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Abstract
Bipolar disorder has been conceptualized as an outcome of dysregulation in the behavioral activation
system (BAS), a brain system that regulates goal-directed activity. On the basis of the BAS model,
the authors hypothesized that life events involving goal attainment would promote manic symptoms
in bipolar individuals. The authors followed 43 bipolar I individuals monthly with standardized
symptom severity assessments (the Modified Hamilton Rating Scale for Depression and the Bech-
Rafaelsen Mania Rating Scale). Life events were assessed using the Goal Attainment and Positivity
scales of the Life Events and Difficulties Schedule. As hypothesized, manic symptoms increased in
the 2 months following goal-attainment events, but depressed symptoms were not changed following
goal-attainment events. These results are congruent with a series of recent polarity-specific findings.

Bipolar disorder exacts a devastating toll from affected individuals. Most strikingly, this
disorder leads to suicide in almost one out of every five diagnosed individuals (Isometsa,
1993). With adequate blood serum levels of lithium, one third of bipolar individuals relapse
within 3 years (Keller et al., 1992), but in naturalistic studies with varied levels of patient
compliance, two thirds of patients relapse within 2 years (Silverstone, McPherson, Hunt, &
Romans, 1998). Given these high rates of relapse and the sustained unemployment rates
following each episode of mania (Harrow, Goldberg, Grossman, & Meltzer, 1990), it is not
surprising that bipolar disorder has been ranked as the sixth leading cause of disability among
both physical and psychiatric disorders worldwide (Murray & Lopez, 1996). Fiscal costs for
adult Americans with the disorder were estimated in 1991 at $45 billion (Wyatt & Henter,
1995).

Although the modal course is severe, bipolar individuals experience substantial heterogeneity
in symptom expression. For instance, as many as 25% of bipolar I individuals will never
experience a depressive episode (Goodwin & Jamison, 1990). Further, whereas some
individuals experience daily shifts between episode poles, others remain well for a decade or
longer (Angst, 1984).

For many years, biological models have dominated attempts to understand this heterogeneity.
The importance of genetic influences for this disorder is supported by findings of a concordance
rate of .84 for monozygotic twins compared with .35 for dizygotic twins among 110 twin pairs
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(Bertelsen, Harvald, & Hauge, 1977); similar findings have emerged across 12 twin studies
(Vehmanen, Kaprio, & Loennqvist, 1995).

Beyond the important role of genes, the psychosocial environment appears to be a trigger of
episodes. For example, expressed emotion (Miklowitz et al., 1988), social support (Johnson,
Winett, Meyer, Greenhouse, & Miller, 1999), and life events (Ellicott, 1989; Johnson & Miller,
1997) each have been shown to predict symptom changes in bipolar disorder. Recent models
of bipolar course have incorporated biological and psychosocial variables (cf. Goodwin &
Jamison, 1990) within a diathesis stress framework (Johnson & Roberts, 1995).

The behavioral activation and inhibition model, one attempt to integrate biological and
environmental predictors, has been described independently by Depue and Iacono (1989) and
Gray (1975, 1982, 1987, 1990, 1991). This theory concerns two broadband motivational
systems, regulating approach and withdrawal behavior in response to environmental cues. Both
systems are hypothesized to correspond to specific neural pathways in the brain. The behavioral
inhibition system (BIS) is sensitive to environmental cues of punishment and novelty and
regulates inhibition or avoidance of these cues as well as correspondent feelings of anxiety and
nonspecific arousal. This dimension is an important component of anxiety but is less relevant
for bipolar episodes of mania and depression (Meyer, Johnson, & Carver, 1999).

The behavioral activation system (BAS) is sensitive to environmental cues of reward and
regulates approach behaviors and the correspondent feelings of hope, elation, and happiness.
1 Self-reported BAS levels (Carver & White, 1994) appear highly correlated with sensitivity
to cues of reward in a conditioning task but not to cues of punishment (Zinbarg & Mohlman,
1998).

Depue and his colleagues proposed that manic symptoms are the manifestation of dysregulation
in the BAS (Depue, Collins, & Luciana, 1996; Depue & Iacono, 1989; Gray, 1994). To facilitate
goal-directed behavior, the BAS enhances positive affect (Watson & Tellegen, 1985),
incentive–reward motivation, sociability and social potency, desire for excitement, and motor
activity and arousal (Depue, Krauss, & Spoont, 1987). Depue has noted the strong
correspondence between these BAS-regulated behaviors and the manic symptoms of mood
change, inflated self-esteem, decreased need for sleep, increased talkativeness, flight of ideas,
increased goal-directed activity, and excessive involvement in pleasurable activities.

