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Depression: Discrete or Continuous?
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Abstract
Elucidating the true structure of depression is necessary if we
are to advance our understanding and treatment options.
Central to the issue of structure is whether depression represents discrete types or occurs on a continuum. Nature almost universally operates on the basis of continuums,
whereas human perception favors discrete categories. This
reality might be formalized into a ‘continuum principle’: natural phenomena tend to occur on a continuum, and any instance of hypothesized discreteness requires unassailable
proof. Research evidence for discrete types falls far short of
this standard, with most evidence supporting a continuum.
However, quantitative variation can yield qualitative differences as an emergent property, fostering the appearance of
discreteness. Depression as a continuum is best characterized by duration and severity dimensions, with the latter understood in terms of depressive inhibition. In the absence of
some degree of cognitive, emotional, social, and physical inhibition, depression should not be diagnosed. Combining
the dimensions of duration and severity provides an optimal
way to characterize the quantitative and related qualitative
aspects of depression and to describe the overall degree of
dysfunction. The presence of other symptom types occurs
when anxiety, hypomanic/manic, psychotic, and personality
continuums interface with the depression continuum.
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Despite over 100 years of research, the structure of depression eludes accurate characterization. One of the key
issues is whether depression occurs as discrete types or
exists on a continuum [1–5]. Various discrete forms of
depression have been identified but have not been proven
to represent valid entities [1–7]. Some of the more common types that have been proposed include endogenous/
melancholic, major, minor, reactive/neurotic, and dysthymic. By applying conceptual reasoning to existing research results, it is possible to elucidate the nature of depression. Accurate characterization of this mental health
condition is crucial due to the enormous suffering resulting from it and less than ideal treatment outcomes.

Discrete or Dimensional?

A prominent theme in depression research has been its
characterization. Kraepelin viewed depression as part of
a manic-depressive continuum with mania, hypomania,
depression, mixed states, and mood temperaments being
variants of the same disorder [3]. Diagnostic systems, e.g.
the Diagnostic and Statistical Manual (DSM) and the International Classification of Diseases (ICD), on the other
hand, have viewed depression and mania as separate entities, with depression further divided into discrete conditions [3]. For example, in DSM-IV-TR, discrete types include ‘major depression’, ‘minor depression’, and ‘dysthymia’, with DSM-5 keeping the first and adding
‘persistent depressive disorder’ to replace ‘dysthymia’ [8,
9]. ICD-10 includes ‘depressive episodes’, ‘dysthymia’
(under ‘persistent mood disorder’), and ‘recurrent deBrad Bowins, MD, FRCP (C)
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order in DSM-5) and minor depression as distinct forms
of depression [23–25]. No clear differences in etiology for
the various types of depression proposed have been identified that hold out over repeated studies. Furthermore,
one recent study examining levels of brain-derived neurotrophic factor (BDNF), tumor necrosis factor (TNF),
adiponectin, and interleukin-6 (IL-6), all hypothesized to
play a role in depression, found no differences between
reactive depression, major depression (believed to be
equivalent to endogenous depression), and bipolar depression [15]. Despite years of attempting to identify a
clear symptom picture for endogenous depression, Parker [2] has been unable to clearly distinguish melancholic
from nonmelancholic types.
Regarding course, research examining various indicators, such as risk of relapse, likelihood of recurrence,
probability of readmission, and suicide, has overall failed
to distinguish the two types of depression, with studies
yielding varying results [6, 19–22]. For example, Kessing
[6] did not find any differences in completed suicide, an
important indicator of course. Furthermore, the course
and symptom profile of depression often changes over
time, fulfilling criteria for various subtypes including major, minor, and dysthymic depression [4, 26–28]. As pertains to treatment, early research by Parker [2] and his
group suggested that endogenous/melancholic depression responded better to electroconvulsive therapy and
tricyclic antidepressants. However, they later learned that
their ‘pristine’ results were actually an artifact of aging,
with older patients responding better to these two treatment modalities regardless of the type of depression [2].
