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Objective: The reporting of depressive
symptoms following myocardial infarction
may be confounded by complaints origi-
nating from the myocardial infarction.
Therefore, it is difficult to estimate the ef-
fects of post-myocardial infarction depres-
sion and its treatment on cardiovascular
prognosis. The authors’ goal was to study
the relationship between depressive symp-
tom dimensions following myocardial in-
farction and both somatic health status
and prospective cardiovascular prognosis.

Method: In two studies of myocardial in-
farction patients (N=494 and 1,972), the
Beck Depression Inventory was used to de-
termine the dimensional structure of de-
pressive symptoms following myocardial
infarction. Three symptom dimensions—
somatic/affective, cognitive/affective, and
appetitive—were compared with baseline
left ventricular ejection fraction, Charlson
comorbidity index, Killip class, and previ-
ous myocardial infarction. The relation-
ship between depressive symptom dimen-
sions and prospective cardiovascular
mortality and cardiac-related readmissions
was also examined (mean follow-up dura-
tion=2.5 years).

Results: Somatic/affective symptoms
were associated with poor health status

(left ventricular ejection fraction, Charlson
comorbidity index, Killip class, and previ-
ous myocardial infarction) and predicted

cardiovascular mortality and cardiac
events. Cognitive/affective symptoms were
only marginally associated with somatic

health status and not with cardiovascular
death and cardiac events. Appetitive
symptoms were related to somatic health

status but did not predict cardiovascular
death or cardiac events.

Conclusions: Somatic/affective depres-
sive symptoms following myocardial in-
farction were confounded by somatic

health status yet were prospectively associ-
ated with cardiac prognosis even after so-
matic health status was controlled. Cogni-

tive/affective depressive symptoms were
only marginally related to health status
and not to cardiac prognosis. These find-

ings suggest that treatment of depression
following myocardial infarction might im-
prove cardiovascular prognosis when it re-

duces somatic/affective symptoms.

(Am J Psychiatry 2006; 163:138–144)

Depression following myocardial infarction has been

extensively studied since Frasure-Smith and colleagues

reported its prospective association with cardiac progno-

sis (1–4). However, whether the reporting of depressive

symptoms following myocardial infarction reflects actual

depression or rather somatic complaints originating from

the myocardial infarction itself (such as fatigue, sleeping

problems, or appetitive symptoms) has been the subject

of debate (5, 6). Recently, the debate has been reopened in

the context of depression following myocardial infarction

being a risk factor for post-myocardial infarction mortality

(7–10). If post-myocardial infarction depressive com-

plaints originate even partially from the myocardial in-

farction, the relationship between post-myocardial infarc-

tion depression and cardiovascular prognosis would be

confounded, and depression would not be an indepen-

dent risk factor for post-myocardial infarction prognosis.

A recent meta-analysis of 22 studies (11) suggested that
the effects of depression following myocardial infarction
on cardiac prognosis were at least partly confounded by
the severity of the infarction. Overall, post-myocardial in-
farction depression was associated with a 2–2.5 times in-
creased risk of all-cause mortality, cardiac mortality, and
new cardiovascular events. However, of the  studies that re-
ported a significant effect and controlled for the severity of
the myocardial infarction or the patient’s somatic health
status (1–3, 12–19), four studies (2, 3, 12, 17) found a com-
pletely independent relationship (no reduction of the ef-
fect size), whereas in four others (1, 13, 18, 19) the effect
was reduced. In the remaining studies (14–16), the effect of
depression was no longer statistically significant.