In preliminary research, support for behavioral implications of the BAS model was found
within bipolar II and cyclothymic populations (Depue, 1987) as well as an undergraduate
sample with a history of hypomanic symptoms (Meyer et al., 1999). Among bipolar I
individuals, self-reported BAS sensitivity levels predict increased mania over time (Meyer,
Johnson, & Winters, 2000). Cognitive–behavioral theorists, drawing on the clinical
phenomenology of bipolar disorder, have noted that manic cognition involves elevated belief
in the ability to achieve reward (Leahy, 1999). This further links mania to BAS function, as
BAS is presumed to be central to reward responsiveness. In short, evidence has begun to emerge
that mania is tied to increases in BAS activity (Depue & Iacono, 1989; Depue, Krauss, &
Spoont, 1987; Depue & Zald, 1993).

One important tenet of this BAS model, however, remains untested. If BAS activity becomes
elevated in response to cues of reward, then one would expect mania to be triggered by the
reward that is embodied in life events involving goal attainment. We hypothesized that among
individuals with bipolar disorder, goal-attainment life events would predict increases in mania.

1Depue refers to a behavioral facilitation system (BFS), whereas Gray refers to a behavioral activation system (BAS). Because these
appear to be essentially the same system, for simplicity we refer in the text only to the BAS.
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To test this hypothesis, we interviewed individuals diagnosed with bipolar I disorder by using
standardized symptom interviews on a monthly basis. We measured goal-attainment life events
by using the Brown and Harris Life Events and Difficulties Schedule. Then, we assessed
whether goal-attainment life events predicted increases in manic symptoms. As a measure of
discriminant validity, we also examined more general positive events that did not specifically
involve goal attainment. Finally, we examined the impact of both goal attainment and positive
events on depressive symptoms. Given our previous research suggesting more robust effects
for BAS on mania than depression (Meyer et al., 1999, 2000), we anticipated that goal-relevant
events would predict only manic increases.

Method
Participants

Previous articles reported on severe negative life events and social support in this sample and
one other sample (Johnson & Miller, 1997; Johnson et al., 1999; Johnson, Meyer, Winett, &
Small, 2000). The targeted population was individuals admitted for bipolar disorder or related
conditions to a private psychiatric hospital in Rhode Island, Selection criteria included bipolar
disorder (manic, depressed, or mixed episode) as diagnosed by the Structured Clinical
Interview for DSM–III–R (SCID; Spitzer, Williams, Gibbon, & First, 1990), a Modified
Hamilton Rating Scale for Depression score (MHRSD) ≥ 17, or Bech–Rafaelsen Mania Rating
Scale (BRMS) ≥ 15, and age between 18 and 65. Individuals were excluded if they met criteria
for substance abuse or dependence within the past year, had central nervous system diseases
other than bipolar disorder, or were unable to complete self-report measures independently
because of mental retardation or language barriers.

Within this sample, 47% of participants were male and 12% were minority individuals. Fifty-
eight percent were married or cohabiting, 26% were single, and 16% were divorced or
separated. The mean educational attainment was 16 years (SD = 13). Comparable with other
bipolar samples (Harrow et al., 1990), only 49% were employed.

At study entry, approximately 72% of the participants were diagnosed as manic, 23% were
depressed, and 5% were mixed, reflective of overall inpatient admissions. On average,
individuals had experienced 9.05 lifetime episodes (SD = 9.92) and 4.16 depressions (SD =
9.41). Congruent with other naturalistic studies (Goodwin & Jamison, 1990; Depue & Monroe,
1978), 33% of the participants reported no previous depressive episodes.

Procedures
Once attending psychiatrists provided permission to approach potential participants,
candidates were approached about the study. Interested individuals completed written informed
consent procedures. Symptom severity assessments were administered every month by
telephone, and the life events interviews were conducted at the 6-, 12-, 18-, and 24-month face-
to-face follow-ups. In general, rates of inclusion and follow-up (see Johnson & Miller, 1997)
were congruent with naturalistic studies of bipolar disorder (Hunt, Bruce-Jones, & Silverstone,
1992; Ellicott, 1989). On average, participants completed 18 months of follow-up.