Despite the lack of clear distinctions, there is some
support, derived from select studies, for the position that
melancholic depression is a subtype, based upon several
criteria including: more extensive psychomotor impairment consisting of thought and physical slowing, anergia,
anhedonia, suicide risk, agitation, fewer anxiety symptoms, higher cortisol levels and failure to suppress them
with dexamethasone treatment, and a greater response to
electroconvulsive therapy and tricyclic antidepressants
combined with a lesser response to selective serotonin
reuptake inhibitors [2, 7, 29–32]. So, where does all this
leave us with regard to the crucial issue of depression as a
discrete or continuous condition? On the one hand, there
does not seem to be sufficient evidence for truly discrete
types of depression, but on the other hand, there is persistent evidence for distinctions of some type. We have a
quandary that is both intriguing and discouraging, the
latter response arising from the struggle encountered in
characterizing a disease process that has been extensively
Bowins
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pression’ [10]. Historically, depression has been separated into more internally based and reactive forms [2–5, 11,
12]. Various terms have been applied to both with the
former typically referred to as endogenous, vital, or melancholic and the latter as reactive, neurotic, or dysthymic
[5, 7, 11, 12]. Melancholia was identified at the time of
Hippocrates and continued through Galenic and medieval times [5]. In 1621, Richard Burton wrote The Anatomy of Melancholy [5]. Carl Lange, in 1880, identified a
disorder with neurovegetative features that became
known as endogenous or vital depression [7].
The concept of reactive depression arose from psychoanalysts led by Freud who theorized that depression results
from actual or symbolic losses of a love object [13]. Adolf
Meyer advanced the view that all psychiatric illnesses, depression included, occur as psychobiological reactions to
stress [5]. The notion that there are at least two discrete
forms of depression, endogenous/melancholic and reactive/neurotic, aligns with the disease model maintaining
that there are separate conditions with etiological, symptom, course, and treatment differences [5]. In contrast to
this binary view of depression is the unitary perspective
that it is a single entity with various manifestations [1, 2].
Research strategies typically of a factor analytic nature
have been applied over many years to ascertain the structure of depression. Eysenck [14] believed that the unitary/
binary debate can be ‘translated into factor analytic logic
quite simply and clearly’, with the unitary view predicting
a single large general factor with positive loadings and no
interpretable bipolar factor (not to be confused with bipolar disorder). In contrast, the binary position is supported by a bipolar factor involving endogenous and nonendogenous positions [14]. Eysenck [14] believed that the
two-factor solution is supported. Parker et al. [1] reviewed
major factor analytic studies relevant to the unitary/binary debate. Although interpretation of these studies can
be challenging, there appears to be evidence for both positions, with Parker et al. [1] concluding that the strongest
support is for an endogenous/melancholic type. According to Parker et al. [1], studies supporting a binary position are mainly describing endogenous and nonendogenous depressions, with the latter a mixture of anxiety,
personality, and other nonspecific contributors.
Consistent with the disease model, discrete forms of
depression should have different etiologies, symptom
profiles, courses, and responses to treatment. Research,
however, does not clearly distinguish endogenous/melancholic and reactive/neurotic depression based on these
parameters [1–7, 15–22], nor has research supported dysthymia (and its continuation as persistent depressive dis-
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gorization are ironically not as distinct as is often assumed. This occurrence arises from an important emergent property of quantitative dimensions: quantitative
dimensions produce different qualitative states. For example, elevated blood sugar levels can be organized quantitatively: mild elevation involving a prediabetic condition, lacking overt disease manifestation; moderate elevation providing for diabetes resulting in pathological
manifestations, such as in the vascular system; severe elevation producing prominent signs and symptoms, such
as fluid loss related to osmotic diuresis. Dimensional
quantitative variation yields qualitatively different disease states as an emergent property, with different treatment interventions being required. Mild elevation involving prediabetes only requires diet and activity alterations, moderate elevations require formal treatment with
medications or insulin, and severe elevations constitute a
medical emergency necessitating crisis care. Likewise,
with varying quantitative levels of depression, different
qualitative ‘types’ can manifest as an emergent property.
Supporting this perspective, Schotte et al. [36] found that
nonmelancholic and melancholic depression are organized continuously, with melancholic symptoms emerging as depression severity increases.