To date, it is unclear which aspects of depression are as-
sociated with somatic health status and myocardial infarc-
tion prognosis. The Beck Depression Inventory (BDI) is
the most frequently used instrument to assess depressive
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symptoms, and its factor structure has been studied in
many different populations since its first publication in
1961 (20). When the instrument has been used in medical
patients, Beck and Steer’s distinction between somatic
and cognitive symptoms (21) has regularly been referred
to by researchers (22–28). In chronic pain patients, Morley
et al. (27) distinguished three factors: somatic and physi-
cal function, negative view of the self, and a less coherent
affective factor. Similarly, in male cardiac outpatients, a
factor structure of the BDI distinguishing negative self-at-
titudes, physiological symptoms, and sadness has been re-
ported by Campbell et al. (28). In order to clarify the rela-
tionship between post-myocardial infarction depression
and cardiovascular prognosis, we explored the structure of
depressive symptoms following myocardial infarction in
relation to baseline somatic health status and prospective
cardiovascular prognosis. We hypothesized that 1) con-
founding of depressive symptoms by myocardial infarc-
tion severity would occur with somatic symptoms and less
so with cognitive symptoms, and 2) both cognitive and so-
matic symptoms of depression would be prospectively as-
sociated with cardiovascular prognosis even after myocar-
dial infarction severity was controlled.

Method

We employed data from two studies conducted in the Nether-
lands with highly similar inclusion criteria and assessments: the
Myocardial INfarction and Depression-Intervention Trial (MIND-
IT) and the Depression After Myocardial Infarction study. Cross-
sectional data from the MIND-IT were supplemented with data
regarding prospective cardiovascular prognosis derived from the
Depression After Myocardial Infarction study.

Design and Patients

The MIND-IT was a large, multicenter, randomized controlled
trial that investigated the prognostic influence of antidepressive
treatment for a depressive disorder following myocardial infarc-
tion compared with care as usual (29). Eligible patients were 18
years of age or older, had had an acute myocardial infarction be-
tween September 1999 and March 2003, and had been admitted
to one of 10 participating hospitals. Myocardial infarction was de-
fined as the presence of increased cardiac enzymes and either
electrocardiographic changes or chest pain. Exclusion criteria
were the occurrence of myocardial infarction while the patient
was hospitalized for another reason (except for unstable angina
pectoris), lacking capability to participate in study procedures
(e.g., unable to communicate or not available for follow-up), any
noncardiovascular disease likely to influence short-term survival,
receiving psychiatric treatment for depression, or participation in
any clinical trial that might intervene with the study objectives or
safety of the patient. Consenting eligible patients were screened
with the BDI for the presence of depressive symptoms during
hospitalization and at 3-month follow-up. Myocardial infarction
patients with significant depressive symptoms (BDI score ≥10)
underwent an additional psychiatric evaluation. Patients experi-
encing a depressive episode following myocardial infarction ac-
cording to the interview were randomly assigned to an interven-
tion condition (i.e., antidepressive treatment) after 3 months. A
total of 4,780 patients were assessed for eligibility, of whom 2,603
were excluded (1,403 did not meet inclusion criteria and 1,200 did
not provide informed consent), leaving 2,177 for the study. Com-

plete BDI assessments during hospitalization were available for
1,972 (90.6%) of these patients.

The Depression After Myocardial Infarction study was a natu-
ralistic follow-up study of the impact of depression on cardiac
prognosis in myocardial infarction patients in four hospitals in
the northern region of the Netherlands. Inclusion and exclusion
criteria were the same as in the MIND-IT. During the period from
September 1997 to September 2000, depressive symptoms were
assessed during hospitalization. The follow-up period was vari-
able and for all patients lasted until the end of the study in April
2002. All patients received usual aftercare for their myocardial in-
farction. A total of 1,166 patients were screened, and inclusion
criteria were met by 882 patients. Of these, 528 patients provided
informed consent, with complete baseline and follow-up assess-
ments available for 494 (93.6%).

