

characteristics and depression, they are generally thought to develop early and precede the onset 

of depression. The most empirically supported psychological risk factors for depression are 

discussed in this section. 

Aaron Beck has determined that certain cognitive patterns (negative thoughts, schemas, 

and inaccurately negative interpretations of situations) contribute to depression (Beck & Rush, 

1978). These cognitive patterns cause individuals to regard themselves, their experiences, and 

their future in a negative manner, leading to feelings of loss, deprivation, and negative biases 

against the self (Beck et al., 1979). Beck proposes that changing the individual’s thinking style 

and interpretation of their environment (rather than concentrating on the depressed mood) helps 

in alleviating depression. Cognitive therapy is helpful in this respect.    
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 Clark (2005) proposed that certain temperaments predispose individuals to experience 

depression.  She defines three types of temperament: positive affectivity, negative affectivity, 

and inhibition, with lack of positive affectivity being the best predictor of depression. Lack of 

positive affectivity and negative affectivity may also influence the development of depression in 

children and adolescents (Lonigan, Phillips & Hooe, 2003). Additionally, Petrocelli et al. (2001) 

determined that positive and negative affectivity aided in predicting depression severity.  

Specific personality factors have also been shown to influence depression. Research has 

consistently shown that high levels of neuroticism and low levels of extraversion are significant 

predictors of depression (Anderson, 1995; Jorm, Christensen, Henderson, Jacomb, Korten, & 

Rodgers, 2000; Jylha & Isometsa, 2006). In addition, Van Os, Park, and Jones (2001) found that 

neuroticism mediates the relationship between genetic effects and the likelihood of experiencing 

stressful life events, which are often predecessors for experiencing depression.  Interpersonal 

sensitivity has also been linked to depression.  Sakado et al. (1999) determined that individuals 

with high interpersonal sensitivity were more likely to have experienced lifetime depression. 

However, beyond being associated with depression, little research has been conducted on ways 

to subtype or treat depression using personality factors, other than research by Sidney Blatt using 

the Depressive Experiences Questionnaire (Blatt & Zuroff, 1992).  

Finally and importantly, the relationship between self-esteem and depression is well 

documented, with low self-esteem and depression highly likely to co-occur (Joiner, Katz, & 

Lew, 1999; Kernis, Grannemann, & Mathis, 1991; Lewinsohn, Hoberman, & Rosenbaum, 1988; 

Roberts & Monroe; 1992). In fact, Blatt’s and Beck’s theoretical frameworks for depression 

(discussed previously) include self-esteem as a cardinal feature of depression. It has been 

speculated as to whether self-esteem is actually a risk factor for depression (or if, conversely, 
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depression lowers self-esteem) since self-esteem itself is strongly influenced by other factors. To 

clarify this causal issue, Orth, Robins, & Roberts (2008) found that low self-esteem does indeed 

predict subsequent levels of depression. However, the fact that low self-esteem is a criterion of 

depression (thus leading to criterion contamination when predicting depression based on self-

esteem) has unfortunately not been considered by these lines of research. In any case, individual 

psychotherapy is usually implemented to improve self-esteem for depressed individuals.  

Psychological causes of depression are typically treated through various forms of 

psychotherapy.  Beck proposed cognitive therapy, which has become extremely popular for 

treating depression; however, many other therapies are also used, including psychodynamic 

psychotherapy (which focuses on past issues) and interpersonal psychotherapy (which focuses on 

present issues). Such therapies have been successful in producing long-term positive results for 

depressed individuals (Imber et al., 1990). 

 Social risk factors. A vast array of social and environment risk factors have been 

determined to influence experiences of depression. These include both past and present risks, 

which may have short or long-standing influence. Those with substantial amounts of evidentiary 

support (including the effects of life stress, social support, early environment, marital status, 

culture, and socioeconomic status on depression) are discussed in this section. 

 Perhaps the majority of research involving social factors and subsequent onset of 

depression is research that has focused on the role of perceived life stress caused by negative life 

events. Life stress can include any recent stressful event or ongoing environmentally stressful 

situation that the individual perceives as such, including but certainly not limited to difficulty at 

work or loss of job, difficulty in school, financial stress, dysfunctional interpersonal 

relationships, presence of children in the home, grief, and trauma. Brown & Harris (1978) point 
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out that loss and disappointment are central features of many life events that bring about 

depression. However, the relationships between life stresses and depression are quite complex. 

Nezu & Ronan (1985) suggest that there is not a simple direct relationship between life stress 

and depression; rather, other factors are involved (e.g. high level of current problems, difficulty 

with social problem solving) that, when experienced in conjunction with life stress, more reliably 

predict depressive symptoms.  More recent research suggests that people who possess certain 

personality styles or who are already prone to depression (perhaps genetically) may influence or 

have a different reaction to their life stresses and interpersonal problems, or in some cases even 

select themselves into high-risk environments, which further increases the vulnerability for 

depression (Blatt, 2004; Blatt & Zuroff, 1992; Kendler et al., 2004; Kendler, Karowski, & 

Prescott, 1999; Kendler, Neale, Kessler, Heath, & Eaves, 1993; Zuroff et al., 2004). Other lines 

of research have proposed that increased life stress is more influential for the initial onset of 

depression, calling this first episode an “environment-sensitive” depressive episode (Post, 1992). 

This research also holds that subsequent depressive episodes are less likely to be 

environmentally triggered, possibly due to the brain’s increased vulnerability to stress, which 

results in less perceived life stress required for recurrent episodes to occur. Speculation has long 

existed over whether poor adjustment to social or environmental stresses should even be thought 

of as depression. Possibly as a response to this difficulty, the DSM-IV-TR now includes an 

adjustment disorder with depressed mood subtype (American Psychiatric Association, 2000). 

However, differentiating what qualifies as depression and what qualifies as adjustment disorder 

according to the DSM-IV-TR remains quite unclear. 

 Social support has also been found to influence depression, and has also been strongly 

researched as an important buffer against depression (Cohen & Willis, 1985). In these studies, 
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researchers have found that persons with more social support are less likely to experience 

depression, whereas persons who perceive they have few close relationships or that their 

relationships are inadequate are more likely to experience depression (Billings, Cronkite & 

Moos, 1983; Dean & Ensel, 1982; Dean, Lin, & Ensel, 1981). Dean & Ensel (1982) found that 

among the social variables they evaluated (life events, social support, self competence) social 

support was the most significant predictor of depression, regardless of age or gender. However, 

research also suggests that women may be more influenced by social support than men. Taylor & 

Turner (2001) found that for women, variations in “mattering to others” are predictive of 

depression, but this trend was not found with men. Dean & Ensel (1982) determined that for 

younger females, social support mediated the relationship between life events and depression as 

well as between self competence and depression. Again, this effect was not observed for males. 

In regard to social support as a buffer, Windle (1992) asserted that social support mitigates the 

relationship between stressful life events and depression. Numerous other studies have reported 

similar findings, with social support acting as a buffer against the negative effects of life stress, 

including psychological and physical symptoms (Bowlby, 1973; Cohen & Wills, 1985; Hirsch, 

1980). 

There are large amounts of empirical support that show that early environment has a 

significant impact on the development of depression.  Research shows that early life stress and 

dysfunctional parental styles contribute to depression and may even produce different subtypes 

(Blatt & Homann, 1992; Gladstone et al., 2004; Goodman & Gotlib, 1999; Gunnar, 2002; Heim 

et al., 2005; Ingram & Ritter, 2000; Parker et al., 1997).  George, Herman, & Ostrander (2006) 

found that family environments marked by less cohesiveness, less intellectual/cultural pursuits, 
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less expressiveness, less independence and activity, higher levels of control, and greater conflict 

were associated with depression and conduct disorder in children.  

The discussion of early environment brings to light a confounding variable in the 

depression literature. Although there is clear empirical support for a genetic link to depression, 

simply determining the presence of depression in parents, siblings, and other genetic relatives 

may not qualify as successfully determining if a genetic link is present. Parents who are 

depressed may create an environment for their children which increases the child’s later 

vulnerability for depression that has little to do with genetic predisposition (Freden, 1982). In 

contrast to an early environment with parents present, Brown & Harris (1978) determined that 

the death of a parent at an early age leaves individuals particularly vulnerable to depression. 

 Research has also continually shown that marital status affects depression, with 

unmarried persons more likely to be depressed (Ensel, 1982; Lin et al., 1980; Radloff, 1977). 

This effect is related to the social support literature in that the presence and support of a spouse is 

an extremely important form of social support especially in middle and later adulthood. 

Similarly, the loss of a loved one, particularly a parent and even as early as childhood, also 

influences depression (Freden, 1982). 

 Recent research has focused on the effects of culture on depression.  Finch, Kolody, and 

Vega (2000) found a direct relationship between perceived discrimination and depressive 

symptoms for Mexican-origin adults in the United States.  In addition, acculturation appeared to 

have a moderating effect on this relationship, with greater acculturation predicting more positive 

outcomes.  Acculturative stress alone has also been linked to higher levels of depression (Hovey, 

2000); however some interesting effects have also been noted.  Specifically, higher levels of 

acculturation have actually been found to predict higher levels of depression, presumably due 
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either to the loss of cultural identity or to the stress that comes with trying to maintain two 

cultural identities (Oh, Koeske, & Sales, 2002).  Additionally, low socioeconomic status (with 

minorities being at higher risk of falling in low SES) has also been linked to depression (Hovey, 

2000). 

 Though socioeconomic status (SES) can be considered a form of life stress, it transcends 

other life stresses in that it is usually a long-standing condition over which the individual may 

have little control. It is also directly related to other negative life circumstances, including lack of 

education, unemployment or underemployment, financial strain, and access to health resources, 

among others. Research continues to support the determination that low SES predicts depression 

(Ritsher et al., 2001; Turner & Lloyd, 1999; Warheit, Holzer, & Schwab, 1973). Ritsher et al. 

(2001) even found evidence that parental SES predicts offspring depression.   

 Treatment for social and/or environmental dysfunction associated with depression is not 

well established because the relationship between depression and these social factors is often 

complex and difficult to understand. Particularly, notable effects are likely bidirectional at least; 

i.e. social factors may predict depression but can also worsen because of depression. Research 

over the past several years has shown that cognitive therapy improves social functioning in 

depressed individuals (Hollen & Garber, 1990; Ito et al., 2001; Scott et al., 2000; Vittengl et al., 

2004), indicating that dysfunctional social functioning may be an effect of depression. Future 

research may show that healthy social functioning acts as a buffer against the negative impact of 

life stresses and depression. In addition, combined treatments, which include pharmacotherapy 

and psychotherapy, have also been shown to improve social functioning in addition to depression 

(Molenaar et al., 2007). 
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Risk Models 

 Research has not stopped at examining individual risk factors and their influence on 

depression. As the diathesis-stress model has gained increased support, similar vulnerability 

models for depression have also been developed. For instance, a study by Hammen et al. (1985) 

determined that individuals with depressive cognitive schemas experienced more depression 

when presented with schema-congruent negative life events, compared to individuals without 

depressive cognitive schemas. Thus, cognitive patterns and certain life events were interacting to 

influence depression. 

By studying the risk factors of depression and the symptoms they are known to cause, as 

well as the combination of risk factors in vulnerability models, etiology may be more effectively 

linked to treatment for depression.  Because focusing on etiology has the potential to lead to 

more effective and appropriate treatment for different forms of depression, it appears that we 

need a model that takes into account all potential etiology for depression (including biological, 

psychological and social risks).  

In contrast to previous researchers who considered only some forms of etiology, 

considering all potential risk factors for depression can reduce the possibility that influences on 

depression may be missed. Considering all known etiological risk factors for depression may 

also provide a better understanding of why treatments that combine pharmacological and 

therapeutic interventions work best for some depressed individuals, whereas limiting treatment to 

one or the other works better for other depressed individuals. Several studies have called for and 

attempted such integrative models (Luyten & Blatt, 2007; Luyten et al., 2006; Nydegger, 2008; 

Parker et al., 1999; Schotte et al., 2006; Simons et al., 1995). Unfortunately, though these 

researchers bring to light many important points and propose promising models, thus far, no one 
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model has successfully provided a comprehensive view of the factors involved in depression 

with successful comprehensive treatment linked to this integrated understanding. The 

biopsychosocial model may be the solution to this problem.  

Rationale - The Biopsychosocial Model 

The biopsychosocial model proposes that biological, psychological (emotional or 

cognitive), and social (or environmental) factors all play a role in the presentation of a disease or 

disorder. This approach to diagnosis and treatment originated in the medical field with George 

Engel (1980) asserting: 

The crippling flaw of the [biomedical] model is that it does not include the patient and his 

attributes as a person, a human being. Yet in the everyday work of the physician the 

prime object of study is a person, and many of the data necessary for hypothesis 

development and testing are gathered within the framework of an ongoing human 

relationship and appear in behavioral and psychological forms, namely, how the patient 

behaves and what he reports about himself and his life. The biomedical model can make 

provision neither for the person as a whole nor for data of a psychological or social 

nature...  

The same can be said of the psychosocial model, in which biological risk factors of disorders 

have historically been less emphasized and sometimes ignored. In contrast to these limited 

models, Engel encouraged physicians and psychiatrists to adopt a biopsychosocial model in 

order to understand human suffering, wherein both biomedical and psychosocial factors are 

considered in the evaluation process. Engel (1980) further proposed understanding disease in 

terms of a hierarchical systems theory, in which the person is situated in the middle of a 

continuum of systems ranging from subatomic particles within that person to the overall 
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biosphere the person inhabits, with each system influencing the others (see Figure 1). Applying 

this systems theory to the case of depression, risk factors such as cultural difficulties, early 

environment, interpersonal problems, brain abnormalities, and genetic abnormalities fit into the 

systems categories of culture-subculture, family, two-person, tissues, and cells, respectively. 

Such impacts on these systems increase the vulnerability to disease or disorder, and interplays 

between the systems cause these vulnerabilities to spread. 

Several studies, recognizing the need for an understanding of depression that goes 

beyond assessment of symptoms, have also attempted to integrate biological, psychological, and 

social approaches to diagnosing depression (Clark, 2005; Gold & Chrousos, 2002; Heim et al., 

2005; Kendler, Gardner, & Prescott, 2002; Luyten et al., 2006). All of these studies found that 

interactions among etiological factors, including biological processes, life stress, personality 

traits, and thinking style, affect the development of depression.  However, as stated previously, 

though many studies have incorporated biopsychosocial aspects into interaction models aimed at 

better understanding depression, the details and validity of a specific biopsychosocial model 

have yet to be established by research.  It has been frequently proposed as a basis for diagnosis 

and treatment (Luyten et al., 2006, 2007; Schotte et al., 2006), but I found no empirical support 

for its successful implementation in assessing and treating depression.  Additionally, it has been 

criticized for its somewhat ambiguous definition (McLaren, 1998).   