Applying clarification to the concepts of how well dimensions or discreteness apply to natural phenomena,
and how quantitative differences yield qualitative variation as an emergent property, helps resolve our quandary
regarding whether or not depression (or likely for that
matter any psychiatric condition) is organized discretely
or continuously. It represents a synthesis replacing the
polar extremes, and one supporting a dimensional organization while allowing for some qualitative distinctions.
Research and treatment approaches then need not be seen
as impaired by a dimensional perspective [2]. It implies
that adjectives, such as major, minor, dysthymia, endogenous, melancholic, and reactive, cannot be applied to
depression. As a continuous entity, depression must be
simply identified as ‘depression’ in any diagnostic system,
although it can be understood that the more severe manifestations have a greater probability of producing classic
melancholic signs and symptoms. Let us now look at depression as a dimensional entity.

The Dimensional Nature of Depression

Assuming, based on the prior discussion, that depression is organized continuously, the question remains as to
how it is structured. Of crucial significance, characterizaPsychopathology
DOI: 10.1159/000366504
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researched. A potential resolution to this dilemma resides
in a clarification of conceptual issues relevant to discrete
and continuous descriptions of disease entities.
One very crucial concept that requires clarification is
how well discrete and continuous categories apply to natural phenomena. Nature operates on the basis of continuums, whereas we prefer to see discreteness [33–35]. Even
a straightforward single gene trait involving dominant
and recessive alleles, such as eye color, which should be
fully discrete with brown and blue categories, gravitates to
a continuum evidenced by the phenotypes of hazel and
green eye color when brown and blue genes mix. Variation in traits is the substance acted upon by natural selection allowing for their evolution [33]. Continuums provide for trait variation, whereas truly discrete entities do
not. What this means is that if nature was organized discretely and not continuously, there would be no variation,
and hence no evolution [33]. Traits lacking any variation
(truly discrete) either persist if selection pressures favor
the given characteristics or perish if not favored, an either
or scenario. Ample trait variation provided by a continuous organization of forms allows for the most adaptive
variant/s to become more represented in succeeding generations, the hallmark of natural selection and evolution.
Discovering that human sexual orientation is organized continuously, Kinsey et al. [34, 35] commented on
how, despite our tendency to see discreteness, continuums characterize nature. In Sexual Behavior in the Human Male [34] they state, ‘The living world is a continuum
in each and every one of its aspects’, and add in Sexual
Behavior in the Human Female [35], ‘It is a characteristic
of the human mind that it tries to dichotomize in its classification of phenomena’. These statements capture how
nature, human psychology included, is organized in a
continuous fashion, while our perception of discrete categories is an illusion arising from a natural psychological
inclination to dichotomize when classifying. Discrete entities are easier to process mentally, accuracy being traded
off for simplicity. A formal statement that might be referred to as the ‘continuum principle’ is warranted, considering our automatic tendency to apply discreteness to
what are almost universally continuous variables: natural
phenomena tend to occur on a continuum, and any instance of hypothesized discreteness requires unassailable
proof. Hence, any researcher or theorist positing discrete
forms of depression must provide unambiguous evidence.
Clearly, evidence for discrete types of depression does not
even come close to achieving this standard.
A second very crucial conceptual issue requiring clarification is that continuous and discrete methods of cate-
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quantitative levels are different qualitatively. For example, a short-duration/mild-severity depression is much
different qualitatively than a long-duration/high-severity
episode. In the case of the former, there is typically much
less overall suffering and disruption to the person’s life
compared to the latter. The use of three levels – low, moderate, and high (or mild, moderate, and severe) for the
severity dimension, and short, moderate, and long for the
duration dimension – is recommended, as opposed to
scales with more gradients, because the greater the number of levels, the more difficulty is encountered in defining each and assigning the appropriate value. Extensive
training is required that is unlikely to occur outside of a
research setting. In contrast, most people, and certainly
experienced clinicians, have an intuitive sense of what
constitutes low, moderate, and high, simplifying rating
for the severity dimension, and the three levels on the duration dimension can be defined in time units. Short
might be set at less than 3 months, moderate at 3–6
months, and long at greater than 6 months, although research might have to establish the optimal time frame parameters for these three levels.