Assessments

Depression. We used the BDI questionnaire to screen for de-
pressive symptoms during hospitalization. Respondents were in-
structed to rate each symptom on a 0 to 3 scale, with 0 represent-
ing “absence” and 1–3 representing increasing levels of severity of
the symptom. The BDI yields a total score ranging from 0 to 63,
with higher scores indicating greater levels of depressive symp-
toms. Depressive disorder was assessed with version 2.1 of the
Composite International Diagnostic Interview (CIDI), a standard-
ized psychiatric diagnostic interview, during the first year after
myocardial infarction. The CIDI is a fully structured interview that
examines whether the ICD-10 diagnostic criteria for depression
are met. For depression, the interrater reliability has been demon-
strated to be excellent and the test-retest reliability and validity
good. The CIDI is available in many languages. We used the Dutch
version of the CIDI that is supported by the Dutch CIDI center,
which offered a training program for our interviewers. The CIDI
data is inputted via standard data entry, and the computer algo-
rithm provides the diagnostic criteria that are met. The interviews
were conducted at the patient’s home, and to determine clinical
depression we used all ICD-10 unipolar depression disorders.

Somatic health status. Severity of infarction was represented
by the left ventricular ejection fraction after myocardial infarc-
tion, measured either by echocardiography or nuclear radiogra-
phy (MIND-IT categories: <30%, 30%–44%, 45%–60%, and >60%;
Depression After Myocardial Infarction study categories: >40%
and <40%). At admission, Killip class was used to indicate the
presence of heart failure (measured on a 4-point scale in MIND-
IT and categorized as 0–1 versus ≥2 in the Depression After Myo-
cardial Infarction study). The presence of a previous myocardial
infarction (before the index myocardial infarction) was extracted
from the medical file. The cumulative burden of medical comor-
bidity was assessed in the MIND-IT with the Charlson comorbid-
ity index, following the recent adaptation for myocardial infarc-
tion patients (26) and was categorized as 0, 1–2, 3–4, or ≥5, with
higher scores indicating more comorbid diseases.

Cardiovascular prognosis. In the Depression After Myocardial
Infarction study, study endpoints were cardiovascular mortality
and cardiac-related readmissions after discharge from the hospi-
tal. Potential endpoints were identified in regular post-myocar-
dial infarction control visits (1, 3, and 12 months after myocardial
infarction) and patient interviews at 3 and 12 months after myo-
cardial infarction (face-to-face interviews) and thereafter every 6
months until end of follow-up (telephone interviews). Informa-
tion on potential endpoints was recorded from hospital records,
the treating physician, and the patient’s primary care physician.
Two cardiologists, blind to the depression status of the patient, in-
dependently evaluated the nature (cardiovascular or not) and on-
set of endpoints, and decisions were made by unanimity. The av-
erage follow-up period for the 494 patients was 2.5 years (SD=0.9).



140 Am J Psychiatry 163:1, January 2006

DEPRESSION FOLLOWING MYOCARDIAL INFARCTION

http://ajp.psychiatryonline.org

A cardiovascular event (fatal or nonfatal) was experienced by 112
patients (22.7%): unstable angina pectoris (12.3%, N=61), recur-
rent myocardial infarction (3.8%, N=19), sustained arrhythmia
(2.4%, N=12), heart failure (2.2%, N=11), and other cardiovascular
events needing hospitalization such as cerebrovascular accident
or peripheral arterial disease (1.8%, N=9). Twenty-one patients
(4.3%) had a fatal cardiovascular event: angina pectoris during a
coronary artery bypass grafting procedure (N=1), recurrent myo-
cardial infarction (N=6), sustained arrhythmia (N=4), heart failure
(N=5), and other cardiovascular events such as cerebrovascular
accident and sudden cardiac death outside the hospital (N=5).