Measures
Bedford College Life Events and Difficulties Schedule (LEDS; Brown & Harris,
1978a, 1978b)—The LEDS is a semistructured interview system for rating life events while
taking into account the context of each life event. A series of studies have documented the
reliability and validity of this measure (Brown & Harris, 1989; Gorman, 1995).
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Several procedures are used to avoid potential bias in recall and dating of events. For instance,
calendars with “anchors,” such as birthdays, holidays, or other significant dates, are used during
the interview, strategies which appear to enhance recall accuracy (Brown & Harris, 1982;
Katschnig, 1986; Loftus & Marburger, 1983; McQuaid et al., 1992; Shum, 1998; Sobell,
Toneatto, Sobell, Schuller, & Maxwell, 1990).

One author (Sheri L. Johnson) has received LEDS training from Scott Monroe and Ellen Frank,
and she trained all raters. All ratings were anchored by using Brown's “dictionaries,” which
provide tens of thousands of sample ratings (Brown & Harris, 1978a). Life event raters were
unaware of symptom status. Each event was rated on the LEDS scales of illness-related nature,
goal attainment, and positivity.

Illness-related nature of events—One of the concerns in life event research is that
symptoms of psychopathology may contribute to the generation of stress; for example, manic
symptoms could increase goal striving and thereby increase goal-attainment life events. To
control for this possibility, raters evaluated each event on the LEDS Illness scale, which
considers whether events could be the result of symptomatic behavior. Events that were rated
as related or possibly related to either current or previous symptoms were excluded from
analyses.

Goal Attainment scale—The 4-point Goal Attainment scale has been used in previous
research on recovery from unipolar depression and anxiety (Leenstra, Ormel, & Giel, 1995).
Ratings are based on the achievement of a desired goal and the amount of commitment or
striving toward that goal. Examples of goal attainments rated a 1 included acceptance into
graduate school and passing an exam in which 50% of students were cut from a graduate
training program. Examples of ratings of 2 included winning a poetry award and obtaining a
new job. Ratings of 3 included activities in which the attainments were more limited, such as
starting a training program, and a 4 event would include no elements of goal attainment. Our
team achieved an intraclass correlation of .94 (N = 33, 4 raters; F = 17.32, p < .00005). Only
5% of individuals within this sample experienced an event rated 1, and only 14% experienced
an event rated below 4 on goal attainment. The mean goal attainment rating was 3.72 (SD =
1.77). This low base rate of goal-attainment events limits power, so only relatively robust effect
sizes could be detected.

Positive Events scale—Theoretical models of affect have often emphasized the importance
of a two-dimensional approach, in which valence is differentiated from activation (cf. Lang,
1995). Whereas goal-attainment life events include only events that appeared positive and
activating, the Positive Events scale was designed to capture positivity without regard to
activation. Positive events include the creation of new positive experiences, alleviation of
ongoing difficulty or stress, filling a vacuum or emptiness in a person's life, and creating
stability in the environment. Although obtaining a new job or achieving other goals would be
included as positive events, this category was considerably broader than goal attainment,
including events that had little to do with the participant's personal efforts. Examples of positive
events rated 1 included winning the lottery, whereas 2-level events included starting a new
position, and 3-level events included receiving a tax refund. Many more individuals
experienced positive events than goal-attainment life events: 32 individuals experienced a
positive event rated less than 4. The mean positive event rating was 2.56 (SD = 1.05). High
interrater reliability has been obtained in other studies and by our team. As expected, levels of
goal attainment and positivity were modestly correlated (r = .32, p = .04, N = 43).

Diagnosis—The SCID was used to assess diagnoses. We also used the DSM–IV criterion
(Diagnostic and Statistical Manual of Mental Disorders 4th edition; American Psychiatric
Association, 1994), that manic episodes were not triggered by antidepressant medication.
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Interrater reliability for this measure has been strong: Williams et al. (1992) achieved a kappa
for bipolar disorder of .84, and our team achieved a kappa of 1.0 for mania in seven interviews
evaluated by two raters (r = .94 for specific manic symptoms, p < .0001, N = 74). Sheri L.
Johnson supervised all diagnostic decisions, and a psychiatrist was consulted for differential
diagnosis of organic brain syndrome.

