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Abstract
Background—Symptoms of depression and anxiety overlap strongly and are independent
predictors of cardiovascular disease (CVD) events. Although these symptoms commonly co-occur
in medical patients, little is known about combined effects of depression and anxiety on CVD risk.

Objective—To study the independent and interactive effects of depression and anxiety symptoms
as predictors of CVD events in a sample of women with suspected myocardial ischemia.

Method—A total of 489 women completed a baseline protocol including coronary angiogram, CVD
risk factor assessment, and questionnaire-based measures of depression and anxiety symptoms using
the Beck Depression Inventory (BDI) and State Trait Anxiety Inventory (STAI), respectively.
Participants were followed for a median 5.9 years to track the incidence of CVD events (stroke,
myocardial infarction, heart failure, and CVD-related mortality). We tested the BDI * STAI
interaction effect in addition to the BDI and STAI main effects.

Results—Seventy-five women (15.3% of sample) experienced a CVD event, of which 18 were
deaths attributed to cardiovascular causes. Results using Cox regression indicated a significant BDI
* STAI interaction effect in the prediction of CVD events (p=.02) after covariate adjustment. Simple
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effect analyses indicated that depression scores were significant predictors of CVD events among
women with low anxiety scores (HR=2.3 [in standard deviation units], 95% CI=1.3-3.9, p=.005) but
not among women with higher levels of anxiety (HR=.99, 95% CI=.70-1.4, p=.95).

Conclusions—Among women with suspected myocardial ischemia, the value of depression
symptoms for predicting CVD events varied by the severity of comorbid anxiety. These results
suggest that the clinical utility of depression measures may be improved by using them in combination
with measures of anxiety.
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Among psychiatric symptoms linked to cardiovascular disease (CVD), anxiety and depression
are perhaps the most common. Both conditions are widespread among cardiac patients (1-3),
each is associated with behavioral and pathophysiological markers of CVD risk (4-7), and the
independence of anxiety and depression as predictors of CVD outcomes is supported by
multiple studies (8-15). Anxiety and depressive disorders also share treatment approaches, with
serotonin reuptake inhibitor medications, cognitive behavioral therapy, and their combination
recognized as effective interventions for both conditions (16).

The high degree of overlap between anxiety and depression symptoms with regard to their co-
morbidity in clinical populations, effective methods of treatment, and specific symptoms may
represent more than coincidence. Some have suggested that anxiety and depression may be
characteristics of a broader negative affect dimension (17-18). Others have argued that they
are produced by the same dysfunctional biology or that they may originate from parallel genetic
dispositions (19-21). Despite the strong convergence between these two psychiatric conditions
and evidence of their independent value in predicting CVD risk, few studies have investigated
the combined or interactive contribution of anxiety and depression in the prediction of CVD
events (22-23). If anxiety and depression are indeed variations of a similar biopsychosocial
origin, then either of two outcomes could follow: 1) These conditions could interchangeably
predict CVD events, and the presence of both would not be more predictive than either alone;
or 2) The co-occurrence of anxiety and depression could predict CVD risk above and beyond
their independent predictions.

The literature provides differing views regarding these hypotheses. For one, depression is a
more established predictor of cardiovascular outcomes than anxiety (13-14), the latter boasting
a smaller and less consistent empirical literature to date (17). This observation appears to argue
against treating the conditions interchangeably in regards to CVD risk, but comes with the
limitation that much of the previous anxiety-CVD research has focused on men (e.g., 24). In
contrast, recent findings drawn from large female cohorts such as the Nurse's Health Study
(25) and Women's Health Initiative (26) have supported relationships between anxiety
symptom severity and/or anxiety disorders with adverse cardiac events.