Exploration and Validation of Factor Structure

The dimensional structure of depressive symptoms following
myocardial infarction was obtained by combining explorative
and confirmatory factor analyses of the BDI items of myocardial
infarction patients during hospitalization (MIND-IT: N=1,972;
the Depression After Myocardial Infarction study: N=494) and at a
3-month follow-up evaluation (MIND-IT: N=1,941). Based on the
scree plot and the criterion of Eigenvalue >1, we determined the
optimal number of factors to be three, which together explained
42.3% of variance. The three factors, the loadings for which are
presented in Table 1, were interpreted as 1) somatic/affective (a
combination of the somatic items from the BDI manual, the af-
fective items in the Morley model [27], and the items crying and
irritability), 2) cognitive/affective (a combination of the cognitive
items from the BDI manual and the items reflecting “negative
view of the self” or “negative affect” in the Morley model), and 3)
appetitive. When comparing our factors to the ones reported by
Campbell et al. (28), our somatic/affective factor is a combination
of their factors “physiological symptoms” and “sadness,” and our
cognitive/affective factor is a combination of their factor “nega-
tive self-attitudes” and “sadness.”

Our three-factor model was cross-validated in a multisample
structural equation model (30–33), supporting its generalizability
across time of assessment (depressive symptoms during hospital
stay versus 3-month follow-up evaluation) and study group
(MIND-IT versus the Depression After Myocardial Infarction
study). The internal consistency coefficients (Cronbach’s alpha) for

the first two factors were satisfactory, 0.81 and 0.82 respectively
(not calculated for the third factor because of the too small number
of items). Factor scores were calculated on the basis of unstandard-
ized item factor loadings and z-transformed (mean subtracted and
divided by standard deviation) for purpose of interpretation.

Multivariate logistic regression analysis of the MIND-IT data
assessed whether the z-transformed factor scores were related to
the presence of an ICD-10 depressive disorder during the first 3
months after myocardial infarction. Patients scoring below 10 on
the BDI were considered as noncases, which is justified by the
very high negative predictive value of BDI’s cutoff value of 10 be-
ing 97.9% (34); therefore, we misclassified only 2.1% of the ICD-10
depression cases. Analysis of variance in the MIND-IT data tested
whether baseline left ventricular ejection fraction, Charlson co-
morbidity index, Killip class, or previous myocardial infarctions
were associated with the factor scores. In the Depression After
Myocardial Infarction study dataset, the factor scores were used
to predict time-related occurrence of death and events in univari-
ate and multivariate Cox regression analyses, with left ventricular
ejection fraction (<40%), Killip class (≥2), and previous myocar-
dial infarction controlled and simultaneous inclusion of the three
factor scores, which resulted in adjusted hazard rates with 95%
confidence intervals (CIs). In all analyses, p values of <0.05 were
considered to indicate statistically significant differences.

Results

Correlation of Factors With Clinical Depression 
and Baseline Somatic Health Status

The logistic regression model predicting the presence of
clinical depression according to ICD-10 criteria at the 1-
year follow-up evaluation (N=216 of 1,972) resulted in sig-
nificant odds ratios for the somatic/affective (odds ratio=
3.07, 95% CI=2.43–3.81) and cognitive/affective (odds ra-
tio=1.85, 95% CI=1.54–2.22) dimensions but not for appet-
itive (odds ratio=0.99; 95% CI=0.85–1.16). The cognitive/

TABLE 1. Factor Loadings of Depressive Symptom Dimensions and Relation to Beck Depression Inventory Items and
Previous Dimensional Constructs

Depressive Symptom From 
Beck Depression Inventory

Corresponding Dimension in Previous Construct Dimensional Structure in Present Studya