The validity of a dimensional approach applied to depression severity and duration has rarely been investigated. However, research by Kessing [37] focusing on the
ICD-10 mild, moderate, and severe distinctions, supports
a three-level rating system for severity: progressing from
mild to moderate to severe, the risk of suicide and relapse
increased significantly. In addition, greater stability of the
diagnosis was found with moderate and severe ratings,
highlighting the difficulty often encountered in separating depression from normal states, such as dysphoric
mood.
While characterizing the duration dimension is quite
straightforward given that it can be assessed in time units,
the severity dimension requires more effort. As a starting
point, we must consider whether or not the depressive
dimension includes other conditions such as mania, anxiety, psychosis, and personality traits. Kraepelin viewed
depression and mania as poles on the same dimension
[3]. Mixed states involving both depressive and hypomanic/manic symptoms appear to be the norm and not
the exception [38–43]. Kraepelin indicated: ‘Very often
we meet temporarily with states which do not exactly correspond either to manic excitement or to depression, but
represent a mixture of morbid symptoms of both forms
of manic-depressive insanity’ [44].
Considering that hypomanic/manic and depressive
symptoms are frequently part of a given episode, it was
logical for Kraepelin to place them on the same dimenBowins
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tion of depression as a continuum must include duration
and severity, supported by the intuitive tendency of every
experienced clinician to consider these dimensions. Regarding duration, all else being equal, a depression of
2 years is different than a very short-lived episode. DSM-5
somewhat incorporates a time dimension with ‘major depression’ only necessitating 2 weeks of symptoms and
‘dysthymia’ and ‘persistent depressive disorder’ months
[8, 9]. However, there is no requirement to note the exact
time frame in major classification systems [8, 10]. As pertains to the severity of the depressive state, as we have seen,
quantitative dimensions produce qualitatively different
states as an emergent property. ICD-10 incorporates a severity dimension distinguishing between ‘mild’, ‘moderate’, and ‘severe depression’ [10]. DSM-IV and DSM-5
also do so to some extent with ‘major’, ‘minor’, and ‘dysthymia’ in DSM-IV, and ‘major’ and ‘persistent depressive
disorder’ in DSM-5. Hence, applying duration and severity dimensions does not represent a radical departure
from current classification systems, but does necessitate
the removal of all adjectives leaving only ‘depression’.
To give a truly comprehensive picture of an event, both
duration and severity must be described in relationship
to each other. For example, playing your favorite music
at low volume for an hour or so is vastly different quantitatively and qualitatively than playing it at the highest volume for a day straight. Duration and severity might be
rated low, moderate, and high, with the numbers 1, 2, and
3 assigned, respectively. The product of the assigned values gives a fairly accurate picture of the quantitative and
qualitative differences. Your favorite music at low volume
for an hour (1 × 1 = 1) numerically is vastly different than
the same music at high volume for a day straight (3 × 3 =
9). Likewise, the duration and severity of a given depressive episode can both be rated using this scaling process.
For example, a short-lived and low-severity episode can
be listed as 1 × 1 = 1, and a long-lived and high-severity
episode as 3 × 3 = 9. Between these two extremes are various scenarios such as shorter-range/high-severity episodes (1 × 3 = 3), moderate-length/moderate-severity episodes (2 × 2 = 4), short-duration/moderate-severity episodes (1 × 2 = 2), moderate-duration/high-severity
episodes (2 × 3 = 6), and longer-range/mild-severity episodes (3 × 1 = 3). Given that the same numeric value can
describe different states, the ratings assigned for duration
and severity should both be recorded. The ratings are for
each episode and as such do not indicate recurrent episodes, necessitating that they be recorded separately.