Two prospective studies to date have directly compared anxiety and depression alone versus
jointly in predicting CVD outcomes (22-23). These studies produced evidence of independent
statistical relationships between anxiety and depressive disorders with adverse cardiac events
(22), and between questionnaire measures of phobic anxiety and depression and ventricular
arrhythmias (23), respectively. Whereas Frasure-Smith (22) reported no added predictive
effects of combining anxiety and depression status, Watkins and colleagues (23) also described
the largest associations with ventricular arrhythmias as resulting from a composite of anxiety
and depression scores. The fact that women comprised less than 30% of the sample in both
studies could be important given the higher rates of anxiety and depressive disorders diagnosed
in women relative to men (27).
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This study describes relationships among anxiety, depression, and CVD mortality and events
in a sample of women undergoing coronary angiography as part of an evaluation for suspected
myocardial ischemia. We were able to expand upon previous research in this area using a large
female cohort, followed for a median of nearly 6-years, in which we were able to directly
control for CAD severity with the use of quantitative angiograms. Using questionnaire-
measured severity of trait anxiety and depression symptoms, we specifically compared
independent versus interactive prediction models.

Method
Participant recruitment and entrance criteria

Women were eligible for participation in the Women's Ischemia Syndrome Evaluation (WISE)
study if they were older than 18 years and were referred by a physician for a coronary angiogram
to evaluate suspected myocardial ischemia (28). The WISE study was designed to improve the
diagnostic reliability of cardiovascular testing in women with suspected ischemic heart disease
by focusing on symptomatic women whose CAD status was largely unknown. Exclusion
criteria included major comorbidity compromising follow-up, pregnancy, contraindication to
provocative diagnostic testing, cardiomyopathy, severe heart failure, recent myocardial
infarction or revascularization procedures, significant valvular or congenital heart disease, and
language barrier. All participants provided written informed consent, and IRB approval was
obtained for all participating sites. Study enrollment was completed between 1996 and 2000,
with follow-up, described below, carried out over a median of 5.9 years (25th percentile=2.5
years; 75th percentile=6.9 years) after study entry.

Measurement of CAD and Clinical Outcome Events
Quantitative analysis of coronary angiograms was performed at the WISE Angiographic Core
Laboratory (Rhode Island Hospital, Providence, RI) by investigators blinded to all other subject
data (29). Using the angiogram results, each participant was assigned a continuous coronary
disease severity score based on a modified Gensini index (29). This severity score was
developed with points assigned according to the category of severity of the stenosis (0-19,
20-49, 50-69, 70-89, 90-98, 99-100) adjusting for partial (any filling of the occluded vessel or
its distal branches antegrade or retrograde via channels other than the original lumen) and
complete collaterals. Scores were then adjusted according to lesion location with more
proximal lesions receiving a higher weighting factor.

Women were contacted at six weeks post-baseline and annually thereafter to track their
subsequent experiences of cardiovascular events and mortality. Follow-up consisted of a
scripted telephone interview by an experienced nurse or physician. This data collection tool
was validated previously against medical records (30). Non-fatal cardiovascular events
included myocardial infarction (MI), congestive heart failure (CHF), and stroke. Death
certificates were obtained and reviewed by a blinded study mortality committee to determine
causes of death among deceased participants. In the current analyses, deaths coded as either
probably or definitely resulting from cardiovascular causes were included as events.

Modifiable risk factors
Major CVD risk factors in the WISE protocol included smoking (defined as current, former,
or never smokers), dyslipidemia, diabetes (insulin and non-insulin dependent), and
hypertension. Risk factors were assessed by a combination of laboratory testing and physical
exam (dyslipidemia, diabetes, hypertension) and self-report (smoking, physical inactivity).
Patients also reported their highest level of education as a measure of socioeconomic status.
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Depression and anxiety measures
Women completed the Beck Depression Inventory (BDI; 31) and the trait anxiety subscale
from the State Trait Anxiety Inventory (STAI; 32) as measures of depressive and anxiety
symptom severity, respectively. Each measure is validated as a predictor of objective health
outcomes in cardiac populations (6). For descriptive purposes, we used BDI scores ≥ 10 to
indicate the presence of at least mild depression symptoms (31). Women also reported use of
antidepressants (medications taken for the treatment of depression) and anxiolytic medications
in the week prior to study entry. We did not query mental health treatment details such as the
medication type, length of treatment, efficacy, or dosage. In the present sample, internal
consistency values for the BDI (Cronbach's α = .88) and STAI (Cronbach's α = .85) indicated
acceptable levels of reliability, and scores on the two measures were highly correlated (r = .
69, p < .001).