Beck and Steer (21) Morley et al. (27) 
Somatic/Affective 

Factor
Cognitive/Affective 

Factor
Appetitive 

Factor
Sadness Cognitive 0.64 0.45
Pessimism Cognitive Affect 0.56 0.58
Sense of failure Cognitive Negative self-view 0.66
Dissatisfaction Cognitive Affect 0.69 0.49
Guilt Cognitive Negative self-view 0.70
Punishment Cognitive Negative self-view 0.59
Self-dislike Cognitive Negative self-view 0.72
Self-accusations Cognitive Negative self-view 0.71
Suicidal ideas Cognitive Affect 0.49
Crying Cognitive Affect 0.52
Irritability Cognitive Affect 0.45
Social withdrawal Cognitive Somatic and physical function 0.42 0.51
Indecisiveness Cognitive Affect 0.68 0.40
Body image change Somatic Negative self-view 0.57
Work difficulty Somatic Somatic and physical function 0.69
Insomnia Somatic Somatic and physical function 0.55
Fatigability Somatic Somatic and physical function 0.58
Loss of appetite Somatic Somatic and physical function 0.42 0.65
Weight loss Somatic Affect 0.66
Somatic preoccupation Somatic Somatic and physical function 0.67
Loss of libido Somatic Somatic and physical function 0.50
a Obtained by combining explorative and confirmatory factor analyses of the BDI items of myocardial infarction patients during hospitaliza-

tion (N=1,972).
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affective dimension was virtually unrelated to baseline
health status except for left ventricular ejection fraction,
but the somatic/affective and appetitive dimensions were
associated with poor left ventricular ejection fraction,
high Charlson comorbidity index, high Killip class, and
previous myocardial infarction (Table 2); the strongest as-
sociations were found with respect to the somatic/affec-
tive dimension.

Association of Factor Scores With Cardiovascular 
Prognosis

Relating the three symptom dimensions to time-related
cardiovascular death and cardiac-related readmissions
resulted in significant associations for somatic/affective
symptoms but not cognitive/affective or appetitive symp-
toms (Table 2). The association of the somatic/affective
dimension with cardiovascular death remained statisti-
cally significant when the three factors entered the logis-
tic regression model simultaneously and left ventricular
ejection fraction, Killip class, and previous myocardial in-
farction were controlled. A negative association of the
cognitive/affective dimension with cardiovascular death
(p=0.04) was found in the multivariate analyses (i.e., cog-

nitive/affective symptoms protective for cardiovascular
death), suggesting that the effects of cognitive/affective
symptoms are being (over)corrected by the somatic/af-
fective symptoms. The association between somatic/
affective symptoms and cardiovascular events lost statis-
tical significance (p=0.10) in the multivariate analyses,
but the strength of the association only slightly decreased
(from odds ratio=1.39 to odds ratio=1.30).

In order to visualize the prospective association of the
BDI factor scores with the time-related outcomes, we re-
coded the factor scores in dummy variables with approxi-
mately 20% of the highest scoring individuals receiving a
“1” and the others a “0.” In Figure 1, the temporal relation-
ship between the dummy variables with combined pro-
spective cardiovascular events or cardiovascular death is
shown. The corresponding log-rank tests to assess the sig-
nificance of the relationships were 8.33 for the somatic-
affective (p=0.004), 1.69 for the cognitive-affective (p=
0.17), and 0.26 for the appetitive symptoms (p=0.67). With
varying cutoff points, i.e., based on the 90th and 75th per-
centiles, significant associations between depression and
time-related outcomes were found only with respect to so-
matic/affective symptoms.

TABLE 2. Association Between Depressive Symptom Dimensions and Both Baseline Somatic Health Status and Cardiovascu-
lar Prognosis in Myocardial Infarction Patients

Measure

Symptom Dimension

Somatic/Affective Cognitive/Affective Appetitive
Mean SE F p Mean SE F p Mean SE F p

Baseline somatic health status
Left ventricular ejection 

fraction (N=1,815) 42.14 <0.001 7.15 0.007 19.41 0.001
>60% (N=570) –0.16 0.04 –0.09 0.04 –0.08 0.04
45%–60% (N=784) –0.03 0.03 –0.00 0.03 –0.07 0.03
30%–44% (N=331) 0.13 0.06 0.02 0.05 0.07 0.06
<30% (N=130) 0.41 0.10 0.17 0.10 0.30 0.11