Symptom severity—The MHRSD was used to assess the severity of depressive symptoms
(Miller, Bishop, Norman, & Maddever, 1985). This modification of the original Hamilton
Rating Scale for Depression highly correlates with the original but was revised to include
standardized probes and behavioral anchors for ratings. This widely used scale is sensitive to
changes in depression severity (cf. Keitner, Ryan, Miller, & Norman, 1992; Miller, Norman,
& Keitner, 1989). Our interrater reliability for the scale was high (intraclass correlation = .93,
calculated using methods described by Shrout & Fleiss, 1979). Internal consistency was also
high (α = .92, N = 164).

The BRMS was used to assess the severity of manic symptoms (Bech, Bolwig, Kramp, &
Rafaelsen, 1979). This 11-item interview measures mood, self-esteem, motor activity, verbal
activity, sleep, hostility, and sexual interest. In previous research, the average intercorrelation
of 4 raters as assessed by the Kendall coefficient of concordance was high, ω = .95, p = .0001,
N = 12, (Bech et al., 1979), and the scale showed strong sensitivity for the severity of manic
states, χ2 = 41.95, p = .001. Our team achieved an intraclass correlation of .92. The internal
consistency was also high (α = .94, N = 164). The MHRSD and the BRMS assessed the most
severe week of symptoms within the month.

For analyses, we identified the most substantial goal attainment for each individual. On
average, this occurred during the 6th month of the study (M month = 6.56, SD = 3.99). Baseline
symptom severity was defined as the score one month before the goal-attainment life event.
Follow-up symptom severity was defined as the average level of symptoms in the 2 months
after the goal-attainment life event, on the basis of previous research suggesting that manic
episodes typically last for 2 months or less (Rosenberg, Winett, & Johnson, 1998). Separate
indices were constructed for depressed and manic symptoms. We defined parallel symptom
severity baseline and follow-up indices for the month in which the most positive event occurred
(M month = 6.05, SD = 3.73).

The Somatotherapy Index (Bauer, McBride, Shea, & Gavin, 1997) was used to categorize the
adequacy of outpatient treatment. This scale was developed to evaluate treatment of bipolar
disorder and is based on the Pharmacotherapy Adequacy scale used in the National Institute
of Mental Health Collaborative Program on the Psychobiology of Depression Clinical Studies
Project (Mueller et al., 1996). Medication adequacy is rated on a 5-point scale, using prescribed
dosages, reported compliance, and blood serum levels. For example, to obtain a rating of 4, a
patient must maintain a minimum of 4 weeks of lithium levels ≥ 0.8 mEq/L or carbamazapine
levels ≥ 8 μg/dl or valproate level ≥ 75 μg/dl or ≥ 300 mg/day of imipramine hydrochloride or
its equivalent. This scale has obtained high interrater reliability scores, and complicated
treatments were rated by consensus.

Results
We conducted all tests using a two-tailed p value of .05. Before examining the primary
hypotheses, we conducted analyses to identify potential confounds. Then, we conducted
bivariate correlations of life event and symptom variables. To examine hypotheses, we
conducted partial correlations of level of goal-attainment life events with follow-up symptoms,
controlling for baseline symptom levels. We conducted separate analyses for depression
(MHRSD) and mania (BRMS) and for goal attainment and positivity.
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To determine whether goal-attainment life events were confounded with demographic or illness
characteristics, we computed Pearson product–moment correlations. No significant
correlations emerged between degree of goal attainment and age, gender, years of education,
Hollingshead (1957) occupational status, onset age, number of hospitalizations, number of
episodes, number of depressions, or adequacy of medication levels.

Means and standard deviations of all dependent variables are presented in Table 1. Relatively
few individuals were experiencing clinical levels of symptoms at the time of the baseline
symptom assessment; approximately 10% were experiencing a major depressive episode
(MHRSD > 17) and 7% were experiencing a full manic episode (BRMS > 16). For the overall
sample means, neither depression nor mania changed significantly from baseline to follow-up:
for mania, dependent t(42) = .45, ns; for HRSD, t(42) = .07, ns. Baseline symptoms were not
correlated with follow-up symptoms for mania (r = .07, ns, N = 43) but were moderately
correlated for depression (r = .56, two-tailed p ≤ .0005, N = 43).