The Present Study 

The current aims of this study were threefold: to test the validity of the biopsychosocial 

model by examining all of the various known biological, psychological, and social influences on 

the presence, duration, and severity of depression; secondly, to propose a method for subtyping 
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depression using the biopsychosocial model; and finally, to examine differential treatment for 

these subgroupings.  

Hypothesis 1: The presence of depression is better explained by examining all of the 

biopsychosocial factors than by examining only biological factors, only psychological factors, or 

only social factors.  

Regarding the validity of the biopsychosocial model, Hypothesis 1 stated that the 

presence of depression is better explained by examining all of the biopsychosocial factors than 

by examining only biological factors, only psychological factors, or only social factors. Thus, by 

examining biological, psychological, and social risk factors, a greater incidence of depressed 

persons would be identified than by examining only biological risk factors, only psychological 

risk factors, or only social risk factors. This hypothesis was intended to indicate support for the 

biopsychosocial model (as well as for other interactive models that have been proposed) by 

demonstrating its superiority to strictly biomedical or psychosocial models of understanding 

depression.  

Hypothesis 2: More types of risk factors will be related to (2a) more severe and (2b) more 

chronic depression.  

Hypothesis 2 involves the relationship between having more types of risk factors and the 

increasing severity and/or chronicity of depression for individuals. Specifically, Hypothesis 2a 

stated that more types of risk factors would result in more severe depression. Hypothesis 2b 

stated that more types of risk factors would result in more chronic (or recurrent) depression. 

These rationales were based on the premise that more risk factors create increased vulnerability, 

which is further increased by the interplays of the risk factors.  
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Hypothesis 3: Conceptualizing depressed persons according to etiological risk will be linked to 

different groupings of present symptoms; specifically, (3a) those with only biological risk will 

more likely experience vegetative and psychomotor symptoms, (3b) those with only 

psychological risk will more likely experience thought-based symptoms, (3c) those with only  

social or environmental risk will more likely experience reactive symptoms, (3d) those with a 

combination of biological and psychological risks will more likely experience vegetative, 

psychomotor, and thought-based symptoms, (3e) those with a combination of biological and 

social/environmental risks will more likely experience vegetative, psychomotor, and reactive 

symptoms, (3f) those with a combination of psychological and social/environmental risks will 

more likely experience thought-based and reactive symptoms, and (3g) those with a combination 

of all risks will more likely experience all types of symptoms. 

Hypothesis 3 indicates that using a biopsychosocial approach to subtyping depression 

would result in more etiologically-similar, construct-valid subtypes in which the most suitable 

treatment for each subtype could potentially be better specified. To date, no researcher has 

applied the biopsychosocial model in this manner. To this end, Hypothesis 3 stated that 

conceptualizing depressed persons according to etiological risk would result in different 

groupings of present symptoms. Although risks are conceptualized continuously for Hypothesis 

3, it is useful to consider risks as relating to specific subtypes as well. To achieve such an 

outcome, risks were defined according to whether they were considered substantial or not, and 

then respondents were divided into risk-based subtypes. These subtypes were used in later 

hypotheses, but are defined here for conceptual purposes and further clarification of Hypothesis 

3. The specification of groups/subtypes were as follows: those with only substantial biological 

risk comprised Subtype 1, those with only substantial psychological risk comprised Subtype 2, 
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those with only substantial social or environmental risk comprised Subtype 3, those with a 

combination of substantial biological and substantial psychological risks comprised Subtype 4, 

those with a combination of substantial biological and substantial social/environmental risks 

comprised Subtype 5, those with a combination of substantial psychological and substantial 

social/environmental risks comprised Subtype 6, and those with a combination of all three 

substantial risks comprised Subtype 7. See Table 1 for visual aids regarding these subgroups. For 

an explanation of how substantial risks were determined, see the “Measuring risk factors” 

subsection in the Method section.  

Based on the research showing the commonality of certain symptoms in persons with 

specific risk factors, Hypothesis 3 predicted that symptom patterns for depressed individuals are 

influenced by the subtype (specified above) to which they belong. However, before getting into 

the specifics of this hypothesis, it is important to note that mood symptoms such as sadness and 

emotional distress were assumed to be present for all subtypes. Hypothesis 3a stated that those 

with only biological risk (related to Subtype 1) would be more likely to experience vegetative 

and psychomotor symptoms, such as changes in sleep and weight, and feeling slowed down or 

restless. Hypothesis 3b stated that those with only psychological risk (related to Subtype 2) 

would be more likely to experience thought-based symptoms, such as feeling less self-confident, 

guilty and/or worthless. Hypothesis 3c stated that those with only social/environmental risk 

(related to Subtype 3) would be more likely to experience reactive symptoms, such as loss of 

interest in things, discouragement, and feelings less cheerful. Hypothesis 3d stated that those 

with a combination of biological and psychological risks (related to Subtype 4) would be more 

likely to experience vegetative, psychomotor, and thought-based symptoms. Hypothesis 3e stated 

that those with a combination of biological and social/environmental risks (related to Subtype 5) 
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would be more likely to experience vegetative, psychomotor, and reactive symptoms. Hypothesis 

3f stated that those with a combination of psychological and social/environmental risks (related 

to Subtype 6) would be more likely to experience thought-based and reactive symptoms. 

Hypothesis 3g stated that those with a combination of all risks (related to Subtype 7) would be 

more likely to experience all types of symptoms. See Table 2 for a visual description of this 

hypothesis.  

Hypothesis 4: The seven identified subtypes of persons will show different levels of severity of 

their depression; specifically, (4a) those with only substantial biological risk will more likely 

experience more severe depression than those with only substantial psychological risk or those 

with only substantial social/environmental risk, (4b) those with a combination of substantial 

biological and substantial psychological risks and those with a combination of substantial 

biological and substantial social/environmental risks will more likely experience more severe 

depression than those with only one type of risk as well as those with a combination of 

substantial psychological and substantial social/environmental risks, and (4c) those with a 

combination of all substantial risks will more likely experience more severe depression than 

those with only one or two types of substantial risks.  

These same groupings of depressed persons were predicted to show different levels of 

severity and chronicity of depression. Hypothesis 4 was based on research showing that 

biologically based depression may be more severe than depression influenced by other 

etiological factors, and that multiple influences of depression increase its severity. See Figure 2 

in the Appendix for visual representations of the predicted effects.  

Hypothesis 5: The seven identified subtypes of persons will show different levels of chronicity of 

their depression; specifically, (5a) those with only substantial biological risk will more likely 
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experience more chronic depression than those with only substantial psychological risk or those 

with only substantial social/environmental risk, (5b) those with a combination of substantial 

biological and substantial psychological risks and those with a combination of substantial 

biological and substantial social/environmental risks will more likely experience more chronic 

depression than those with only one type of risk as well as those with a combination of 

substantial psychological and substantial social/environmental risks, and (5c) those with a 

combination of all substantial risks will more likely experience more chronic depression than 

those with only one or two types of substantial risks.  

Similar to Hypothesis 4, Hypothesis 5 was based on research showing that biologically 

based depression may also be more chronic than depression influenced by other etiological 

factors. Hypothesis 5 stated that the seven identified subtypes of persons would show different 

patterns of chronicity of their depression. See Figure 3 in the Appendix for visual representations 

of the predicted effects. It is clear that these hypothesized effects follow the same patterns as 

those proposed in Hypothesis 4. 

Hypothesis 6: (6a) Individuals in Subtype 1 who received pharmacological treatment have less 

severe depression than individuals in this group who did not receive this treatment, (6b) 

individuals in Subtypes 2, 3, and 6 who received psychotherapy have less severe depression than 

individuals in these groups who did not receive this treatment, and (6c) individuals in Subtypes 

4, 5 and 7 who received combined treatments (pharmacological treatment and psychotherapy) 

have less severe depression than individuals in these groups who did not receive combined 

treatment.  

Support for Hypotheses 3, 4 and 5 would suggest that the depressive subgroup would 

give an indication of appropriate form of treatment. For example, those with primarily biological 
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risks who experience mainly vegetative and psychomotor symptoms may be more likely to 

benefit from pharmacological treatment (as has been shown in research), whereas those with 

thought-based or reactive symptoms may be more likely to benefit from psychotherapy. Those 

with two categories of risks may have slightly more severe depression and may require a 

combination of treatment. Those with all etiological risks will show multiple types of symptoms, 

and experience more severe depression than any of the other groups, indicating a particularly at-

risk subtype that is more likely to require multiple forms of treatment. 

In line with these predictions, in order to link appropriate treatment to the previously 

specified biopsychosocially-based subtypes, it was predicted that individuals who happened to 

have received subtype-appropriate treatment were functioning better than those who did not. The 

hypothesized subtype-appropriate treatments were based on previously summarized research 

showing that pharmacological treatment is more effective with biologically based depression and 

psychotherapy is more effective in treating psychosocially based depression.  

It is important to note that in order to effectively address Hypothesis 6, a longitudinal 

study is necessary. Unfortunately, the chosen dataset was cross-sectional and thus could not 

address this hypothesis as effectively as possible. This is a limitation of the dataset that was not 

overlooked and was taken into account when interpreting the results of this hypothesis.  
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CHAPTER II 

METHODS 

Dataset: National Comorbidity Survey - Replication 

The stated hypotheses were evaluated through secondary data analysis using the National 

Comorbidity Survey – Replication (NCS-R), a nationally representative community household 

survey of a United States probability sample funded primarily by the National Institute of Mental 

Health (NIMH). The NCS-R was completed ten years after the NCS was conducted (Kessler et 

al., 1994). The aim of the NCS, which was the first nationally represented mental health survey 

in the United States to use a fully structured diagnostic research interview, was to assess the 

prevalences and correlates of disorders in the Diagnostic and Statistical Manual – Third Edition 

- Revised. Data collection for the NCS occurred from 1990 to 1992. The general aims of the 

NCS-R (similar to the NCS) were to determine the prevalence and correlates of mental disorders 

in the United States, impairments associated with these disorders, and treatment patterns. The 

NCS-R had two additional major aims: (1) to examine time trends of mental disorder prevalence 

and service use over the decade of the 1990s, and (2) to obtain more information about several 

topics either not covered in the original NCS or covered in less depth than could be obtained 

(Kessler & Merikangas, 2004). For example, because the NCS-R used diagnostic criteria from 

the DSM-IV, prevalences of disorders in the new version of the manual were obtained. The NCS-

R also expanded assessment of clinically significant distress and impairment associated with 

disorders. Another addition to the NCS-R was the inclusion of criteria for child and adolescent 

disorders, impulse-control disorders, and personality disorders. Personality disorders were 

assessed using a screening version of the International Personality Disorder Examination (IPDE; 

Loringer, Sartorius, & Janca, 1996). Data collection for the NCS-R occurred from 2001 to 2003. 
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Participants 

 The NCS-R data collection was based on a multi-stage area probability sample conducted 

in a total of 252 geographic areas across the United States. The survey was administered to non-

institutionalized adults aged 18 or older residing in households or campus group housing located 

in the continental United States. Exclusions for the NCS-R included institutionalized persons, 

those living on military bases, and non-English speakers. 

 The NCS-R included an otherwise representative sample of all adults. A total of 13,054 

sampled housing units were screened for eligible adults. If possible, two eligible adults from the 

same household were selected to participate. Part 1 of the survey, which included core diagnostic 

assessment, was administered to 9,282 eligible respondents, yielding a 70.9% response rate 

among primary respondents – those who were originally selected from the household. An 80.4% 

response rate was observed among secondary respondents, those who lived in the same 

household as the primary respondent. Part 2 of the survey, which included risk factors, service 

use, and additional disorders, was administered to 5,692 of the Part 1 respondents who showed 

evidence of clinical impairment (Kessler et al., 2004). 

Selection and exclusion criteria. Importantly, for unknown reasons, only a portion of the 

sample responded to questions regarding family (biological) risk for depression. Therefore, a 

smaller sample of 3,126 respondents who answered questions about family risk for depression 

was examined further. This sample more accurately addressed the model presented in this study. 

MANOVA analyses were conducted in order to determine differences in the variables of interest 

between respondents who did answer questions about family risk and respondents who did not.  

The MANOVA analyses did not produce significant differences in the variables of interest based 

on the presence or absence of family risk data F (1, 7169) = .32, p = .57.   
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In addition, this study ruled out respondents with major medical illnesses or conditions 

(such as cancer and chronic lung disease) and substance abuse or dependence because the 

presence of any of these conditions would confound conclusions as to the cause of vegetative 

symptoms of depression. Other rule outs included a diagnosis of bipolar disorder, cyclothymic 

disorder, or schizophrenia. Participants who were not raised by their biological mother or father 

were also ruled out, because including these participants would introduce random error variance 

for the biological variables assessed. These rule-outs yielded a final sample of 2,513 respondents 

who were used for hypothesis testing. 

Hypothesis 1 used all 2,513 respondents. To evaluate Hypotheses 2-6, which addressed 

outcomes specific to depression, only respondents given a depression diagnosis (dysthymic 

disorder lifetime or major depressive disorder lifetime) were considered in the analyses, yielding 

a sample of 378 respondents for these hypotheses when using mean substitution for the variables 

of interest. However, for Hypotheses 2b and 5, missing values were retained as missing for the 

depression chronicity outcome variable because employing mean substitution for this variable 

created high leptokurtosis. This resulted in a diminished sample of 252 respondents. 

Additionally, to evaluate Hypothesis 6, only respondents who had seen a professional for sadness 

were considered in the analyses, yielding a total sample of 138 respondents for these analyses. 

 Table 3 represents demographic characteristics of participants used in this study. The 

sample consisted of 1,416 women (56.3%) and 1097 men (43.7%), with respondents’ age 

averaging 47 years (SD = 18.19, range = 18-98). The majority of respondents identified as Non-

Latino White (75.3%), with 10.7% identifying as African American, 8.8% identifying as 

Hispanic, and 5.2% identifying as other races/ethnicities. The majority of respondents were also 

married (57.6%), with 18.3% being never married, and 24.1% being divorced, separated, or 
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widowed.  Regionally, 18.5% of respondents were from the Northeast portion of the United 

States, 26.9% were from the Midwest, 33.7% were from the South, and 20.9% were from the 

West. Educationally, a smaller portion of respondents had completed 11 years of education or 

fewer (13.8%), with other educational categories being about equal: 12 years (29.7%), 13-15 

years (28%), and 16 years or greater (28.5%). In terms of employment status, 62.3% of 

respondents were employed, 11.1% were unemployed, and 26.3% were not in the labor force. 

Measures 

The NCS-R interview schedule was a modified form of the World Health Organization’s 

(WHO) expanded version of the Composite International Diagnostic Interview (CIDI), 

developed for the World Mental Health (WMH) Survey Initiative. The instrument is more easily 

referred to as the WMH-CIDI (Kessler & Ustun, 2004). Table 4 shows an outline of the WMH-

CIDI. Data fell into 41 different sections, including symptoms and diagnoses for mental 

disorders (22 sections, including major depressive disorder, major depressive episode, and 

dysthymia), functioning and comorbidity (4 sections), treatment and pharmacoepidemiology (2 

sections), risk factors (4 sections, including personality, social networks, childhood experiences, 

and family burden), socio-demographics (6 sections), and methodological issues (2 sections, 

including rule-ins for part II of the interview and interviewer observations). 