As with varying quantitative music states producing
different qualitative experiences, depressions of varying

pression – melancholic/endogenous – alone exists, with
reactive/neurotic ‘depression’ only a composite of anxiety
and personality symptoms [1, 2, 12]. A psychoanalytically orientated empirical study also supports this conclusion, only finding evidence for one type of depression
(endogenous), with all other versions indistinguishable
from nondepressed psychiatric states [46]. Given that discrete types of depression are not supported by the bulk of
research, and certainly do not provide unassailable proof,
the value of these results is evidence for a single dimension of depression severity.
How though are we to understand the content of the
severity dimension? It is proposed that a concept originated by Kraepelin – depressive inhibition – with modifications be used to characterize the structure of the severity dimension. Kraepelin [47] believed that all the phenomenology of manic-depressive illness derives from
depressive inhibition and that impediment of volition is
the predominate clinical feature of depression: ‘All action
of the will is extremely difficult … the transformation of
impulses of the will into action meets with obstacles that
cannot be overcome without difficulty, and often not at
all by the patient’s own strength’. Current research data
indicate that depressive inhibition involves impeded cognitive, emotional, social, and physical behavior. Cognitive consisting of thought slowing and impairments to
attention, memory, and learning processes (executive
functions); emotional entailing diminished positive emotions, excessive negative emotions, restricted affective
range, and emotional information processing limitations;
social consisting of reduced social activity and impaired
social cognition; physical including tiredness, fatigue,
lethargy, sleep problems, appetitive changes, and psychomotor slowing [47–52]. If a person does not experience
substantial impairment with regard to thought processes,
emotional states providing for hope and motivation, social interactions, or physical behavior, we typically do not
diagnose depression. Perhaps, a low mood state or uncomplicated bereavement can be diagnosed, but depression does not exist in the absence of depressive inhibition,
supporting the robustness of this concept. Depressive inhibition aligns well with the notion that severe depression
involves manifestations such as psychomotor impairment, anergia, and anhedonia [2].
The validity of relying on depressive inhibition to characterize the severity dimension of depression is supported
by fundamental motivational parameters, known as the
behavioral activation system (BAS) and behavioral inhibition system (BIS). BAS and BIS are very ancient general
motivational systems, with the former approach oriented
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sion [44]. Unfortunately, problems arise from this structuring related to the nature of placement on the same dimension. One such issue consists of extremes of a dimension trading off against each other, with higher levels of
depression meaning lower levels of mania and vice versa.
Another related problem is that mixed states, represented
by the mid-range on the dimension, must consist of less
intense mania than when mania is on the extreme pole,
and less severe depression than depression at the opposite
pole. These statements are without validity because mixed
states can involve depression and hypomania/mania of
varying levels of intensity [38–43]. It might be suggested
that placement on the same dimension only pertains to
the presence or absence of manic and depressive symptoms, such that the manic symptoms are maximal at that
pole and decline to the depressive pole. However, the dimension we are now considering is severity and not just
presence of symptoms.
The same type of problem arises with a severity dimension incorporating anxiety, psychosis, and personality dimensions: polar opposites trade off against each other,
and the mid-range involves less intense expressions than
the poles. Once again, this arrangement as applied to the
severity dimension is without validity. Depression and
anxiety states, such as social anxiety, frequently overlap
[45]. More severe depressive symptoms do not mean less
intense anxiety symptoms and vice versa, nor do mixed
states consist of less intense depressive and anxiety states
than polar versions. What this logically leaves us with is
separate continuums for depression, hypomania/mania,
anxiety, psychosis, and personality traits, although these
continuums can be present at the same time: depression
with hypomania/mania, anxiety, psychosis, and personality problems.
Another critical issue pertaining to the characterization of the severity dimension is what exactly comprises
it. If there are different types of depression, then the answer is extremely complicated with separate dimensions
for each type. However, as we have seen, evidence does
not support there being truly discrete forms [1–7, 15–22].
Ironically, evidence for a unitary dimension of depression
severity actually comes from research used to support a
discrete type of depression – melancholic/endogenous.