Next, we examined bivariate correlations between goal attainment and symptom severity
scores. Goal attainment was not significantly related to baseline manic (r = .13, p = .40, N =
43) or depressive symptoms (r = −.17, p = .28, N = 43). These results suggested that the severity
of symptoms in the month before the life event was not an influence on the magnitude of goals
achieved. Goal attainment was not significantly related to follow-up depressive symptoms (r
= .02, p = .86, N = 43). As predicted, goal attainment was significantly related to higher levels
of follow-up manic symptoms (r = −.36, p ≤ .05, N = 43).

Next, we examined the change in manic and depressive symptoms following goal attainment,
using partial correlations to control for baseline symptoms. The partial correlation of goal
attainment and manic symptoms, controlling for baseline manic symptoms, was significant
and in the expected direction, r(40) = −.37, p = .01. The partial correlation of goal attainment
with depressive symptoms, controlling for baseline depressive symptoms, was not significant,
r(40) = .15, p = .36. As assessed using z transformations to compare the difference between
partial correlations (Meng, Rosenthal, & Rubin, 1992), manic symptoms increased more than
depressive symptoms did after goal-attainment life events (z = 2.02, p < .05).

As a point of comparison, we examined whether positive events predicted changes in manic
and depressive follow-up symptoms. As above, we first checked whether symptoms changed
from baseline to follow-up (positive events involved different symptom assessments). Matched
t tests revealed that neither manic nor depressive symptoms changed from before to after the
event period. Bivariate correlations revealed no relation between positive events and baseline
manic (r = .10, ns, N = 43) or depressive symptoms (r = −.16, ns, N = 43) nor between positive
events and follow-up manic (r = −.003, ns, N = 43) or depressive symptoms (r = −.07, ns, N =
43). The partial correlations, controlling for baseline symptoms, also revealed no relation
between positive events and manic follow-up symptoms, r(40) = −.02, ns, or depressive follow-
up symptoms, r(40) = −.02, ns. Goal-attainment life events were more related to manic
symptoms than positive events were (z = −1.95, p < .05).

Discussion
Goal-attainment life events, but not general positive events, are associated with relative
elevations in subsequent manic symptoms. Our findings are polarity specific, in that neither
goal-attainment nor positive life events were associated with changes in depression.

These results are congruent with recent findings suggesting that the predictors of depression
versus mania in bipolar individuals do not overlap. For example, negative life events, low social
support, and low self-esteem predict bipolar depression but not manic symptoms (Johnson et
al., 1999; Johnson, 2000). Mania has been found to he preceded by schedule-disrupting life
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events (Malkoff-Schwartz et al., 1998). Current findings indicate that manic symptoms are
predicted by goal-attainment life events.

This study and previous studies have shown that positive events, defined broadly, do not appear
to be tied to mania (Alloy, Reilly-Harrington, Fresco, Whitehouse, & Zechmeister, 1999;
Reilly-Harrington, Alloy, Fresco, & Whitehouse, 1999). The personal striving involved in
goal-attainment events compared with positive events appears to be an important consideration.

In some ways, the finding that goal-attainment events trigger manic symptoms is not surprising;
goal-attainment events increase positive affect and energy in nonbipolar individuals as well
(Anderman, 1999; Carver & Scheier, 1998; Emmons & Kaiser, 1996). We theorize, along with
Depue and Iacono (1989), that bipolar individuals are not differentiated from nondisturbed
individuals on the nature of important triggers but, rather, in their ability to regulate motivation
and affect following these triggers (see Figure 1). Whereas most individuals appear to shift
temporarily into a “coasting” mode after goal attainment (Carver & Scheier), bipolar
individuals seem to spiral excessively into increasing positive affect and continued goal
seeking.

Our ability to interpret this spiral is severely limited by the absence of direct measures of
mediators. These events may interfere with sleep or other unmeasured mechanisms. However,
integrating these findings with previously discussed research on self-reported BAS levels in
bipolar disorder (Meyer et al., 1999, 2000), we tentatively hypothesize that this dysregulation
following goal-attainment life events is the result of increases in BAS activity (Depue & Zald,
1993).