Regarding diagnoses, the WMH-CIDI diagnostic sections included as much information 

as possible about respondents with sub-threshold cases of disorders. The NCS-R later sub-

divided diagnoses into diagnoses with hierarchy (included respondents who met full criteria for 

disorders) and diagnoses without hierarchy (included respondents who met sub-threshold criteria 

for disorders). Additionally, diagnoses were assessed for lifetime, 12-month and 30-day 

prevalence.  This study evaluated individuals with lifetime diagnoses of dysthymic disorder with 
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hierarchy or major depressive disorder with hierarchy as the other diagnosis variables had mostly 

missing values. 

 For the purposes of this study, variables relevant to the hypotheses are identified and their 

measurement formats are described.  See Tables 5 and 6 for visual descriptions of the relevant 

variables. 

Measuring risk factors. Biologically based risk factors were examined by using the 

following variables: close relative with depression: 1st mention, close relative with depression: 

2nd mention, close relative with depression: 3rd mention, and close relative with depression: 4th 

mention. These variables were nominal and coded according to the type of relative mentioned, 

with categories for mother/father and sister/brother (2 = mother/father, 4 = brother/sister, 6 = 

son/daughter, 7 = spouse/partner). For each variable, responses in which the relative mentioned 

was mother/father or sister/brother were recoded as positive scores for biological risk (1). For 

each participant, positive scores for these variables were summed, with possible scores ranging 

from 0 to 4. These sums were standardized using z-scores to create one variable called biological 

risk. Participants with z-scores of +1.00 (which was equivalent to a raw score of .35) and above 

were determined as having substantial biological risk. Another variable called substantial 

biological risk (1 = yes, 0 = no) was created that dichotomized the biological risk variable based 

on the cutoff score of +1.00. This resulted in any respondent who had one family member with 

depression being coded as positive for substantial biological risk. 

Psychologically based risk factors were examined by using the following variables: often 

felt empty inside, felt uncomfortable/helpless when alone, ask advice/reassurance about everyday 

decisions, keep to myself even when others around, feel awkward in social situations, and others 

make fun behind my back. These variables were nominal and were coded as true (score of 1) or 



36 

 

false (score of 0). As will be discussed later, many participants were missing data for at least one 

variable examined.  Mean substitution was used to fill in missing cases so as to create one 

psychological risk variable.  For each respondent, responses were averaged, which had the effect 

of creating a continuous variable for psychological risk.  These averaged scores were 

standardized using z-scores to create one variable called psychological risk. Participants with z-

scores of +1.00 (which was equivalent to endorsing two or more risk factors) and above were 

determined as having substantial psychological risk. Another variable called substantial 

psychological risk (1 = yes, 0 = no) was created that dichotomized the psychological risk 

variable based on the cutoff score of + 1.00. 

Socially based risk factors were examined by using the following variables: how 

emotionally close were you w/her (mother) when growing up (1 = very, 2 = somewhat, 3 = not 

very, 4 = not at all), how emotionally close were you w/him (father) when growing up (1 = very, 

2 = somewhat, 3 = not very, 4 = not at all), marital status (1 = married/cohabiting, 2 = 

divorced/separated/widowed, 3 = never married), rate current marriage/relationship (0-10 where 

0 = worse possible marriage/relationship, 10 = the best; reverse scored), how often relatives 

make too many demands on you (1 = often, 2 = some, 3 = rarely, 4 = never; reverse scored), how 

often friends make too many demands on you (1 = often, 2 = some, 3 = rarely, 4 = never; reverse 

scored), how much can you open up to friends and talk about worries (1 = a lot, 2 = some, 3 = 

little, 4 = not at all), amount of difficulty paying monthly bills (1 = very difficult, 2 = somewhat 

difficult, 3 = not very difficult, 4 = not at all difficult; reverse scored), years of education (1 = 0-

11 years, 2 = 12 years, 3 = 13-15 years, 4 = greater than or equal to 16 years; reverse scored) 

and feel close in your ideas/feelings w/ people of same racial descent (1 = very close, 2 = 

somewhat close, 3 = not very close, 4 = not at all). As will be discussed later, many participants 
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were missing data for at least one variable examined.  Mean substitution was used to fill in 

missing cases so as to create one social risk variable.  Each of the social risk variables was 

standardized using z-scores and then averaged to create one variable called social risk. The 

original proposal designated that participants with z-scores of +1.00 and above would be 

determined as having substantial social (environmental) risk. However, an examination of the 

social risk variable showed the distribution to be leptokurtotic (Kurtosis = 1.37, SE = .10). This 

was likely due to mean substitution. Thus, a z-score of +0.50 was used as the cutoff for 

substantial social risk so as to retain important clinical information from this variable. Another 

variable called substantial social risk (1 = yes, 0 = no) was created that dichotomized the social 

risk variable based on the cutoff score of + 0.50. Additionally, in order to create a standardized 

variable indicating all of the risk factors possessed by each respondent, an average z-score over 

all of the composite risk factor variables was created called total risk factors.  

To conceptualize Hypotheses 3-5 and to address Hypothesis 6, another variable named 

subtype was created; it identified the subtype to which each respondent belonged, coded 0-7 

(specified by Hypotheses 3-6; see Table 1). 

Measuring depression symptoms. Symptoms of depression were examined using the 

following variables: for vegetative symptoms items were gained weight without trying, lost 

weight without trying, trouble sleeping most nights, slept more than usual most nights, low 

energy, and tired without work most days. For psychomotor symptoms items were talk more 

slowly than usual most days, and so restless couldn’t sit still or paced. For thought-based 

symptoms items were nothing could cheer you most days, felt hopeless about the future most 

days, nothing fun though good things happening, lost self-confidence, felt not as good as others 

most days, worthless feeling most days, felt guilty most days, and often thought of death. For 
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reactive symptoms items were discouraged about life, lost interest in enjoyable things, unusual 

indecisiveness, unable to cope with daily responsibilities, and alone rather than with 

friends/relatives. The mood items were sadness episode lasted all day for 2+ weeks, emotional 

distress so severe could not carry out activities, cried often, and felt irritable/grouchy/moody 

most days. An additional item was more trouble concentrating most days. These variables were 

nominal and coded as yes (1) or no (0). A new variable named standardized depressive 

symptoms was created that consisted of the standardized sum of present symptoms listed above 

for each respondent. See Table 6 for a visual array of these variables. A reliability analysis was 

conducted on these 25 depression symptoms, which yielded a Cronbach’s α of .96, indicating 

strong reliability for these symptoms. Reliability analyses were also conducted on the symptom 

groupings listed above. These analyses yielded Cronbach’s αs of .79 for vegetative/psychomotor 

symptoms (7 items), .93 for thought-based symptoms (8 items), and .86 for reactive symptoms (5 

items). 

To address Hypothesis 3, another new variable named symptom group was created with 

“prominent” defined according to the cutoffs described in the next paragraph. The symptom 

group variable was coded 0 = no prominent symptoms, 1 = vegetative and psychomotor 

symptoms are prominent, 2 = thought-based symptoms are prominent, 3 = reactive symptoms are 

prominent, 4 = vegetative, psychomotor, and thought-based symptoms are prominent, 5 = 

vegetative, psychomotor, and reactive symptoms are prominent, 6 = thought-based and reactive 

symptoms are prominent, and 7 = all 3 symptom types are prominent. These subgroupings 

produced 8 symptom groups. To determine symptom prominence, symptoms within each 

symptom type (i.e. vegetative/psychomotor, thought-based and reactive) were added, and the 
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total number of symptoms in each symptom type was standardized using z-scores. 

Determinations of cutoffs are described below.  

The original proposal designated that for each symptom type (vegetative/psychomotor, 

thought-based and reactive), participants whose z-scores fell above +1.00 would be considered to 

have those symptoms as prominent. However, an examination of the frequencies resulting from a 

symptom group variable created with that level of cutoff showed that the variable classified the 

majority of the sample into group 7 (all symptom types prominent), making hypothesis analysis 

using that variable difficult. These discrepant group numbers were the result of most respondents 

having at least some of all types of symptoms, which made a cutoff of +1.00 not useful. 

Therefore, a cutoff of +1.50 was used for each symptom cluster to classify respondents for the 

symptom group variable, resulting in slightly more similar group sizes but still producing small 

subgroups.  Thus, group 2 (thought-based symptoms prominent), group 3 (reactive symptoms 

prominent), and group 6 (thought-based and reactive symptoms prominent) were combined into 

one group in order to increase group size but also maintain theoretically based categorization.  

The resulting six symptom groups were used in the discriminant function analysis that evaluated 

Hypothesis 3. 

Measuring depression diagnoses and outcomes. Presence of depression was examined by 

using the following variables: DSM-IV dysthymia with hierarchy (lifetime), and DSM-IV major 

depressive disorder with hierarchy (lifetime). A new variable named DSM-IV depression lifetime 

was created and included the presence or absence of either of the variables. It was coded 0 = 

neither, 1 = Dysthymic Disorder or Depression present.  

Severity of depression was examined using the following variables: number of depression 

symptoms, length of worst episode, longest number of days felt sad/discouraged/depressed, days 
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in year totally unable to do usual activities due to sadness, and hospitalized for sadness (yes = 1, 

no = 0). Again, most participants were missing data for at least one of these variables; thus, mean 

substitution was used so that one depression severity variable could be calculated. In order to 

create one depression severity variable, z-scores were created for each severity variable. The 

average z-score over these 5 variables created an overall severity variable called depression 

severity. Chronicity of depression was examined using the variable number of different years in 

life had at least one episode. Of note, the temporal nature of this variable may, for some 

participants, have resulted in backwards prediction (i.e. risks were current but the years in life the 

participant had an episode were in the past). This limitation of the data will be discussed later. 

Measuring depression treatment. In order to evaluate treatment for depression, the 

variable saw professional about sadness was first examined (this variable was coded as yes or 

no). Respondents who answered no to this question were ruled out of the treatment analysis. 

Treatment for depression was then examined using the following variables: received meds for 

emotions/mental health from professional; a new variable named therapy identifying respondents 

who engaged in any psychologist, counselor, or mental health professional treatments; and a new 

variable named all treatment identified respondents who received both types of treatments. 

Design and Procedure 

Data collection for the NCS-R was conducted by the Survey Research Center (SRC) of 

the Institute for Social Research at the University of Michigan. The SRC trained a total of 342 

professional survey interviewers for the NCS-R data collection. Study-specific training lasted 

seven days, and each interviewer completed an NCS-R certification test. 

Interviews for the NCS-R were administered using Computer Assisted Personal 

Interviewing (CAPI). The interviews were conducted in the home of each respondent and were 
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gathered from February 2001 to April 2003. Interviews lasted approximately 90 minutes for 

respondents with no lifetime disorders and approximately 2 hours and 30 minutes for 

respondents with history of disorder. To address time length issues, the survey was administered 

in two parts in the same sitting. Part 1, which included the core diagnostic assessment, was 

administered to all respondents. Part 2 included assessments of risk factors, consequences, 

services and use, other correlates of the core disorders, and additional disorders. It was 

administered only to respondents who had or showed some evidence of history of disorder. 
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CHAPTER III 

RESULTS 

Descriptive Analyses 

 The NCS-R was checked for missing data with respect to the main study variables. The 

majority of cases were missing data for at least one if not several variables. Thus, mean 

substitution was used to account for missing data for the psychological and social predictor 

variables, and the depression severity variables. For the symptom variables, respondents who did 

not answer positively to screening questions for depression were not administered the full 

interview; therefore, missing data for these variables was entered as not positive for the 

symptom. For the depression chronicity variable, missing values were retained to prevent 

extreme leptokurtosis of the distribution. The result of this mean substitution for the severity 

variables but not the chronicity variable was higher skew (skewness = 3.82, SE = .13) and 

kurtosis (kurtosis = 23.22, SE = .25) for the severity distribution than for the chronicity 

distribution (skewness = 2.44, SE = .15; kurtosis = 5.80, SE = .31). 

Histograms and tests of normality revealed positively skewed distributions for nearly all 

independent and dependent variables included in statistical analyses, indicating that most 

respondents did not score positively for risk of depression or symptoms/severity of depression. 

However, this was expected given that the original sample was representative of the general 

population and should therefore follow the national prevalence rate of depression (~20%). Thus, 

variables were not transformed to reflect more normal distributions. Table 7 presents frequencies 

for categorical variables of interest and Table 8 presents raw score means and standard 

deviations of continuous variables of interest. Of note regarding depression symptoms, though 

predominantly vegetative/psychomotor, predominantly thought-based, and/or predominantly 
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reactive symptoms were only experienced by smaller subsamples, mood symptoms were present 

for almost all of the respondents who were given a depression diagnosis. These were expected 

outcomes set forth in the proposal, which noted that mood symptoms are the cardinal symptoms 

of depression and should be present. Therefore, the predominance of mood symptoms was not 

considered in analysis. 

Associations among demographic variables. Bivariate correlations and one-way 

ANOVAs were conducted to examine associations among the demographic variables – age, 

gender, race, and employment status.  Marital status and educational level were not examined as 

demographic variables because they are considered social risk factors in this study. Table 9 

shows intercorrelations among demographic variables. Age was negatively correlated with race 

(r = -.19, p < .001) and positively correlated with employment status (r = .44, p < .001), 

indicating that older respondents were more likely to be White and/or unemployed or not 

working.  Employment status was also correlated with gender (r = .11, p < .001), indicating that 

men were more likely to be employed. 

 Associations of predictor and outcome variables with demographics. Bivariate, point-

biserial, and phi (Φ) correlations, as well as one-way ANOVAs, were conducted to examine 

associations of predictor and outcome variables with demographic variables so as to determine if 

any of the demographic variables would need to be identified as controls in hypothesis testing. 

Age, gender, race, and occupational status were related to a number of the predictor and outcome 

variables. Tables 10 and 11 show the associations of demographic variables with predictor and 

outcome variables.  

 Age was significantly related to biological, psychological, and social risk factor variables, 

as well as depression symptoms, diagnoses, and treatment outcome variables. Gender was 
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significantly related to biological and social risk factor variables, as well as depression 

symptoms, depression diagnoses, depression chronicity, and treatment outcome variables.  Race 

was significantly related to biological, psychological, and social risk factor variables, as well as 

depression symptoms, lifetime depression diagnosis, and treatment outcome variables.  

Occupational status was significantly related to biological, psychological, and social risk factor 

variables, as well as reactive depression symptoms, a depression severity variable, and treatment 

outcome variables. Due to these significant relationships, age, gender, and race were used as 

control variables in hypothesis testing. Occupational status was not used as a control variable 

since it was significantly related to age and gender, and its effects on the variables of interest 

could likely be accounted for using the age and gender controls. 