Charlson comorbidity index 
(N=1,502) 69.84 <0.001 2.01 0.15 31.19 <0.001
0 (N=1,125) –0.14 0.03 –0.03 0.03 –0.09 0.03
1–2 (N=141) 0.11 0.04 0.03 0.04 0.07 0.04
3–4 (N=187) 0.26 0.07 –0.03 0.06 0.18 0.08
≥5 (N=49) 0.75 0.18 0.26 0.20 0.52 0.17

Killip class (N=1,953) 12.32 <0.001 2.04 0.15 3.22 0.07
1 (N=1,752) –0.03 0.02 –0.01 0.02 –0.02 0.02
2 (N=141) 0.16 0.10 0.07 0.12 0.16 0.10
3 (N=30) 0.43 0.18 0.08 0.18 0.32 0.25
4 (N=30) 0.30 0.23 0.17 0.19 –0.04 0.21

Previous myocardial 
infarction (N=1,954) 16.15 <0.001 0.94 0.33 5.09 <0.001
No (N=1,685) –0.04 0.02 –0.01 0.02 –0.02 0.02
Yes (N=269) 0.22 0.06 0.05 0.06 0.13 0.07

Hazard
Rate 95% CI p

Hazard
Rate 95% CI p

Hazard
Rate 95% CI p

Cardiovascular prognosis 
(N=494)
Univariate analysis

Cardiovascular death 1.64 1.15–2.34 <0.001 0.99 0.61–1.62 <0.97 1.30 0.91–1.86 <0.15
Cardiovascular events 1.39 1.15–1.67 <0.001 1.15 0.96–1.38 <0.13 1.16 0.98–1.37 <0.10

Multivariate analysisa

Cardiovascular death 3.91 1.83–8.39 <0.001 0.40 0.17–0.94 <0.04 0.94 0.52–1.69 <0.83
Cardiovascular events 1.30 0.96–1.78 <0.10 1.05 0.79–1.41 <0.74 1.09 0.88–1.37 <0.43

a Left ventricular ejection fraction (<40%), Killip class (≥2), and previous myocardial infarction controlled with simultaneous inclusion of the
three depression factors.
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Discussion

In two large groups of myocardial infarction patients, we
related three depressive symptom dimensions to baseline
somatic health status and prospective cardiovascular prog-
nosis. Somatic/affective symptoms were associated with
poor baseline somatic health status, adding fuel to the dis-
cussion of whether depression is an independent factor af-
ter myocardial infarction or one that is confounded by my-
ocardial infarction-related complaints. Although we do not
know whether the post-myocardial infarction somatic/
affective symptoms were already present before the myo-
cardial infarction (about a quarter of post-myocardial in-
farction depressed patients reported a major depressive
episode in the month preceding the myocardial infarc-

tion), our findings showed that the somatic/affective de-
pressive symptoms following myocardial infarction were
associated with the severity of the myocardial infarction.
The cognitive/affective symptoms of depression were only
marginally associated with poor somatic health at base-
line. Appetitive symptoms—the third symptom dimen-
sion—were not related to the presence of depression in the
first 3 months after myocardial infarction, which suggests
that these symptoms may not represent clinical depression
in myocardial infarction patients.

Watkins et al. (26) previously reported that medical co-
morbidity was related to somatic depression symptoms (r=
0.24) and virtually unrelated to cognitive depression symp-
toms (r=0.06). However, this distinction between symptom
groups has not been validated, and the somatic symptoms
seem to especially consist of several marginally related
complaints. For example, Irvine and colleagues (5) re-
ported an internal consistency of only 0.67, which is insuf-
ficient to warrant a reliable sum score. In line with the
study by Watkins and colleagues, when two equally reliable
depressive symptom dimensions were used (somatic/
affective: 0.81; cognitive/affective: 0.82), we showed that
only the somatic/affective symptoms were associated with
medical comorbidity, left ventricular ejection fraction, heart
failure, and presence of a previous myocardial infarction.