Interactions of the nucleus accumbens and the dopamine-secreting neurons from the ventral
tegmental area (VTA DA) appear to be the neural substrate of the BAS, as evidenced by a
broad range of research (Depue & Collins, 1999; Hestenes, 1992; Mirenowicz & Schultz,
1996; Porrino, 1987; Swerdlow & Koob, 1987). Individuals with bipolar disorder are
hypothesized to have a deficit in the serotonergic regulation of this pathway (Depue & Zald,
1993; Winters, Scott, & Beevers, 2000), which could explain the more intense reactivity to
cues of reward within this population.

Parallel to the biological dysregulation, shifts in information processing may also increase
reactivity to goal attainment among bipolar individuals. First, extremely high levels of VTA
DA activity produce deficits in selective attention (Weiner, 1990; Weiner & Feldon, 1997),
documented during mania (Johnson, 1986, 1988). Second, positive moods enhance recall of
positive memories (Blaney, 1986; Weingartner, Miller, & Murphy, 1977). Third, a history of
hypomania is associated with higher expectations for ongoing success after an initial success
experience (Stern & Berrenberg, 1979). As attention deficits occur, and access to positive
memories and expectations for success increase, one might expect increasing distractibility,
self-esteem, and confidence. Behaviorally, these information-processing shifts could increase
engagement in goal-oriented behavior, thereby enhancing positive affect. In short, at a
cognitive and behavioral level, we anticipate that recursive loops maximize the goal-setting
behavior and positive affect, spiraling into mania. One fundamental goal for future research,
therefore, is the study of information processing and positive affect among bipolar individuals,
particularly in the context of goal attainments.

Understanding how goal-attainment life events influence manic symptoms has important
clinical implications. Monitoring goal-attainment events, such as promotions and new
romances, could allow individuals to counter the impact of these events, through careful
pharmacological adjustments, sleep regulation (Wehr et al., 1998), and behavioral strategies.
We do not believe that bipolar individuals should avoid goal attainment. Rather, goal
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attainment forms the first part of a cycle. This recursive cycle is more problematic then the
trigger.

It is also important to recognize that goal-attainment life events accounted for a modest
proportion of the variance in manic symptoms. Variables other than goal-attainment life events
predict mania, including sleep deprivation, medication changes, and expressed emotion;
whereas some of these variables may influence the BAS system, other pathways to mania
probably exist as well. Some characteristics, such as medication and BAS levels, may interact
with goal-attainment life events in determining mania. The current study contains too few
individuals to allow for an examination of such multifactorial models. In addition, because so
few individuals experienced full manic episodes, current results are more relevant for
understanding increases in subsyndromal symptoms than onsets of full episodes. Further
research is also needed to understand whether current findings explain specific symptom
patterns associated with mania as well as whether or not current findings generalize to other
subtypes of mood disorders, such as bipolar II disorder.

In summary, current results indicate that goal-attainment life events increase the risk of manic
symptoms among bipolar individuals. Taken with other recent findings, results highlight the
potential promise of using the BAS model to understand bipolar disorder.
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Figure 1.
Theoretical time course of behavioral activation before and after goal-attainment life events.
Among nondisturbed individuals (A), behavioral activation increases during the pre-attainment
phase and then reduces to baseline as individuals switch to “coasting” after goal attainment.
Among individuals with bipolar disorder (B), behavioral activation may also increase during
striving but then continue to increase even after goal attainment.
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Table 1

Means and Standard Deviations of Mania and Depression at Baseline and Follow-Up

Scale M SD

Little or no goal attainment (n = 37)

 BRMS baseline 4.67 7.02

 BRMS follow-up 3.30 4.03

 MHRSD baseline 6.68 6.46

 MHRSD follow-up 7.09 6.04

At least some goal attainment (n = 6)

 BRMS baseline 2.50 2.17

 BRMS follow up 6.83 12.44

 MHRSD baseline 11.00 6.87

 MHRSD follow-up 8.00 5.37

Little or no positively (n = 11)

 BRMS baseline 5.54 4.82

 BRMS follow-up 4.86 5.60

 MHRSD baseline 5.91 6.16

 MHRSD follow-up 4.82 4.98

At least some positivity (n = 32)

 BRMS baseline 5.25 7.61

 BRMS follow-up 3.14 6.62

 MHRSD baseline 8.44 6.73

 MHRSD follow-up 7.86 7.25

Note. BRMS = Bech-Rafaelsen Mania Rating Scale; MHRSD = Modified Hamilton Rating Scale for Depression.
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