 Associations among risk factors. Bivariate, point-biserial, and phi (Φ) correlations were 

also conducted to examine associations among the risk factor variables to determine relatedness 

of the independent variables.  These associations are presented in Table 12. The results showed 

that almost all of the risk factor variables are strongly intercorrelated, particularly within risk 

groups. 

 Associations among outcome variables. Finally, bivariate and point-biserial correlations 

were conducted to examine associations among the outcome variables to determine relatedness 

of outcomes. These associations are presented in Table 13. The results showed that symptom 

clusters were strongly related, which is noteworthy considering they were considered distinct 

symptom groups for analysis of hypotheses. Interestingly, severity variables were not strongly 

correlated with each other. The chronicity variable was significantly correlated with thought-

based and reactive symptoms, as well as the total number of depressive symptoms, hospitalized 
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overnight for sadness, days in year totally unable to do usual activities due to sadness, and the 

average of the severity variables. 

Data Available for Hypothesis Testing 

 The hypotheses called for different sub-samples to be used for certain analyses.  For 

Hypothesis 1, the entire condensed dataset of 2,513 participants was used in the analysis.  For 

Hypotheses 2-5, which called for depressed individuals, only a sub-sample of 378 respondents 

who were diagnosed with lifetime depression was used for the analyses. For Hypothesis 2b and 

Hypothesis 5, an even smaller sub-sample of 252 respondents who had responded to the 

depression chronicity measure was used for the analyses. Hypothesis 6 called for sub-samples of 

respondents grouped according to the subtypes detailed in Hypothesis 3.  As such, a sub-sample 

of 45 respondents (who were grouped into Subtype 1) was used to test Hypothesis 6a, a sub-

sample of 58 respondents (who were grouped into Subtypes 2, 3 and 6) was used to test 

Hypothesis 6b, and a subsample of 37 respondents (who were grouped into Subtypes 4, 5, and 7) 

was used to test Hypothesis 6c. 

Results of Hypothesis Tests 

Hypothesis 1: The presence of depression is better explained by examining all of the 

biopsychosocial factors than by examining only biological factors, only psychological factors, or 

only social factors.  

As a reminder, depression was defined as a lifetime diagnosis of MDD or dysthymia. 

Using a hierarchical multiple logistic regression, age, gender, and race were entered in the first 

block as controls, biological risk variables were entered in the second block, psychological risk 

variables were entered in the third block, and social risk variables were entered in the fourth 

block. The logistic regression indicated that as each block was entered, the model accounted for 
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significantly more variance than was accounted for by the previous block(s). The Nagelkerke R2 

changed from .04 (small effect) in Block 1 (Block χ2 = 59.69, p < .001; Model χ2 = 59.69, p < 

.001) where only control variables were entered, to .08 (medium effect) in Block 2 (Block χ2 = 

62.92, p < .001; Model χ2 = 122.61, p < .001) where biological risk variables were added, to .15 

(large effect) in Block 3 (Block χ2 = 95.37, p < .001; Model χ2 = 217.98, p < .001) where 

psychological risk variables were added, to .17 (large effect) in Block 4 (Block χ2 = 36.54, p < 

.001; Model χ2 = 254.53, p < .001) where social risk variables were added.  Thus, the models 

with more risk factor variables entered accounted for significantly more variance in depression 

outcome (indicated by larger effect sizes for each subsequent model) than did previous models 

with fewer risk factor variables. 

Within the final model, significant unique predictors of depression were the three control 

variables, the biological risk factors parental depression and sibling depression, the 

psychological risk factors often felt empty inside and asked advice/reassurance about everyday 

decisions, and the social risk factors how emotionally close were you with mother when growing 

up, relationship rating, and years of education (See Table 14). The chi-square statistic for the 

final model was 254.53 (p < .001), indicating that the model made a significant contribution to 

prediction.  These findings suggest that examining the various risks of depression results in a 

more adequate model for predicting depression than examining risks in isolation, thus supporting 

Hypothesis 1.     

Hypothesis 2: More types of risk factors will be related to (2a) more severe and (2b) more 

chronic depression.  

As a reminder, severe depression was defined as a standardized average of the 

respondents’ number of depression symptoms, whether or not they were hospitalized due to 
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sadness, the longest number of days they felt sad, the length of their worst episode, and the days 

in the previous year they were totally unable to do activities due to sadness.  Hypothesis 2a was 

tested using hierarchical linear regression. Age, gender, and race were entered as controls in Step 

1, and total risk factors was entered into Step 2. The overall model was statistically significant 

for individuals diagnosed with depression in their lifetime, F (4, 373) = 2.97, p = .02, and 

accounted for 2% of the variance in depression severity (Adjusted R2 = .02, small effect). Total 

risk factors accounted for a significant portion of unique variance for the severity variable, β = 

.17, p = .001.   

Depression chronicity was measured according to the number of years in respondents’ 

lives that they had at least one episode of depression. Hypothesis 2b was also tested using 

hierarchical linear regression. Age, gender, and race were entered as controls in Step 1, and total 

risk factors was entered in Step 2. The overall model was statistically significant for individuals 

diagnosed with depression in their lifetime, F (4, 247) = 2.80, p = .03, and accounted for 2.8% of 

the variance in depression chronicity (Adjusted R2 = .028, small effect). Total risk factors 

accounted for a significant portion of unique variance for the chronicity variable, β = .20, p = 

.002. The results from Hypotheses 2a and 2b suggest that more risk factors result in more severe 

and chronic depression, thus supporting Hypothesis 2.  

Hypothesis 3: Conceptualizing depressed persons according to etiological risk will be linked to 

different groupings of present symptoms; specifically, (3a) those with only biological risk will 

more likely experience vegetative and psychomotor symptoms, (3b) those with only 

psychological risk will more likely experience thought-based symptoms, (3c) those with only  

social or environmental risk will more likely experience reactive symptoms, (3d) those with a 

combination of biological and psychological risks will more likely experience vegetative, 
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psychomotor, and thought-based symptoms, (3e) those with a combination of biological and 

social/environmental risks will more likely experience vegetative, psychomotor, and reactive 

symptoms, (3f) those with a combination of psychological and social/environmental risks will 

more likely experience thought-based and reactive symptoms, and (3g) those with a combination 

of all risks will more likely experience all types of symptoms. 

 This hypothesis was tested using a predictive discriminant function analysis, with the 

standardized composite risk factor variables (biological risk, psychological risk, and social risk) 

entered as independent variables, and the symptom group variable (coded 0-5) entered as the 

classifying variable. Means and standard deviations for predictors as a function of groups are 

presented in Table 15. These descriptive statistics indicated that biological risk was highest in 

individuals with only prominent vegetative/psychomotor symptoms, individuals with prominent 

vegetative/psychomotor and reactive symptoms, and individuals with all symptoms prominent.  

Psychological risk was highest in individuals with prominent thought-based or reactive 

symptoms or both, and individuals with all symptoms prominent.  Social risk was highest in 

individuals with prominent vegetative/psychomotor and reactive symptoms.  

The tests of equality of group means indicated that psychological risk and social risk 

were significant in discriminating between means of the different symptoms groups 

(Psychological Risk Wilks’ Λ = .96, F = 2.76, p = .02; Social Risk Wilks’ Λ = .95, F = 3.80, p = 

.002). However, biological risk was not significant in discriminating between means of the 

different symptom groups (Biological Risk Wilks’ Λ = .99, F = .54, p = .75).  

An examination of the standardized canonical discriminant function coefficients 

(presented in Table 16) indicated that psychological and social risks vs. biological risks made up 

the first function, biological risks and social risks vs. psychological risks made up the second 
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function, and biological and psychological risks vs. social risks made up the third function. 

Further, an examination of the functions at their group centroids (presented in Table 17) showed 

that the first function distinguished individuals with prominent vegetative/psychomotor and 

reactive symptoms, and those with all symptoms prominent from individuals with only 

prominent vegetative/psychomotor symptoms as well as those with no symptoms prominent. The 

second function separated individuals with vegetative/psychomotor and reactive symptoms from 

those with thought-based and/or reactive symptoms. The third function isolated individuals with 

vegetative/psychomotor and thought-based symptoms from all others. 

An examination of the classification function coefficients (presented in Table 18) showed 

that biological risk was highest in individuals with only prominent vegetative/psychomotor 

symptoms, psychological risk was highest in individuals with prominent thought-based or 

reactive symptoms or both, and social risk was highest in individuals with prominent 

vegetative/psychomotor and reactive symptoms. These findings support Hypothesis 3. 

Overall, the results of the discriminant function analysis indicate that evaluating 

depressed individuals according to etiological risk does aid in predicting symptom presentation, 

though not entirely in the ways predicted by Hypothesis 3.  The classification results (presented 

in Table 19) revealed that 35.2% of original grouped cases were correctly classified. 

Classification was most accurate for cases in the only vegetative/psychomotor symptom group 

and the all symptoms prominent symptom group. Most of the misclassifications were for cases in 

the thought-based and reactive symptom group, and in the combination symptom groups. 

Therefore, Hypothesis 3 was partially supported; the results showed support for Hypotheses 3a, 

3d, and 3g, the results did not show adequate support for Hypotheses 3e and 3f, and Hypotheses 

3b and 3c could not be appropriately addressed due to small cell numbers. 
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Hypothesis 4: The seven identified subtypes of persons will show different levels of severity of 

their depression; specifically, (4a) those with only substantial biological risk will more likely 

experience more severe depression than those with only substantial psychological risk or those 

with only substantial social/environmental risk, (4b) those with a combination of substantial 

biological and substantial psychological risks and those with a combination of substantial 

biological and substantial social/environmental risks will more likely experience more severe 

depression than those with only one type of risk as well as those with a combination of 

substantial psychological and substantial social/environmental risks, and (4c) those with a 

combination of all substantial risks will more likely experience more severe depression than 

those with only one or two types of substantial risks.  

To test this hypothesis, a three-way factorial ANCOVA was conducted in which age, 

gender and race were entered as covariates, and substantial biological risk, substantial 

psychological risk, and substantial social risk were entered as factors. The overall model yielded 

statistically significant results for individuals diagnosed with lifetime depression, F (10, 367) = 

4.09, p < .001, partial η2 = .10, observed power = 1.00, indicating that depression severity differs 

depending on the presence or absence of risk factors. Descriptive statistics for Hypothesis 4 and 

a visual representation of the Hypothesis 4 results are presented in Table 20 and Figure 4 

respectively.  

Individuals with substantial biological risk did not show more severe depression than 

individuals without, F (1, 367) = .363, p = .55, partial η2 = .001 (small effect), observed power = 

.09. Individuals with substantial psychological risk did show more severe depression than 

individuals without, F (1, 367) = 6.97, p = .01, partial η2 = .02 (small to medium effect), 

observed power = .75. Additionally, individuals with substantial social risk showed more severe 
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depression than individuals without, F (1, 367) = 15.00, p < .001, partial η2 = .04 (medium 

effect), observed power = .97. These results indicate significant main effects for the 

psychological risk and social risk variables, which is evidenced in the means plot shown in 

Figure 4 in which individuals with psychological and social risks had the most severe depression. 

Interaction effects were also noted. Particularly, there was an interaction between 

biological risk and psychological risk, F (1, 367) = 8.86, p = .003, partial η2 = .02, observed 

power = .84, which indicated that individuals with both biological and psychological risks 

experienced more severe depression than individuals with biological risks alone or individuals 

with psychological risks alone. There was also an interaction between all three risk variables, F 

(1, 367) = 15.37, p < .001, partial η2 = .04, observed power = .97, but this interaction did not 

show the predicted effects. In fact, individuals with all substantial risks experienced less severe 

depression than individuals with combinations of two substantial risks. 

Due to small group sizes, hypothesis testing could not be conducted as planned. Because 

of this, a simpler, theoretically-based one-way ANCOVA was conducted to determine 

differences between three groups – individuals with no substantial risks (group 1), individuals 

with substantial biological risks (and any other prominent risk if present; group 2), and 

individuals with only substantial psychological and/or social risks (group 3). This analysis was 

significant, F (2, 372) = 4.11, p = .02, partial η2 = .02, observed power = .73, and indicated that 

individuals with substantial psychological and/or social risks had the most severe depression 

(Standardized M = .38, SD = .60), followed by individuals with substantial biological and other 

risks (Standardized M = .31, SD = .39), and individuals with no substantial risks (Standardized M 

= .24, SD = .23).  Groups 1 and 3 were significantly different from each other (p = .008). This 

analysis did not support Hypothesis 4. 
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Hypothesis 5: The seven identified subtypes of persons will show different levels of chronicity of 

their depression; specifically, (5a) those with only substantial biological risk will more likely 

experience more chronic depression than those with only substantial psychological risk or those 

with only substantial social/environmental risk, (5b) those with a combination of substantial 

biological and substantial psychological risks and those with a combination of substantial 

biological and substantial social/environmental risks will more likely experience more chronic 

depression than those with only one type of risk as well as those with a combination of 

substantial psychological and substantial social/environmental risks, and (5c) those with a 

combination of all substantial risks will more likely experience more chronic depression than 

those with only one or two types of substantial risks.  

To test this hypothesis, a three-way factorial ANCOVA was conducted in which age, 

gender and race were entered as covariates, and substantial biological risk, substantial 

psychological risk, and substantial social risk were entered as factors. The overall model yielded 

statistically significant results for individuals diagnosed with lifetime depression, F (10, 241) = 

2.64, p = .005, partial η2 = .10, observed power = .96, indicating that depression chronicity also 

differs depending on the presence or absence of risk factors. However, the only significant effect 

present was an interaction effect between psychological risk and social risk, F (1, 241) = 6.22, p 

= .01, partial η2 = .03, observed power = .70, and it was not in the predicted direction. This 

interaction indicated that individuals with substantial psychological and social risks experienced 

less chronic depression than individuals with only social risk and individuals with biological and 

social risk. Descriptive statistics for Hypothesis 5 and a visual representation of the Hypothesis 5 

results are presented in Table 21 and Figure 5 respectively. 
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Again, due to small group sizes, hypothesis testing could not be conducted as planned for 

Hypothesis 5.  The same procedure was applied for Hypothesis 5 as Hypothesis 4. Namely, a 

one-way ANCOVA was conducted to determine differences between the same three groups – 

individuals with no substantial risks (group 1), individuals with substantial biological symptoms 

(and any other prominent symptom if present; group 2), and individuals with only substantial 

psychological and/or social risks (group 3). This analysis was significant, F (2, 246) = 6.59, p = 

.002, partial η2 = .05, observed power = .91, and indicated that individuals with substantial 

biological and other risks had the most chronic depression (M = 9.93, SD = 11.65), followed by 

individuals with substantial psychological and/or social risks (M = 7.44, SD = 8.40), and 

individuals with no substantial risks (M = 5.51, SD = 6.22).  Groups 1 and 2 were significantly 

different (p < .001). This analysis showed partial support for both Hypothesis 5a and 5b in that 

individuals with biological risks had significantly more chronic depression than individuals with 

no risks and more chronic (though not significantly) depression than individuals with 

psychological and/or social risks. 