Research and reviews of other factor analytic studies by
Parker [2] and Parker et al. [1, 12] reveal a depressive factor, referred to by the authors as melancholic/endogenous, and a nonendogenous factor. The latter appears to
encompass diverse symptoms including anxiety and personality expressions [1, 2, 12]. This pattern of results is
used to support the position that a discrete form of de-
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tion treatments [66] oriented to increasing activity and
access to reinforcement. The two main versions, behavioral activation and behavioral activation treatment for
depression [67–69], are highly effective for depression
[70–73] and work just as well for cognitions as cognitive
behavioral therapy [68].
Hence, the dimensional nature of depression is captured by the duration × severity model, with severity
based upon depressive inhibition in terms of cognitive,
emotional, social, and physical behavior. Rating duration
and severity on three levels provides a measure of each
dimension. The product of these values provides invaluable information pertaining to the quantitative and related qualitative aspects of a depressive episode. Two important additions to this model are, first, how to incorporate depression related to specific circumstances and,
second, explaining mixed symptoms.

Depression Related to Specific Circumstances

Depression appears to exist as a continuum, but it can
be triggered by diverse sources including genetic vulnerabilities, social stressors, physiological disease processes,
and environmental cues relevant to behavioral inhibition
and behavioral activation (BIS and BAS, respectively), the
latter producing SADS [60]. SADS appears to involve a
sensitivity to environmental cues relevant to BIS and
BAS, with low light levels and related winter stimuli, such
as cold days with few signs of life, increasing behavioral
inhibition and reducing behavioral activation, thereby
contributing to the onset of depression [60]. It might be
opinioned that SADS represents a different subtype of depression, but as with other proposed subtypes, there is too
much symptom overlap. For example, with SADS, socalled ‘atypical’ depressive symptoms involving excessive
sleep and carbohydrate cravings occur, but many people
with non-SADS depression oversleep and consume highcalorie sweetened foods over healthier alternatives, this
occurrence contributing to the problem of excess weight
found in those with depression [74]. Furthermore, research, such as by Hansen et al. [75], fails to distinguish
SADS as a separate disease entity. Examining a population in Northern Norway living without sun for 2 months,
Hansen et al. [75] did not find evidence that depression is
higher than in any other population in winter and suggested that ‘depression with seasonal pattern’ be used to
describe depression that recurs in winter [75]. Hence, it
appears that the depressive component of SADS does not
represent a distinct clinical entity.
Bowins
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and based on positive appetitive incentive and the latter
regulating sensitivity to threat and nonreward cues and
guiding inhibition or avoidance responses [53–56]. BAS
and positive affectivity are related concepts, sometimes
used interchangeably, as are BIS and negative affectivity
[53, 55]. Positive and negative affectivity can be viewed as
expressions of BAS and BIS, respectively [55]. BIS is increased in a range of psychiatric conditions including depression, anxiety, schizophrenia, and disordered attachment states [55, 57–59]. BAS, on the other hand, appears
more specific to depression with lower levels found in this
condition [54, 55]. BIS and BAS typically operate in a fashion that is complementary, even synergistic. For example,
increased aversive motivation lowers appetitive motivation [54]. The combination of high BIS and low BAS likely contributes to several symptoms of depression, including loss of energy resulting in fatigue, increased sleep, diminished interest and motivation, impaired concentration,
psychomotor impairment consisting of thought and physical slowing, and social withdrawal.
Although the combination of high BIS and low BAS
contributes to depressive symptoms, it should not be
viewed as being synonymous with depressive inhibition.
A prominent difference consists of depressive inhibition
being quite resilient to BIS/BAS-relevant stimuli: while a
state of high BIS and low BAS can resolve quite rapidly
with stimuli favoring high behavioral activation and low
behavioral inhibition, as evidenced by the response of
seasonal affective disorder (SADS) to bright sunny conditions, depressive inhibition tends to persist [60]. This occurrence suggests that other factors play a major role in
depressive inhibition, the contributors including genetic,
epigenetic, and neural influences [61–64].