It is interesting that the somatic/affective dimension of
depressive symptoms was the only one of the three factors
associated with cardiovascular death and cardiac-related
readmissions during an average follow-up of 2.5 years. Al-
though the somatic/affective symptoms of depression
were confounded by the patient’s somatic health status,
they did have a prospective relationship with poor cardio-
vascular prognosis even after baseline somatic health sta-
tus was controlled.

Presumably, the statistical association between so-
matic/affective symptoms and cardiovascular prognosis
comprises two components. One component might be the
effect of myocardial infarction severity on cardiovascular

FIGURE 1. Event-Free Survival Days Following Myocardial Infarction and Relationship With Depressive Symptoms (N=494)
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sion and Cardiovascular Prognosis Following Myocardial
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prognosis and the covariation of myocardial infarction se-
verity with somatic/affective symptoms. Their combina-
tion produces a statistical association between somatic/
affective symptoms and cardiovascular prognosis. The
second component might result from an influence of so-
matic/affective symptoms on cardiovascular prognosis
that is independent of the effect of myocardial infarction
severity. This independent effect also produces statistical
association between somatic/affective symptoms and
prognosis. In comparison, Barefoot and colleagues (35)
found that negative affective symptoms of depression
(sadness, crying, suicidal ideas, irritability, restlessness)—
but not well-being, somatic, or appetitive symptoms—
predicted mortality in coronary artery disease patients af-
ter severity of cardiovascular disease was controlled. In
our model, most of the items referred to by Barefoot and
colleagues as negative affective symptoms of depression
were incorporated in the somatic/affective factor (e.g.,
sadness, crying, irritability, indecisiveness). This prospec-
tive association suggests that the somatic/affective com-
ponent has an independent effect on cardiac prognosis,
an effect that the cognitive/affective component has not.
Figure 2 shows schematically our position. In model A, no
distinction between the components of depression is
made, whereas one is made in model B.

Our findings have implications for the treatment of de-
pression following myocardial infarction because they sug-
gest that antidepressive treatment needs to be effective in
reducing the somatic/affective symptoms in order to have
the potential to affect cardiac prognosis. Effective treat-
ment of the cognitive/affective symptoms is probably not
sufficient, since these are not associated with cardiac prog-
nosis unless their treatment also leads to remission of the
somatic/affective symptoms. The null results of the En-
hancing Recovery in Coronary Heart Disease Patients trial
(36)—effective treatment of post-myocardial infarction de-
pression did not lead to a better cardiac prognosis—can be
understood in a theoretical framework in which depres-
sion consists of some aspects related to cardiovascular
prognosis and some that are not. It is interesting that in
that study it was found that cognitive behavior therapy de-
creased depression and improved social support more
than usual care, without affecting the primary endpoint of
death and nonfatal infarction. However, in secondary anal-
yses, the prescription of specific serotonin reuptake inhib-
itors was associated with less cardiac events. A similar but
nonsignificant trend was observed in the Sertraline Anti-
Depressant Heart Attack Trial in which post-myocardial in-
farction depressed patients were treated with sertraline
and compared with patients who received placebo (37). To
date, this issue has not been resolved, and we can only
speculate on the effects of antidepressant medication on
each symptom dimension and, subsequently, on cardio-
vascular prognosis.

By combining the strengths of two studies—the MIND-
IT contained a large patient group with an extensive base-

line assessment of somatic health status, and the Depres-
sion After Myocardial Infarction study contained a long-
term follow-up of depressed and nondepressed myocar-
dial infarction patients—we clarified the way in which the
relationship between post-myocardial infarction depres-
sion and cardiovascular prognosis may be confounded by
baseline somatic health status. Research on the bidirec-
tional relationship between depression and cardiac dis-
eases has extended explosively in the last decade, with ev-
idence for an increased risk of heart disease following
depression, an increased risk of depression following
heart disease, and a worsened cardiac prognosis when
both are present.
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