Hypothesis 6: (6a) Individuals in Subtype 1 who received pharmacological treatment have less 

severe depression than individuals in this group who did not receive this treatment, (6b) 

individuals in Subtypes 2, 3, and 6 who received psychotherapy have less severe depression than 

individuals in these groups who did not receive this treatment, and (6c) individuals in Subtypes 

4, 5 and 7 who received combined treatments (pharmacological treatment and psychotherapy) 

have less severe depression than individuals in these groups who did not receive combined 

treatment.  

This hypothesis was tested by first combining individuals in subtypes 2, 3, and 6 into one 

sub-sample, combining individuals in subtypes 4, 5, and 7 into another sub-sample, and 
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maintaining subtype 1 as a third sub-sample. Then, for each sub-sample separately, Hypotheses 

6a, 6b, and 6c were tested using three one-way ANCOVAs with the variables age, gender, and 

race entered as covariates for each ANCOVA. For Hypothesis 6a, the variable received meds for 

emotions/mental health from professional (Coded 0 = no, 1 = yes) was entered as the 

independent variable; for Hypothesis 6b, the variable therapy (Coded 0 = no, 1 = yes) was 

entered as the independent variable; and for Hypothesis 6c, the variable all treatment (Coded 0 = 

no, 1 = yes) was entered as the independent variable. Depression severity was examined as the 

outcome variable for each analysis. See Table 22 for descriptive statistics from this analysis. For 

all three analyses, depression severity was higher (but not significantly higher) for individuals 

receiving each form of treatment than for individuals not receiving that treatment. More 

specifically, depression severity was higher for individuals in subtype 1 who were taking 

medication, F (1, 39) = 2.93, p = .10, partial η2 = .07. Depression severity was also higher for 

individuals in subtypes 2, 3 and 6 who were currently involved in therapy, F (1, 52) = 1.33, p = 

.25, partial η2 = .03. Finally, depression severity was higher for individuals in subtypes 4, 5 and 7 

who were both taking medication and involved in therapy, F (1, 32) = .08, p = .78, partial η2 = 

.002. Thus, Hypothesis 6 was not supported.   

Summary of Hypothesis Tests 

 Hypothesis 1, that the presence of depression is better explained by examining all types 

of biopsychosocial risk factors, was fully supported and indicated a large effect. Hypothesis 2, 

that more types of risk factors would result in more (2a) severe and (2b) chronic depression, was 

fully supported and indicated small effects.  

Hypothesis 3, that conceptualizing depressed persons according to etiological risk would 

result in different groupings of present symptoms was divided into sub-hypotheses addressing 
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different subtypes and corresponding symptom presentations. Overall, Hypothesis 3 was partially 

supported. Hypothesis 3a, that those with only biological risk will more likely experience 

vegetative and psychomotor symptoms was partially supported. Hypothesis 3b, that those with 

only psychological risk will more likely experience thought-based symptoms could not be 

adequately answered due to small group sizes. Hypothesis 3c, that those with only social or 

environmental risk will more likely experience reactive symptoms could not be adequately 

answered due to small group sizes. Hypothesis 3d, that those with a combination of biological 

and psychological risks will more likely experience vegetative, psychomotor, and thought-based 

symptoms was partially supported. Hypothesis 3e, that those with a combination of biological 

and social/environmental risks will more likely experience vegetative, psychomotor, and reactive 

symptoms was supported. Hypothesis 3f, that those with a combination of psychological and 

social/environmental risks will more likely experience thought-based and reactive symptoms was 

partially supported. Hypothesis 3g, that those with a combination of all risks will more likely 

experience all types of symptoms was partially supported. 

Hypotheses 4 and 5 could not be adequately addressed due to small group sizes, but using 

revised analysis procedures, Hypotheses 4, that the seven identified subtypes of persons would 

show different levels of severity of their depression was not supported by the current study.  

Hypotheses 5, that the seven identified subtypes of persons would show different levels of 

chronicity of their depression was partially supported. Hypothesis 5a, that those with only 

substantial biological risk will more likely experience more chronic depression than those with 

only substantial psychological risk or those with only substantial social/environmental risk, and 

Hypothesis 5b, that those with a combination of substantial biological and substantial 

psychological risks and those with a combination of substantial biological and substantial 
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social/environmental risks will more likely experience more chronic depression than those with 

only one type of risk as well as those with a combination of substantial psychological and 

substantial social/environmental risks, were partially supported. Hypothesis 5c, that those with a 

combination of all substantial risks will more likely experience more chronic depression than 

those with only one or two types of substantial risks could not be adequately addressed. 

Hypothesis 6, that individuals who received biopsychosocially-appropriate treatment (as 

defined by this model) would have less severe depression than individuals who did not receive 

appropriate treatment, was not supported by the current study. See Table 23 for a summary of 

hypothesis tests. 
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CHAPTER IV 

DISCUSSION 

Depression is one of the most prevalent mental disorders, but also one of the most 

difficult to understand and treat effectively. Many diverse theories, which have considered 

different etiologies for depression and employed varying levels of complexity, have been utilized 

to address depression, but few so far have considered a fully etiologically-integrative model in 

which the varied risks that are thought to affect depression are examined together and used in 

conjunction to inform treatment. The primary objectives of the present study were to test the 

utility of the biopsychosocial model by examining all of the various known etiological influences 

of depression, to evaluate the effectiveness of a biopsychosocially-based method for subtyping 

and characterizing depression by subtyping depression according to etiological risk and 

examining symptom presentation, and to examine differential treatment for these subgroupings 

by examining depression outcome for those individuals in theoretically-determined appropriate 

treatment. Historically, researchers and clinicians have supported a biopsychosocial 

conceptualization of depression, but no such model has yet been empirically appraised or put 

into practice. Therefore, the goal of the current study was to identify such a model and provide 

support for its efficacy in categorizing and treating individuals with depression.  

Results of the current study provided support for the two hypotheses that examined the 

influence of various etiological risks in predicting the presence, severity, and chronicity of 

depression. Results also provided partial support for the three hypotheses that evaluated a 

biopsychosocially-based method for subtyping and characterizing depression, but these 

hypotheses were hampered by small cell numbers, and power in some instances was low.  The 

hypothesis that examined the effect of appropriate treatment for individuals in the different 
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subgroupings was especially hindered by small cell numbers, as well as backwards prediction 

(discussed later), and was not supported. These results are discussed further in the following 

sections, followed by limitations of the current study, implications for findings of the current 

study, and recommendations for future research. 

Hypothesis 1, that the presence of depression is better explained by examining all types 

of biopsychosocial risk factors, was fully supported. Respondents who answered positively for 

more types of risk factors were more likely to have a depression diagnosis, including MDD or 

dysthymic disorder. Psychological risk factors appeared to be most effective in predicting the 

presence of depression, although biological and social risk factors were also significantly 

effective in predicting the presence of depression. This finding may have been the result of 

similarities between psychological risk factors and the actual symptoms of depression, making a 

statistical association between the two more prominent. For instance, psychological 

characteristics (such as low self-esteem, lack of positive affectivity, neuroticism, low 

extraversion, and interpersonal sensitivity) known to predict depression (Clark, 2000; Jorm et al., 

2000; Sakado et al., 1999) appear almost directly related to actual depression symptoms, like low 

self-confidence, feeling worthless or worse than others, and preferring to be alone.  This is not to 

say that psychological risk is more important in predicting depression, but it is easy to see how 

psychological risk would show more statistical predictive power in explaining depression, 

especially in cross-sectional analyses. Control variables also significantly predicted depression, 

indicating that females, younger respondents, and/or White respondents were more likely to be 

depressed. These findings are consistent with literature on the associations between depression 

and demographic characteristics (Ernst & Angst, 1995; Kessler, 2000; Riolo, Nguyen, Greden & 

King, 2005).  
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Hypothesis 2, that more types of risk factors would result in more severe and chronic 

depression, was fully supported. Findings showed that as the number of biopsychosocial risk 

factors increased, significant increases were also seen in severity and chronicity of depression. 

The relationship between risk factors and depression chronicity was slightly stronger than the 

relationship between risk factors and depression severity. This difference may have been due to 

the missing data observed in the severity variables.  Mean substitution was employed in order to 

obtain a composite severity score, but the result was higher skew and kurtosis for the severity 

distribution than for the chronicity distribution.  

The findings from Hypotheses 1 and 2 indicate that the employment of a biopsychosocial 

model is effective in identifying depression and predicting its severity and chronicity. Schotte et 

al. (2006) recommended a two-tier approach to addressing depression, wherein depression is first 

assessed and diagnosed, then biopsychosocial factors are used to inform appropriate treatment. 

These findings suggest that the gap between risk and treatment could be bridged even further by 

considering biopsychosocial factors in not only treatment for depression, but also in assessment 

and diagnosis. Thus, understanding the experience of depression should not stop at arriving at the 

appropriate DSM diagnosis, but should widen to include the influence of etiological risks, other 

vulnerability-inducing factors, and comorbid physical, mental, or environmental conditions. 

Hypothesis 3 stated that conceptualizing depressed persons according to etiological risk 

would result in different groupings of present symptoms. It was divided into sub-hypotheses 

addressing different subtypes and corresponding symptom presentations. Overall, Hypothesis 3 

was partially supported; psychological and social risks were found to predict symptom 

presentation, but biological risk did not predict symptom presentation. Despite the lack of 

significance of biological risk, it did appear to affect symptom presentation in some hypothesized 
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ways. Descriptive statistics (Table 14) showed that biological risk was somewhat high in all 

symptom groups, but was lowest in the symptom group where vegetative/psychomotor 

symptoms were not prominent. The former finding does not support Hypothesis 3, but the latter 

finding does align with the conceptualization behind Hypothesis 3.  

Psychological risk was highest in individuals with prominent thought-based or reactive 

symptoms or both, and was lowest in individuals with only prominent vegetative/psychomotor 

symptoms, both of which support Hypothesis 3. However, psychological risk was also high in 

individuals with prominent vegetative/psychomotor and reactive symptoms, which does not 

support Hypothesis 3.  A floor effect was observed for the social risk variable, which inhibited a 

fair test of Hypothesis 3. Despite this, social risk was highest in individuals with prominent 

vegetative/psychomotor and reactive symptoms, and lowest in individuals with only prominent 

vegetative/psychomotor symptoms, both of which do support Hypothesis 3. Additionally, social 

risk was not high in individuals with prominent thought-based or reactive symptoms or both, 

which does not support Hypothesis 3. All risks were present (but not at their highest) in 

individuals who had all symptoms prominent, which partially supports Hypothesis 3. 

The fact that biological risk was moderately high in all symptom groups may be 

explained by the difficulty in creating a biological risk variable. There was little data in the NCS-

R that would assess biological risk for depression beyond family history, and only a portion of 

the total sample was asked about this type of risk. Additionally, the distribution was highly 

positively skewed, so the threshold for identifying someone as having substantial biological risk 

was moderately low – individuals who identified only one parent or sibling with depression were 

designated as having substantial biological risk for depression. This may explain why biological 

risk appeared in symptom groups where it was not predicted to appear.  Perhaps biological risk 
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becomes a better predictor for depression symptom presentation when genetic vulnerability to 

depression is higher; for instance, it may be that individuals with two parents identified as 

experiencing depression show a more predictable pattern of symptoms than individuals with only 

one parent or a sibling with depression. In a meta-analysis of genetic studies on major 

depression, Sullivan et al. (2000) determined that there is a gradation in risk for major depression 

based on the class of relative who experiences it, with monozygotic twins showing the highest 

risk, followed by first-degree relatives. It would follow that compounding genetic vulnerability 

would also increase the risk for depression, perhaps even creating a biologically-based form of 

depression. The current study was not able to distinguish between siblings and twins, but a future 

study would likely benefit from doing so. Another problem with relying on family history data is 

that some families keep diagnoses of parents or siblings secret, so self-report accuracy is 

questionable. 

The floor effect, or lack of group differentiation, observed for social risk may indicate 

that social risk for depression does not affect symptom presentation as much as biological and 

psychological risk. Perhaps social/environmental vulnerability to depression has a more global 

effect on the symptoms experienced by an individual, especially considering that environmental 

risks associated with depression are typically quite varied, and may not be related to particular 

symptoms.  It should also be noted that the social risk distribution displayed high leptokurtosis, 

which may have influences results for the discriminant function analysis. 

Regarding psychological and social risk, these risks were sometimes higher and 

sometimes lower in symptom groups where they were not predicted to be.  This effect suggests 

that either psychological and social risks should not be considered distinctly different types of 

risks (though biopsychosocial theorists would likely disagree) or that thought-based and reactive 
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symptoms should not be considered distinct symptom groups. Regarding the former suggestion, 

the data from the current study indicated that the symptom groups used displayed strong 

reliability, which would suggest that the predictors and not the risks were the problem in 

analysis. However, the latter suggestion is also plausible. For instance, factor analyses on 

depression measures typically support factors such as mood (or affective), somatic, and cognitive 

symptoms, and sometimes smaller breakdowns of these (Quilty, Zhang & Bagby, 2010; Shafer, 

2006).   

Hypotheses 4 and 5, that the seven identified subtypes of persons would show different 

levels of severity and chronicity of their depression, were only partially supported in the fact that 

known etiological risk does appear to differentially affect both depression severity and 

chronicity. However, the current study could not give a clear indication of the way in which 

etiological risks affect the severity and chronicity of depression.  It should be noted that 

depression severity and chronicity were significantly correlated in the current study, suggesting 

that the relationship between these factors is more complex than the hypotheses would allow. 

As implied above, a particularly problematic issue with Hypotheses 3-5 was the 

inadequate group sizes of both the symptom groups and the risk factor groups. For instance, 

although the observed powers for the models for both Hypotheses 4 and 5 were very high, the 

observed powers for specific sub-hypotheses were moderately low. Larger sample sizes could 

have shown more supportive evidence of the predicted effects. Further, there appeared to be an 

unaccounted for effect in subtype 7 (the group in which all risk factors were present) that caused 

this group to experience about equal depression severity as subtypes 0-3, and less chronic 

depression than any other Subtype, including the subtype in which no risks were prominent. 

Again, this effect could have been the result of inadequate group sizes, (as the one-way 
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ANCOVAs would indicate) or perhaps this particular group experienced unique protective 

factors against depression that resulted in less severe and chronic depression. It could be that 

these individuals recognized that they had particularly high vulnerability to depression, and took 

steps necessary to address that depression, thus resulting in lower depression severity and 

chronicity. An analysis with higher power and more relevant data would shed more light on this 

idea and perhaps lead to a better explanation. 