Despite only being one contributor to depressive inhibition, the high behavioral inhibition and low behavioral
activation nature of depression aligns well with, and adds
support to, the proposition that depressive inhibition can
be used to characterize the severity dimension of depression. BIS/BAS scales exist helping facilitate the application of these motivational parameters to depressive inhibition [65, 66]. In addition, measurement strategies can
be devised to assess the different components of depressive inhibition (cognitive, emotional, social, and physical) based on low, moderate, and high severity ratings. By
averaging the severity ratings for the different components of depressive inhibition, a composite score for depression severity can be arrived at. Treatment interventions tailored to the specific depressive inhibition impairments can be designed and tested. Furthermore, the BIS/
BAS scales can be applied to improve behavioral activa-

Mixed Symptoms

Depression is commonly mixed with anxiety, hypomanic/manic symptoms, psychosis in some instances,
and personality disorder symptoms [28, 44, 45, 47–52].
There are different ways to conceptualize this occurrence.
One way, based on the interpretation of factor analytic
studies, is that of Watson [76], who views certain types of
anxiety (generalized anxiety disorder and posttraumatic
stress disorder) and depression (major and dysthymic) as
linked on the basis of distress (distress disorders). Meanwhile, panic disorder, agoraphobia, social phobia, and
specific phobia are distinct as ‘fear’ disorders, with bipolar disorders also separate. There are several problems
with this organization, a major one being that it fails to
consider the different emotional information processing
underlying depression and anxiety – depression as amplified sadness, with the root emotion triggered by loss-oriented cognitive activating appraisals, and anxiety as amplified fear, with the root emotion derived from threat- or
danger-oriented cognitive activating appraisals [77–85].
Another issue is that depression frequently coexists with
‘fear’ conditions such as social phobia [45]. There is even
the possibility that, in many instances, social anxiety actually represents the primary trigger for depression [86].
Furthermore, panic disorder, agoraphobia, social phobia,
and specific phobia can involve equal or greater levels of
distress than with generalized anxiety disorder, posttraumatic stress disorder, or depression. For example, a person with a phobia of elevators who has to take them every
day at work can be very distressed.
Depression: Discrete or Continuous?

Another way to conceptualize mixed states, consistent
with how nature is organized dimensionally, is the separate continuums (proposed earlier) for depression, anxiety, hypomania/mania, psychosis, and personality disorders, interfacing with each other. The linkage of depression and anxiety is understandable based on overlapping
emotional information processing: circumstances involving loss resulting in sadness also frequently entail threat
or danger triggering fear, such as when being bullied. Depression and anxiety continuums will then naturally interface with one another. Although many researchers prefer to see discrete types of anxiety, a continuum including
duration and severity dimensions almost certainly applies. Panic disorder, much like major depression, tends
to be of shorter duration and high severity, while generalized anxiety disorder is of longer duration and lesser severity similar to DSM-IV-TR dysthymia [8].
Hypomania and mania occur on a continuum ranging
from subsyndromal hypomania to hypomania to subsyndromal mania to mania [60]. Hypomania appears to exist
on a one-to-one ratio with depression [87, 88], with mania much less common [89]. One possible way to conceptualize this occurrence is the depression and hypomania/
mania dimensions interfacing on the basis of hypomania
providing for the most part a defensive compensation for
depression, perhaps helping to temporarily override or
interrupt depressive inhibition states to restore adaptive
functioning in the moment [60]. Mania itself might arise
from defective cognitive regulatory control processes allowing compensatory hypomania to progress to dysfunctional mania [60]. A key feature of mania contributing to
its dysfunctional nature is psychosis. Psychosis represents
the extreme end of a normal continuum [90–92]. When
depression is accompanied by psychosis, at least in the
absence of bipolar I (depression and mania) or schizoaffective disorder, the depressive state tends to be very severe [5]. Psychosis has been proposed to arise from impaired or damaged cognitive regulatory control processes
that normally block psychotic-level cognitive distortions,
thought form variants, and sensory perceptual experiences from the conscious and awake state, in order to facilitate reality congruency necessary for adaptive functioning [92]. With severe depression, it is feasible that the relevant cognitive regulatory control processes might be
impaired, allowing for the expression of psychosis.