Generally, the results from Hypotheses 3-5 indicate that various types of risks may 

differentially relate to various depression characteristics. Particularly, biological risk appears 

related to the presence of vegetative/psychomotor symptoms. This finding is consistent with past 

research showing that biological or family-based depressive subtypes typically show higher 

instances of vegetative and psychomotor symptoms. (Akiskal, 1995; Feinberg, 1992; 

Kruszewski, 1983; Maes et al., 1992, 1996; Palmer et al., 1996; Parker, 2000). Psychological and 

social risks appear related to the presence of both thought-based and reactive symptoms, but did 

not differentially differentiate these symptoms. As stated previously, depression symptoms may 

not best be described by the symptom groups created with the data available in this study 

(Quilty, et al., 2010; Shafer, 2006).  

Additionally, differential etiological risks appear related to depression severity and 

chronicity. However, differing biopsychosocial risks were not related to certain patterns of 

depression severity and chronicity as predicted. Even when the analyses were changed and larger 

group sizes were used, patterns of depression severity and chronicity were not as predicted. This 

may again be due to the thresholds used for defining substantial risk for depression. Ideally, only 

individuals who truly experienced biological, psychological, and/or social vulnerability would 

have been considered to have substantial risk for depression in any of those categories, but in 
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order to obtain statistical results, numerical thresholds for defining substantial risk had to be 

adjusted according to cell frequencies. This dataset did not allow further exploration of the 

identified risks for depression so as to determine whether they constituted actual risk for any 

particular individual. For instance, it was not known the extent to which some of the social risks 

actually impacted respondents. An indication of how much the risks affected each respondent 

could have clarified whether the risk actually impacted their mood/functioning or not.  For 

example, a respondent may not feel close in their ideas/feelings with people of the same racial 

descent but that may not particularly bother them. In another instance, biological risk for 

depression was measured according to the presence of depression in parents or siblings. As 

stated in the introduction, determining the presence of depression in parents or siblings may not 

qualify as successfully determining if a genetic or biological link is present. Parents who are 

depressed may create an environment for their children which increases the child’s later 

vulnerability for depression (Freden, 1982), which implies social risk rather than biological risk.  

It should be noted that a large portion of depressed respondents were not identified as 

having any prominent risks for depression (182 out of 378 respondents). This is likely an effect 

of the limited data that could be utilized from the NCS-R.  As seen in the literature, the potential 

causes of depression are vast, and the current study was likely not able to capture all possible 

influences on depression, leaving several respondents with no known vulnerability for their 

depression. 

Hypothesis 6, that individuals who received biopsychosocially-appropriate treatment (as 

defined by this model) would have less severe depression than individuals who did not receive 

appropriate treatment, was not supported by the current study. Results showed that depressed 

individuals who were receiving any form of treatment experienced marginally more severe 
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depression than depressed individuals who were not receiving that treatment. This was 

unfortunately an anticipated potential outcome of this hypothesis because the NCS-R is a cross-

sectional dataset. Therefore, these results appear to align with research showing that individuals 

with more severe forms of mental illness are more likely to seek treatment than individuals with 

less severe mental illness (Olfson & Klerman, 1992; Sussman, Robins & Earls, 1987; Thompson, 

Hunt & Issakielis, 2004). It would also follow that individuals with less severe depression are 

less likely to seek and stay in treatment. Thus, the current results indicate a backwards prediction 

of treatment likelihood given depression severity.  Although this is a potentially clinically-

significant finding, it is not relevant to the hypotheses outlined in this study. 

Overall, findings from the current study show evidence that a biopsychosocially-based 

approach for conceptualizing depression can be effective in enhancing our understanding of the 

factors that influence the experience of depression, thus preparing the way for future studies of 

what may help in treating depression. As such, the current study supports suggestions from 

contemporary research calling for a more etiologically-adequate model in addressing depression 

and its different forms (Luyten, et al., 2006, 2007; Schotte et al., 2006). The specific subtypes 

based off of a biopsychosocial model are not yet clear. The current study appears to support a 

biologically-based subtype (evidenced by vegetative-psychomotor symptom presentation when 

biological risks are present), which aligns with a biochemical subtype proposed by researchers 

(Kendler et al., 2005; Schatzberg et al., 1982; Ulrich, Haug, Steiglitz, Fahndrich, 1988). The 

current study did not differentiate psychological or socially-based subtypes. This could be an 

effect of limited data, or perhaps more appropriate psychological/social subtypes should align 

more with already proposed psychosocially-based subtypes, such as those proposed by Sidney 

Blatt (anaclitic and introjective subtypes; 2004) or Aaron Beck (sociotropic and autonomous 
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subtypes; 1983), which do have some empirical support, and have specifically-tailored 

treatments. 

Limitations 

 Although the data used from the current sample included a vast amount of clinically 

useful information about several thousand participants, there are several limitations to the current 

study (mostly related to the utilization of secondary data analysis) that must be appropriately 

addressed. Additionally, limitations related to generalizability of the study and biases in 

reporting must also be mentioned. 

 The entire NCS-R survey was only offered to the portion of respondents who answered 

positively to screening questions for mental disorders. Further, among this smaller sample, many 

still did not complete the entire set of potential questions. As such, the current study ruled out 

about 75% of the original sample so as to maintain the theoretical model being tested. Although 

a MANOVA assessing differences between a) respondents who were maintained for hypothesis 

testing and b) respondents who were ruled out of hypothesis testing because of missing data did 

not reveal significant differences between these groups, useful information was still lost and 

generalizability of the current study may be affected.  In addition, the many rule-outs resulted in 

considerably small sample sizes for a few of the hypotheses, and likely questionable tests, which 

may have biased interpretations of the results. 

In regard to normality of the data, due to using mean substitution for missing data, 

distributions were transformed. However, many distributions remained non-normal (positively 

skewed) due to the outcomes assessed (which were typical of the general population, but not a 

sample of depressed individuals). It was decided to maintain the original variables rather than 
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make transformations, but using non-normal data for statistical tests could have biased the 

statistical results. 

An important limitation of this study is that the researcher was limited to the information 

collected by the NCS-R. Several risks for depression that were outlined in the introduction of this 

paper could not be assessed in hypothesis testing because they were not or could not be covered 

by the NCS-R. In particular, biological risk for depression was limited to assessing family 

presence of depression. Additionally, the family risk variables posed the most difficulty in terms 

of missing data in the NCS-R. A more thorough assessment of biological vulnerability for 

depression would likely include physiological assessment as well as survey questions evaluating 

family risk.  The psychological risks used addressed emotional vulnerability to depression but to 

a lesser extent cognitive vulnerability to depression, which some research has shown has 

substantial impacts on depression (Beck & Rush, 1978; Beck et al., 1979). Additionally, as 

pointed out in the introduction, psychological risks tend to be closely related to the depression 

symptoms themselves, which can confound conclusions. Social risk for depression was likely 

most adequately addressed, but the scales of measurement were mostly limited by small ranges 

of potential responses. For instance, several questions were on five-point Likert-type scales. A 

study designed specifically to identify and appropriately assess biopsychosocially-determined 

vulnerabilities to depression could more thoroughly evaluate the effectiveness of the 

biopsychosocial model, as compared to other causal models. 

 The NCS-R’s reliance upon self-report presents another limitation to the current study. 

Some questions may have been difficult for respondents to effectively or objectively answer.  

For instance, two of the depression severity questions asked for respondents to report the number 

of days they had a certain experience, which could have been hard to gauge accurately. 



68 

 

Similarly, the depression chronicity question asked for the number of years respondents had at 

least one episode. The exact number of years could be difficult to remember, and respondents 

likely had different perceptions of what constituted a depressive episode since they themselves 

would not be basing their answer on diagnostic criteria for depression.  A study in which 

depression was assessed in a standardized manner by a clinician could potentially provide more 

accurate assessments of respondents’ depression. Additionally, literature has indicated that many 

risks may interact with each other. For instance, parental depression could be considered either 

biological risk or environmental risk for depression depending on the circumstance. However, 

respondents are not able to self-report interactions between their vulnerabilities to depression. 

 The cross-sectional design of the study also limits conclusions that can be drawn from the 

current findings. In particular, in order for the risks assessed to be confirmed as real 

vulnerabilities to depression, they would have to occur prior to the onset of depression. This is 

especially true when examining depression chronicity, which by definition may have a long-

standing pattern. Similarly, in order for treatment to be proved effective, it must occur before 

symptom improvement is observed. A cross-sectional study cannot adequately address these 

time-sensitive caveats. Longitudinal or treatment studies would provide a better indication of the 

causal relations between risks and depression outcomes, and would also prevent the problem of 

backwards prediction observed in the analyses for Hypothesis 6.  

Clinical Implications and Directions for Future Research 

 With the great advances in pharmacological research seen over the past decade (Joyce & 

Paykel, 2006; Martin, 1998; Rush et al., 2008; Schatzberg, 1999), as well as continually 

developing psychological theories on how to best conceptualize depression, treatment 

professionals have experienced a dramatic increase in potential options for managing symptoms 
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of depression and understanding its origins. However, without a complete picture of why 

individuals might be experiencing symptoms and what other factors affect those symptoms, 

clinicians are likely not treating their patients/clients as effectively as they could be. This is not 

only the case for depression, but for all mental disorders. 

 Paris (2010) notes that integrative models, like the biopsychosocial model, are the 

exceptions rather than the rule. Paris comments, “It is rare for psychosocial theorists to know 

much about biology. It is equally rare for biological theorists to have a deep knowledge of 

psychosocial risks. The result is that studies using sophisticated measures of all aspects of the 

BPS model are unusual” (p. 475). Additionally, the biopsychosocial model as it is typically 

defined in the literature unfortunately lacks the precision to be considered a valid approach to 

diagnosis and treatment.  

The current study was aimed at bridging the gap between a) an integrative theory that, 

though widely considered the preferred standard, has not been used practically (perhaps due to 

lack of precision), and b) a precise and empirically supported approach to diagnosis and 

treatment that could be used in clinical practice. However, research has a long way to go. The 

current study provides support that for the case of depression, biopsychosocial influences have 

clear relationships with the presence, severity and chronicity of depression, and also appear to 

influence how it is experienced. Further research should continue to explore how, when, what 

and to what extent etiological risks affect depression. According to Paris (2010), there is still 

wide skepticism that, despite the fact that that the biopsychosocial model sounds good in theory, 

it does not fit neatly into the current standard for diagnosing and understanding disorders (DSM 

model) where discriminant validity is necessary. Unless empirical studies continue to show 
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support for the biopsychosocial model as a usable diagnosis and treatment tool, this will continue 

to be the case. 

If we could effectively and consistently link etiology to depression severity, we could 

have a better idea of who would benefit from medication (or who would benefit from therapy) 

through more effective assessment. Unfortunately, the current study could not provide an 

effective test that showed that using the biopsychosocial approach to inform treatment is 

effective in reducing the severity of depression. However, if future studies could provide better 

support that biopsychosocial influences on depression can also inform treatment, the 

psychological community would be making great strides in more effectively addressing 

depression and potentially other disorders. Additionally, this process could begin as soon as the 

disorders are detected rather than allowing individuals to suffer while their clinicians make 

(sometimes lengthy) determinations of what may be the best treatment. Prescriptions for 

depression have increased (Pincus et al., 1998), but the question remains: Is this an effect of 

more people actually needing psychotropic treatment for depression, or are clinicians choosing to 

prescribe medication because it is easier than more thoroughly determining what might best 

help? There is evidence that medications only work for the most severe forms of depression 

(Fournier et al., 2010).  As such, should prescribing trends really continue to increase?  

If we could determine consistently valid subtypes of depression that integrate all theories, 

such as a biological subtype, a psychological subtype, a social subtype, or some combination of 

these, we could have an idea of not only how to distinguish between medication treatment and 

therapy, but also how to distinguish between different preferred therapies, such as cognitive-

behavioral therapy, interpersonal therapy, or psychodynamic therapy.  Currently, other than 

limited evidence presented in the introduction of this paper, therapies from various theoretical 
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orientations seem equally effective in treating depression.  Should clinicians accept this as the 

norm?  Even if using a biopsychosocial approach did not inform a certain type of therapy, 

knowing of a client’s particular vulnerability to depression might on its own have a substantial 

effect on therapy in general. As we move toward a more dimensional and integrative model in 

detecting and diagnosing psychopathology in the DSM-V, perhaps we should also move toward a 

more biopsychosocially-driven model of even further understanding psychopathology and 

considering treatment options. 
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Figure 1. George Engel’s hierarchy of natural systems (1980). 

_________________________________________________________________________________ 
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Figure 2. Visual representation of predicted Hypothesis 4 outcome regarding depression 
severity. 
 
 
 

 
Figure 3. Visual representation of predicted Hypothesis 5 outcome regarding depression 
chronicity. 
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Figure 4. Visual representation of Hypothesis 4 results. 
 
 

                
 
Figure 5. Visual representation of Hypothesis 5 results. 
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Table 1 

Description of Subtypes for Hypotheses 3-6 
______________________________________________________________________________ 
 
Subtype   Characteristic(s) of subtype       
 
Subtype 0 (comparison) Individuals with no prominent risks for depression 
Subtype 1   Individuals with prominent biological risks for depression 
Subtype 2   Individuals with prominent psychological risks for depression 
Subtype 3 Individuals with prominent social/environmental risks for depression 
Subtype 4   Individuals with biological and psychological risks for depression 
Subtype 5 Individuals with biological and social/environmental risks for 

depression 
Subtype 6 Individuals with psychological and social/environmental risks for 

depression 
Subtype 7 Individuals with biological, psychological, and 

social/environmental risks for depression 
 
 
Alternatively: 
______________________________________________________________________________ 
    
       Prominent Risks     
 
Subtype  Biological                                Psychological                             Social  
 
Subtype 0             
 
Subtype 1       X           
 
Subtype 2                       X       
 
Subtype 3                          X   
 
Subtype 4                         X                                              X       
 
Subtype 5                         X                                                                                             X   
 
Subtype 6                                                                          X                                            X   
 
Subtype 7                         X                                              X                                            X 
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Table 2 
 
Hypothesized Symptom Presentation for Subtypes Based on Hypothesis 3 
______________________________________________________________________________ 
    
       Present Symptoms     
 
Subtype  Vegetative/Psychomotor                Thought-Based                Reactive  
 
Subtype 0                
 
Subtype 1      X          
 
Subtype 2            X      
 
Subtype 3                          X   
 
Subtype 4                                   X                                               X      
 
Subtype 5                                   X                                                                                   X   
 
Subtype 6                                                                                     X                                 X   
 
Subtype 7                                   X                                               X                                 X 
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Table 3 
 
Frequencies for Demographic Variables  
______________________________________________________________________________ 
 
Variables     n   Percentage    
 
Gender 
 Male     1097   43.7% 
 Female     1416   56.3% 
Marital Status 
 Never Married      460   18.3%    
 Married/Cohabiting   1448   57.6% 
 Divorced/Separated/Widowed    605   24.1% 
Race/Ancestry 
 Non-Latino Whites   1928   75.3% 
 African American     274   10.7% 
 Hispanic       227     8.8% 
 Other         84     5.2% 
Region 
 Northeast       464   18.5% 
 Midwest       675   26.9% 
 South       848   33.7% 
 West       526   20.9% 
Education Level 
 0-11 years       347   13.8% 
 12 years       746   29.7% 
 13-15 years      704   28.0% 
 16 years or more      716   28.5% 
Employment Status 
 Unemployed      279   11.1% 

Not in Labor Force     662   26.3% 
 Employed     1566   62.3% 
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Table 4 
 
Outline of the WMH-CIDI (Kessler & Ustun, 2004)                                         
________________________________________________________________________ 
 
I. Screening and lifetime review 
 
II. Disorders 
 Mood      MDD, Mania 
 
 Anxiety     Panic Disorder, Specific Phobia, Agoraphobia, GAD,  
       PTSD, OCD, Social Phobia 
 
 Substance Abuse    Alcohol Abuse, Alcohol Dependence, Drug Abuse, Drug  
       Dependence, Nicotine Dependence 
 
 Childhood     ADHD, Oppositional Defiant Disorder, Conduct Disorder,  
       Separation Anxiety Disorder 
 
 Other      Intermittent Explosive Disorder, Eating Disorders,   

      Premenstrual Disorder, Non-Affective Psychoses Screen,  
      Pathological Gambling, Neurasthenia, Personality  

  Disorder Screens 
 
III. Functioning & physical disorders   Suicidality, 30-day Functioning, 30-day Psychological  

      Distress, Physical Comorbidity 
 
IV. Treatment      Services, Pharmacoepidemology 
 
V. Risk Factors        Personality, Social Networks, Childhood Experiences,  

  Family Burden 
 
VI. Socio-demographics    Employment, Finances, Marriage, Children, Childhood  

      Demographics, Adult Demographics 
 
VII. Methodological     Part I - Part II Selection, Interviewer Observations 
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Table 5 

Risk Factor Variables Used for Data Analysis 
______________________________________________________________________________ 
 
Biological Risk Factors        Psychological Risk Factors    Social Risk Factors   
 
close relative with 
depression: 1st mention 
 
 
close relative with 
depression: 2nd mention 
 
 
close relative with 
depression: 3rd mention 
 
close relative with 
depression: 4th mention 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

often felt empty inside 
 
 
 
felt uncomfortable/helpless 
when alone 
 
 
ask advice/reassurance 
about everyday decisions 
 
keep to myself even when 
others around 
 
 
feel awkward in social 
situations 
 
others make fun behind my 
back 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

how emotionally close 
were you w/her (mother) 
when growing up 
 
how emotionally close 
were you w/him (father) 
when growing up  
 
marital status  
 
 
rate current 
marriage/relationship  
(reverse scored) 
 
how often relatives make 
too many demands on you  
 
how often friends make too 
many demands on you 
(reverse scored) 
 
how much can you open 
up to friends and talk about 
worries  
 
amount of difficulty 
paying monthly bills 
(reverse scored) 
 
years of education  
(reverse scored) 
  
feel close in your 
ideas/feelings w/ people of 
same racial descent 
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Table 6 
 
Symptoms of Depression Examined 
______________________________________________________________________________ 
 
Veg./Psycho.          Thought-Based       Reactive               Mood                        Other   
 
gained weight 
without trying 
 
 
lost weight 
without trying  
 
 
 
 
trouble sleeping 
most nights  
 
 
 
slept more than 
usual most 
nights  
 
low energy and 
tired without 
work most days  
 
talk more 
slowly than 
usual most days  
 
so restless 
couldn’t sit still 
or paced  
 
 
 

nothing could 
cheer you most 
days  
 
felt hopeless 
about the future 
most days  
 
 
 
nothing fun 
though good 
things 
happening  
 
lost self-
confidence  
 
 
felt not as good 
as others most 
days 
 
worthless 
feeling most 
days 
 
felt guilty most 
days  
 
often thought of 
death 
 

discouraged 
about life  
 
 
lost interest in 
enjoyable things 
 
 
 
 
unusual 
indecisiveness  
 
 
 
unable to cope 
with daily 
responsibilities  
  
alone rather 
than with 
friends/relatives  
 
 
 
 
 
 
 
 
 
 
 

sadness episode 
lasted all day 
for 2+ weeks 
 
emotional 
distress so 
severe could not 
carry out 
activities 
 
cried often 
 
 
 
 
felt 
irritable/grouch
y/moody most 
days 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

more trouble 
concentrating 
most days 
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Table 7 
 
Frequencies for Categorical Variables of Interest (Entire Sample, N = 2513) 
______________________________________________________________________________ 
 
Variables        n        Percentage  
 
Biological Risk Factors 
 Close relative with depression: 1st mention 
  Parent         181                 7.2% 
  Sibling         157                 6.2% 
 Close relative with depression: 2nd mention 

Parent           21                 0.8% 
  Sibling           41                 1.6% 
 Close relative with depression: 3rd mention 

Parent             3                 0.1% 
  Sibling           10                 0.4% 
 Close relative with depression: 4th mention 

Parent              0                 0.0%  
  Sibling              1                 0.1% 
Psychological Risk Factors 

Often felt empty inside 
 Yes          282               11.2% 
 No        1382               55.0% 
Felt uncomfortable/helpless when alone 
 Yes          116                 4.6% 
 No        1548               61.6% 
Ask advice/reassurance about everyday decisions 
 Yes          248                 9.9% 
 No        1417               56.4% 
Keep to myself even when others around 
 Yes          421               16.8% 
 No        1242               49.4% 
Feel awkward in social situations 
 Yes          421               16.8% 
 No        1239               49.3% 
Others make fun behind my back 
 Yes          167                 6.6% 
 No        1454               57.9% 

Social Risk Factors 
 Marital Status 
  Not Married       1065               42.4% 
  Married       1448               57.6% 
 
 

 (table continues) 
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Table 7 (continued) 
 
______________________________________________________________________________ 
 
Variables          n        Percentage  
 
Social Risk Factors (cont.) 
 Educational Level 
  0-11 years         347               13.8% 
  12 years         746               29.7% 
  13-15 years         704               28.0% 
  16 years or more        716               28.5% 
Subtype (frequencies from depressed sample, n = 378) 

0. No Prominent Risk Factors (none above cutoff z-scores)   182               48.1% 
1. Primarily Biological Risk Factors        62               16.4% 
2. Primarily Psychological Risk Factors        41               10.8% 
3. Primarily Social Risk Factors         32                 8.5% 
4. Biological and Psychological Risk Factors          17                 4.5% 
5. Biological and Social Risk Factors          19                 5.0% 
6. Psychological and Social Risk Factors         12                 3.2% 
7. All Risk Factors Prominent           13                 3.9% 

Symptom Groupa (frequencies from depressed sample, n = 378) 
0. No Prominent Symptoms (none above cutoff z-scores)     37                 9.8% 
1. Primarily Vegetative/Psychomotor Symptoms      57               15.1%  
2. Primarily Thought-Based Symptomsb       16                 4.2% 
3. Primarily Reactive Symptomsb        13                 3.4% 
4. Veg./Psychomotor and Thought-Based Symptoms         41               10.8% 
5. Veg./Psychomotor and Reactive Symptoms           56               14.8% 
6. Thought-Based and Reactive Symptoms b      25                 6.6% 
7. All Symptoms Prominent         133               35.2% 

Depression Diagnoses 
 Depression Lifetime 
  Present          378              15.0% 
  Not present       2135              85.0% 
Depression Severity 
 Hospitalized overnight for sadness  
  Yes              49               1.9% 
  No          262             10.4% 
Treatment 
 Received meds for emotions from professional     522             20.8% 
 Professional psychological counseling for 30+ mins     717             28.5% 
Note. a Mood symptoms present in all symptom groups. b These groups were combined for data 
analysis for Hypothesis 3. 
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Table 8 
 
Descriptives for Continuous Variables of Interest (Entire Sample, N = 2513) 
______________________________________________________________________________ 
 
Variables      Mean  SD          Observed Range 
 
Biological Risk (sum)       0.16    0.45    4.00 
Psychological Risk (average)      0.17    0.18    1.00 
Social Risk Factors 
 Emotionally close with mother a     0.47    0.58    3.00 
 Emotionally close with father a     0.73    0.68    3.00 
 Rate current marriage/relationshipb    1.34    0.84  10.00 
 How often relatives make demands c    0.95    0.65    3.00   
 How often friends make demands c    0.65    0.52    3.00 
 How much you can open up and talk d     0.73    0.68    3.00 
 Amount of difficulty paying bills e    1.13    0.67    3.00 
 Feel close in racial descent f     0.94    0.65    3.00 
 Social Risk (average)      0.00    0.40    3.08 
Depression symptoms 
 Sum of vegetative/psychomotor symptoms   0.60    1.28    4.00 
 Sum of thought based symptoms     0.93    2.12    8.00 
 Sum of reactive symptoms     1.00    1.55    5.00 
 Sum of mood symptoms      0.61    1.13    4.00 
Severity variables 
 Sum of depression symptoms     5.84    7.04  22.00 
 Longest # of days felt sad/discouraged/dep   6.36  25.14           365.00  
 Length of worst episode (days)     4.09    5.73  74.00 
 Days in yr totally unable to do usual activities 23.40  61.96           365.00 
 Social Risk (average)      0.00    0.23    3.61 
Chronicity variable (raw scores)     
 # of different yrs in life had at least 1 episode   6.98    8.54  51.00 
 
 
Note. a Coded 0 = very close, 1 = somewhat close, 2 = not very close, 3 = not at all close. b 
Range from 0 (the best relationship) to 10 (the worst relationship). c Coded 0 = never, 1 = rarely, 
2 = some, 3 = often. d Coded 0 = a lot, 1 = some, 2 = a little, 3 = not at all. e 0 = not at all 
difficult, 1 = not very difficult, 2 = somewhat difficult, 3 = very difficult. f Coded 0 = very close, 
1 = somewhat close, 2 = not very close, 3 = not at all close. 
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Table 9 
 
Intercorrelations among Demographic Variables 
______________________________________________________________________________ 
 
Variables   1  2a  3b  4c  5d          
 
1 Age    - 

 
2 Gender     .03   -    

 
3 Race   -.19***  .03   - 

 
4 Job Status     .44***  .11*** -.04   - 

 
5 Yrs. of Educ.   -.13*** -.01   -.12*** -.24*** - 
 
 
Note. ***p < .001. Range of cell ns = 2507-2513. a Gender coded 1 = Men, 2 = Women. b Race 
coded 1 = White, 2 = Non-white. c Job status coded 1 = Employed, 2 = Unemployed, 3 = Not in 
labor force. d Years of education coded 0 = 0-11 years, 1 = 12 years, 2 = 13-15 years, 3 = 16 
years or more. 
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Table 10 
 
Associations between Demographic and Risk Variables 
______________________________________________________________________________ 
 
Variables    Age  Gender a  Race b  Job c   
 
Biological Risks 

Parent Depression  -.15***  .05*       -.02  -.08*** 
Sibling Depression  -.02   .07*** -.05*  -.05*** 
Biological Risk   -.11***  .08*** -.04*  -.08*** 

Psychological Risks d 
Empty Inside   -.03   .04   .06**   .04* 
Helpless when Alone  -.04   .05*   .09***  .04 
Ask Advice   -.03   .04   .02   .08*** 
Keep to Self   -.07**  -.01   .11***  .01 
Awkward in Social  -.04   .01   .02   .01 
Others Make Fun   -.04   .02   .09***  .06** 
Psychological Risk  -.07**   .03   .10***  .06** 

Social Risks 
Close with Mother e  -.04*   .08*** -.04*  -.05* 
Close with Father  e  -.07**  -.02  -.02  -.03 
Marital Status f   -.04*   .14***  .10***  .08*** 
Rate Relationship g  -.10***  .05*   .03  -.06** 
Relatives mk. Demands h  -.06**   .07**   .05*  -.03 
Friends mk. Demands h  -.10***  .01   .05*  -.08*** 
Talk about Worries i  -.07**  -.02  -.02  -.03 
Difficulty Paying Bills j  -.08***  .05*   .09***  .05* 
Years of Education k   .13***  .01     .12***  .24*** 
Close/Racial Descent l   .02  -.04   .01  -.01 
Social Risk   -.10***  .08***  .09***  .02 

 
Total Risk Factors   -.13***  .09***  .06**  -.01 
 
Note. *p < .05, **p < .01, ***p < .001. Range of cell ns = 2507-2513. Correlations are point 
biserial or phi (Φ). a Gender coded 1 = Men, 2 = Women. b Race coded 1 = Non-latino whites, 2 
= Non-white. c Job status coded 1 = Employed, 2 = Unemployed, 3 = Not in labor force. d Coded 
0 = no risk, 1 = risk present. e Coded 0 = very close, 1 = somewhat close, 2 = not very close, 3 = 
not at all close. f Coded 0 = married/cohabiting, 1 = not married/cohabiting.  g Range from 0 (the 
best relationship) to 10 (the worst relationship). h Coded 0 = never, 1 = rarely, 2 = some, 3 = 
often. i Coded 0 = a lot, 1 = some, 2 = a little, 3 = not at all. j 0 = not at all difficult, 1 = not very 
difficult, 2 = somewhat difficult, 3 = very difficult. k Coded 0 = ≥ 16 years, 1 = 13-15 years, 2 = 
12 years, 3 = 0-11 years. l Coded 0 = very close, 1 = somewhat close, 2 = not very close, 3 = not 
at all close.  
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Table 11 
 
Associations among Demographic and Outcome Variables 
______________________________________________________________________________ 
 
Variables       Age   Gender a  Raceb  Jobc   
 
Symptom Clusters 

Sum of Veg./Psych. Sx  -.06*** .14***      -.06**  -.02 

Sum of Thought Sx     -.07**   .12***  -.07*** -.03 

Sum of Reactive Sx     -.10*** .15***  -.05**  -.05** 

Sum of All Dep. Sx     -.08*** .14***  -.06**  -.03 

Depression Diagnoses 

Depression Dx Life   -.06**   .11***  -.07**  -.03 

Depression Dx 12 mo.     -.10*** .09***  -.003   .02 

Depression Severity 

Hospitalized for Sadness  .01  .01   .01   .05* 

Longest # Days Felt Sad      .03  .02   .03   .03 

Length Worst Episode      .03  .01  -.02   .03 

Days Unable/Activities      .02            -.02   .02   .09*** 

Depression Chronicity            -.03  .07**  -.04   .02 

Treatment 

        Received Medsd    .06**   .16***  -.11***  .06** 

        Professional Counselinge     -.10*** .09***  -.13*** -.11*** 

 
Note. *p < .05, **p < .01, ***p < .001. Range of cell ns = 2504-2513. a Gender coded 1 = Men, 2 
= Women. b Race coded 1 = White, 2 = Non-white. c Job status coded 1 = Employed, 2 = 
Unemployed, 3 = Not in labor force. d, e Coded 0 = no, 1 = yes.
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Table 12 
 