Personality disorder expressions also occur with depression. Disorders of personality are part of a continuum from normal to abnormal [93]. Given the dysfunctional and often self-defeating behavior of those with
personality disorders, losses triggering sadness and
Psychopathology
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As with BIS/BAS-relevant environmental stimuli, social stressors, such as trauma, and physical disease processes, such as hypothyroidism or cancer, can trigger depression. This process might best be conceptualized as
various triggering or eliciting mechanisms inducing depression. Reversal of those inputs can improve or resolve
depression. For example, with SADS, reversal of cues for
behavioral inhibition/behavioral activation (high BIS and
low BAS cues shifting to low BIS and high BAS) can remedy the depressive state. Likewise, with physical illness
such as hypothyroidism, reversal of the disease process
helps resolve the depressive illness. For example, correcting the thyroid hormone deficiency can improve or remedy depression in this instance. If depressive inhibition
becomes too severe, reversal of the input mechanism is
often insufficient to reverse it and other means, such as
antidepressant medication, are required.

Depression: Dimensional and Not Discrete

The concept of nature working on the basis of continuums despite our insistence on discreteness strongly suggests that depression is dimensional. Research evidence
overwhelmingly supports a dimensional interpretation,
although quantitative variation can result in qualitative
differences as an emergent property, fostering the appearance of discreteness. It might still be argued that true discreteness applies in certain regards. One possibility is
with specific circumstances related to depression. These
can be discrete and trigger depression in vulnerable individuals. For example, some people are sensitive to environmental cues for BAS and BIS, such as low light levels,
resulting in depression. However, the depression itself is
dimensional and is the same as that arising from physiological and psychological stressors.
The integrity of discrete models might be upheld by
other psychological variables, with one of the most promising being human sexual orientation. Discrete homosexual and heterosexual identities have commonly been ascribed [94], although bisexuality detracts somewhat from
the possibility of full discreteness. Prior to industrialization (and also in some modern South Pacific cultures),
sexual orientation involved homoerotic and heteroerotic
behaviors, as opposed to homosexual and heterosexual
identities [95–97]. With industrialization, there has been
a shift to sexual orientation identities, often framed in
discrete terms [94]. As shown by Kinsey et al. [34, 35],
these sexual orientation identities are actually dimensional – homosexuality and heterosexuality on opposite
poles of a single continuum. As it turns out, conceptual
and practical difficulties with this arrangement support
sexual orientation as being even more dimensional than
Kinsey et al. [34, 35] realized: on a single dimension, bisexuality must be placed in the middle, meaning that bisexuals are less homosexual than ‘full’ homosexuals and
8
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less heterosexual than ‘full’ heterosexuals, a completely
false scenario given that many bisexuals have equal or
stronger motivations than homosexuals and heterosexuals [98, 99]. Even more difficulty is encountered in placing asexuals, the fourth sexual orientation category. If
placed on the scale, they must be positioned with bisexuals in the middle, a completely ludicrous scenario. The
option chosen by Kinsey et al. [34, 35] was to place them
off the scale, an arrangement that weakens the applicability of the scale and model. Logically, what we are left with
is two dimensions – homoerotic and heteroerotic – with
asexuals to the zero or low end, homosexuals having a
strong homoerotic motivation and low heteroerotic motivation, heterosexuals the reverse motivational profile,
and bisexuals substantial motivation on both dimensions
[98–100]. Hence, human sexual orientation is actually
highly dimensional, supporting the principle that human
psychology gravitates to continuums.
Based on the existing evidence, it appears that nature
(and certainly psychological variables) has a strong tendency to be organized dimensionally. The depression
continuum is best characterized by duration and severity
dimensions, with the latter understood in terms of depressive inhibition. In the absence of some degree of cognitive, emotional, social, and physical inhibition, depression should not be diagnosed. Combining the dimensions
of duration and severity provides an optimal way to characterize the quantitative and related qualitative aspects of
depression and describe the overall degree of dysfunction. The mixing of depression with other symptom types
appears to involve anxiety, hypomanic/manic, psychotic,
and personality disorder continuums interfacing with the
depression continuum. Moving ahead, empirical and theoretical research efforts are best directed towards a more
refined analysis of the dimensional structure of depression and the development of specific strategies for remedying the various components of depressive inhibition.
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