Associations among Risk Factor Variables 
____________________________________________________________________________________________________________ 
Variables   1               2               3               4               5               6               7               8               9               10  
Biological Risks 
1   Parent Dep.   - 
2   Sibling Dep.  .21***     -  
3   Biological Risk  .78***     .77***      - 
Psychological Risks 
4   Empty Insidea  .07***     .07***      .09***   - 
5   Helplessa   .06**     .03          .06**   .30***      - 
6   Ask Advicea  .04*     .04          .05*   .20***      .16*** - 
7   Keep to Selfa  .09***     .05          .08***   .30***      .20*** .14***    - 
8   Awkwarda    .08***     .03          .07**   .31***      .22*** .19***    .39***      - 
9   Make Funa   .08***     .01          .06**   .24***      .20*** .16***    .19***      .25***   - 
10 Psych. Risk   .11***     .06**        .11***   .66***      .51*** .51***    .67***      .70***   .53***       - 
Social Risks 
11 Close w/Mother  .14***     .07***      .13***   .09***      .07** -.03    .05**        .04***   .02        .07**  
12 Close w/Father  .14***     .08***      .14***   .09***      .03 .02    .10***      .10***   .07**        .12***  
13 Marital Statusb  .01    -.01          < .01   .15***      .10*** .07***    .12***      .08***   .11***      .17***  
14 Rate Relationship  .02     .01          .02   .10***      .04* -.02    .07***      .05*   .05***      .08***  
15 Relatives/Demands .13***     .08***      .13***   .07***      .05** .05*    < .01         .01   .07**        .06**  
16 Friends/Demands  .06**     .07***      .08***   .06***      < .01 .04    .01         .03   .07***      .06**  
17 Worries   .14***     .08***      .14***   .09***      .03 .02    .10***      .10***   .07**        .12***  
18 Difficulty w/Bills  .01     .01          .01   .19***      .08*** .08***    .09***      .10***   .14***      .18***  
19 Yrs. of Educationc  -.07**    -.06**      -.08***      .06**        .06** .03    .05*         .08***   .12**        .11***  
20 Close/Racial Descent .04     .04          .05*   .08***      .09*** .01    .10***      .14***   .07**        .14***  
21 Social Risk   .15***     .09***      .16***   .24***      .14*** .07**    .17***      .18***   .19***      .28***  
22 Total Risk Factors  .58***     .52***      .71***   .51***      .37*** .36***    .50***      .51***   .40***      .74***  

               (table continues) 
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Table 12 (continued) 
 
____________________________________________________________________________________________________________ 
Variables   11          12          13          14          15          16          17          18          19          20          21          22  
 
Social Risks 
11 Close w/Mother  - 
12 Close w/Father  .28***    - 
13 Marital Status  .04*       .04*     - 
14 Rate Relationship  .05**     .08***   < .01       - 
15 Relatives/Demands .09***   .03     < .01      .04        -  
16 Friends/Demands  .05*   .05*     .07**     .02       .32***    - 
17 Worries   .28*** 1.00***   .04*       .07*** .03         .05* - 
18 Difficulty w/Bills  < .01   < .01     .08***   .08*** .08***   .07** < .01   - 
19 Yrs. of Education  -.04*  -.06**     .08***  < -.01    .03        -.09***    -.06**   .09***   - 
20 Close/Racial Descent .09***   .06**     .03       .02      -.04*      -.05* .06**   < .01    .03     - 
21 Social Risk   .46***   .62***   .34***   .34*** .38***    .37*** .62***   .35***  .23***  .30***     - 
22 Total Risk Factors  .23***   .31***   .19***   .15*** .21***    .17*** .31***   .20***   .07***  .19***     .50*** - 
 
Note. *p < .05, **p < .01, ***p < .001. Range of cell ns = 2513-2513. a Coded 0 = no, 1 = yes . b Marital Status Coded 0 = 
married/cohabiting, 1 = not married/cohabiting. c Years of Education Coded 0 = ≥ 16 years, 1 = 13-15 years, 2 = 12 years, 3 = 0-11 
years. 
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Table 13 
 
Associations among Outcomes – Depression Symptoms, Severity and Chronicity 
_____________________________________________________________________________       
Variables    1 2 3 4 5 6 7 8 9 10 11    
 
Symptoms 

1 Veg./Psych. Sum   - 
2 Thought-Based Sum  .88** -  
3 Reactive Sum   .82** .82** - 
4 Mood Sum   .88** .85**  .82** -   

Severity 
5 Sum of Dep. Sx   .85** .88**  .74** .80** - 
6 Hospitalizeda   .01 .05**  .04* .01 .04 - 
7 Longest # days   .02 .03  .05* .04 .04* .05* - 
8 Length worst episode  .00 .02 -.02 .00 .00 .03 .05** - 
9 Unable to do activities  .04* .02  .02 .01 .03 .01 .01 .14** - 
10 Severity Average   .57** .61**  .51** .54** .68** .36** .53** .40** .29** - 

Chronicity   
11 Chronicity   .05 .14*  .21** -.05 .14* .17** -.02 .01 .18** .18** -  

 
Note. **p < .01, **p < .05. Range of cell ns = 309-2513. a Coded 0 = no, 1 = yes. 
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Table 14 
 
Summary of Hierarchical Logistic Regression Analysis for Risk Factors Predicting Lifetime 

Depression Diagnosis (n = 2513) 

______________________________________________________________________________ 
 
      Predictors   Exp (B) p    95% CI (L)      95% CI (U)     R2     R2∆ 
 
Block 1              .04       .04 

      Age   .99  <.001  .98  .99       

      Gender   1.96  <.001  1.55  2.49 

      Race   .54  <.001  .40  .72 

Block 2              .08       .04 

      Age   .99  .003  .98  1.00 

      Gender   1.84  <.001  1.45  2.3 

      Race   .57  <.001  .42  .76 

      Parent Dep.  2.10  <.001  1.54  2.86 

      Sibling Dep.  2.42  <.001  1.77  3.31 

Block 3              .15       .07 

      Age   .99  .003  .98  1.00 

      Gender   1.85  <.001  1.5  2.37 

      Race   .49  <.001  .36  .67 

      Parent Dep.  1.92  <.001  1.39  2.65 

      Sibling Dep.  2.31  <.001  1.67  3.20 

      Felt empty inside  .63  <.001  2.58  5.12 

      Uncomfortable/alone 1.36  .21  .84  2.20   

      Ask for advice  .59  .01  .39  .88    

      Keep to self  1.19  .32  .85  1.67 

      Felt awkward  1.37  .07  .98  1.92 

      Others make fun  1.14  .56  .74  1.77 

 

 

     (table continues) 
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Table 14 (continued) 
 
______________________________________________________________________________ 
 
      Predictors   Exp (B) p    95% CI (L)      95% CI (U)     R2     R2∆ 
 

Block 4              .17       .02 

      Age   0.99    0.03  0.99  1.00 

      Gender   1.80  <.001  1.40  2.32 

      Race   0.53  <.001  0.39  0.73 

      Parent Dep.  1.72  0.001  1.23  2.39 

      Sibling Dep.  2.22  <.001  1.59  3.09 

      Felt empty inside  3.29  <.001  2.30  4.69 

      Uncomfortable/alone 1.31    0.28  0.80  2.13 

      Asked for Advice  0.64    0.04  0.43  0.97 

      Keep to self  1.14    0.46  0.81  1.61 

      Felt awkward  1.38    0.07  0.97  1.94 

      Others make fun  1.21    0.41  0.77  1.90 

      Close with Mother 1.15    0.01  1.03  1.28 

      Close with Father  1.11    0.07  0.99  1.24 

      Marital Status  1.03    0.58  0.92  1.17 

      Rate Relationship  1.12    0.04  1.01  1.24 

      Relatives/Demands 0.99    0.82  0.88  1.11 

      Friends/Demands  0.96    0.47  0.85  1.08 

      Worriesa   ---  ---  ---  --- 

      Difficulty w/Bills  1.07    0.28  0.95  1.20 

      Yrs. of Education  0.79  <.001  0.70  0.90 

      Close/Racial Descent 1.08    0.18  0.97  1.21 

Note. a This variable was eliminated from analysis due to redundancies in variance between it 
and other social risk factor variables. 
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Table 15 

Discriminant Function Analysis - Means and SDs for Predictors as a Function of Group 

 
Symptom Group  Predictors  n Mean  Standard Deviation  

No Prominent Symptoms Biological Risk 37 0.47  1.58 

    Psych. Risk  37 0.14  1.38 

    Social Risk  37 0.05  0.41 

 

Only Prominent   Biological Risk 57 0.56  1.31 

Vegetative/Psychomotor Psych. Risk  57       -0.09  1.13 

Symptoms   Social Risk  57       -0.06  0.40 

 

Prominent Thought-Based Biological Risk 54 0.21  1.14 

or Reactive Symptoms or  Psych. Risk  54 0.65  1.39 

Both Symptoms Prominent Social Risk  54 0.07  0.39 

 

Prominent Vegetative / Biological Risk 41 0.39  1.36 

Psychomotor and Thought -  Psych. Risk  41 0.30  1.43 

Based Symptoms  Social Risk  41 0.14  0.48 

 

Prominent Vegetative /  Biological Risk 56 0.62  1.51  

Psychomotor and Reactive Psych. Risk  56 0.40  1.40 

Symptoms   Social risk  56 0.27  0.44 

 

All Symptoms Prominent Biological Risk 133 0.51  1.67 

    Psych. Risk  133 0.60  1.39 

    Social Risk  133 0.13  0.47 
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Table 16 

Discriminant Function Analysis – Standardized Canonical Discriminant Function Coefficients 

          Function    
 
Predictor     1         2   3      

Biological Risk                      -0.19                   0.46  0.89 

Psychological Risk    0.54                  -0.73  0.45 

Social Risk     0.76        0.60            -0.35 

 

 

 

 

 

Table 17 

Discriminant Function Analysis – Functions at Group Centroids 

                         Function    
 

Symptom Group      1   2  3  

0. No Prominent Symptoms       -0.23    0.03  -0.03 

1. Only Prominent Vegetative/Psychomotor Symptoms        -0.52    0.05    0.03 

2. Prominent Thought-Based or Reactive Sx. Or Both            0.04  -0.29  -0.03 

3. Prominent Veg./Psychomotor and Thought-Based Sx.   0.002    0.05  -0.10 

4. Prominent Veg./Psychomotor and Reactive Symptoms     0.22    0.23  -0.02 

5. All Symptoms are Prominent        0.18  -0.02    0.05 
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Table 18 

Discriminant Function Analysis – Classification Function Coefficients 

                                       Symptom Group     
 

Predictors   1a  2b  3c  4d  5e       6f  
 

Biological Risk 0.21    0.28  0.07  0.14  0.21      0.18 

Psychological Risk 0.06  - 0.04  0.34  0.12  0.13      0.27 

Social Risk  0.07  - 0.43  0.10  0.52  1.05      0.62 

Note. a No prominent symptoms. b Only vegetative/psychomotor symptoms are prominent.          
c Thought-based or reactive symptoms or both are prominent. d Vegetative/psychomotor and 
thought-based symptoms are prominent. e Vegetative/psychomotor and reactive symptoms are 
prominent. f All symptoms are prominent. 
 

 

 

Table 19 

Discriminant Function Analysis – Classification Results 

            Predicted Group Membership     
 

Symptom Group 1a          2b        3c          4d            5e             6f   Total  
1a            0     2       0        0            0     35     37 

2b          0     8       0        0            0     49     57 

3c            0      2       0        0            0     52     54 

4d              0     4       0        0            0     37     41 

5e               0     4       0        0            0     52     56 

6f   0     8       0        0            0   125   133 

Note. a No prominent symptoms. b Only vegetative/psychomotor symptoms are prominent.          
c Thought-based or reactive symptoms or both are prominent. d Vegetative/psychomotor and 
thought-based symptoms are prominent. e Vegetative/psychomotor and reactive symptoms are 
prominent. f All symptoms are prominent. 
 



 

95 

Table 20 

Descriptive Statistics for Hypothesis 4: Comparing Subtypes on Depression Severity 

______________________________________________________________________________ 
 
Subtype    n  Standardized Mean Standard Deviation  
 
0. No Substantial Risks   182  0.24   0.23 
1. Substantial Biological Risk   62  0.23   0.28  
2. Substantial Psychological Risk   41  0.27   0.25 
3. Substantial Social Risk    32  0.25   0.26 
4. Substantial Bio./Psych. Risks   17  0.36   0.37 
5. Substantial Bio./Social Risks    19  0.50   0.59 
6. Substantial Psych./Social Risks    12  0.81   1.17 
7. All Risks Substantial    13  0.28   0.40 
 
 
 
 
Table 21 
 
Descriptive Statistics for Hypothesis 5: Comparing Subtypes on Depression Chronicity 

______________________________________________________________________________ 
 
Subtype    n  Raw Mean  Standard Deviation  
 
0. No Substantial Risks  107    5.09     5.84 
1. Substantial Biological Risk   44    9.09   10.94  
2. Substantial Psychological Risk   28    7.25     8.40 
3. Substantial Social Risk    21    8.29     7.71 
4. Substantial Bio./Psych. Risks   15            10.13   11.72 
5. Substantial Bio./Social Risks    18  14.78   14.72 
6. Substantial Psych./Social Risks      9    7.33     9.61 
7. All Risks Substantial    10    4.60     4.40 
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Table 22 

Means and Standard Deviations for Hypothesis 6: Treatment Effects by Specified Subtypes 

______________________________________________________________________________ 
 
Groups             n      M a      SD   
 

Subtype 1 Only: Taking Medication 

 No           8  0.04  0.08 

 Yes        36  0.28  0.33 

Subtypes 2, 3, and 6: Currently in Therapy 

 No          8  0.22  0.31 

 Yes            49  0.42  0.65 

Subtypes 4, 5, and 7: Meds and Therapy 

 No                   11  0.41  0.81 

 Yes            26  0.51  0.35 

Note. a Means are standardized. 
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Table 23  

Summary of Hypothesis Tests 

______________________________________________________________________________ 

Hypothesis     Support        
 
Hypothesis 1    Fully Supported 
 
Hypothesis 2a    Fully Supported 
Hypothesis 2b    Fully Supported 
 
Hypothesis 3a    Partially Supported 
Hypothesis 3b    Could not be adequately addressed 
Hypothesis 3c    Could not be adequately addressed  
Hypothesis 3d    Partially Supported  
Hypothesis 3e    Fully Supported  
Hypothesis 3f    Partially Supported  
Hypothesis 3g    Partially Supported  
 
Hypothesis 4a    Not Supported  
Hypothesis 4b    Not Supported  
Hypothesis 4c    Could not be adequately addressed  
 
Hypothesis 5a    Partially Supported  
Hypothesis 5b    Partially Supported  
Hypothesis 5c    Could not be adequately addressed  
 
Hypothesis 6a    Not Supported  
Hypothesis 6b    Not Supported  
Hypothesis 6c    Not Supported  
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