Statistical Analyses
Student t-tests (continuous variables) and chi-square analysis (categorical variables) were used
to compare women with versus without BDI scores ≥ 10, and between women with versus
without psychometric data on demographic and CVD risk factors. Relationships between BDI
and STAI scores with study variables were expressed as correlation coefficients as an effect
size measure (Pearson r coefficients between continuous measures, point-biserial r coefficients
between continuous and dichotomous variables). A combined category indicating death from
CVD causes or occurrence of one or more new CVD events (MI, stroke, and CHF) served as
the primary outcome over follow-up. Associations between anxiety and depression with time
to CVD death or outcomes were tested in Cox regression models after adjusting for covariates
including age, ethnicity (Caucasian/Non-Caucasian), education history (≤ high school
education), CVD risk factors, and CAD severity scores. Associations between continuous
anxiety and depressive symptom severity from the BDI and STAI questionnaire scores were
tested by entering each score into the model following the covariate terms and subsequently
entering the anxiety x depression interaction term formed as a cross-product of the two
questionnaire scores.

BDI and STAI scores were standardized (i.e., [score-mean]/standard deviation) before creating
the cross-product interaction term to reduce multicollinearity risk (33), and the standardized
forms of the questionnaires were used for the interpretation of main effects and interactions.
The latter interaction method maximizes statistical power by using the full distribution of the
questionnaire scores and is consistent with statistical guidelines demonstrating the flaws
inherent in testing interactions based on artificially dichotomized scores (34). In the case of a
significant interaction, we performed simple effect analyses comprised of models testing
depression effects across low and high anxiety scores based on a median split of the STAI
variable.

Plotted interaction values using continuous BDI and STAI scores were created using
specialized interaction software (http://www.danielsoper.com/Interaction) and calculated
using final model statistics (i.e., covariate-adjusted regression coefficients) in which all
covariates and predictors were initially standardized (using same formula as above) before
modeling. Because of variable skewing, CAD severity scores were log transformed for
analyses. All statistical analyses were completed using SPSS software, version 15.0 (SPSS
Inc., Chicago, IL, USA). For purposes of comparing our results with a previous study
combining anxiety and depression questionnaires scores (23), we created a composite score
by standardizing the BDI and STAI scores (i.e., converting the scores to a mean of zero and a
standard deviation of one) and summing them.
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Results
From the 936 women enrolled in WISE, 489 had complete data on psychosocial questionnaires,
follow-up, and covariates used in the analyses. Because psychological questionnaires were
phased in over the first year of the WISE protocol more than 400 women among the initial
cohort did not complete the STAI, BDI or both. During preliminary analyses, WISE
participants with and without psychosocial data were compared on a variety of demographic
variables, CVD risk factor prevalence, and CAD severity, with the singular difference
appearing that women without psychometric data had more severe CAD based on their CAD
severity scores (means 16.8[16.5] versus 13.4[13.1), respectively, p<.05). Comparisons of the
participating WISE sample, broken down by BDI scores, are shown in Table 1.

BDI and STAI scores were associated with demographic variables, CVD risk factors, and CVD
events in a parallel fashion at the bivariate level. Both BDI and STAI scores were associated
with younger age (r's=-.16, -.18, respectively, p's<.01), higher rates of smoking (r's=.23, .24,
respectively, p's<.001), greater use of antidepressants (r's=.26, .19, p's<.001, respectively) and
anxiolytics (r's=.19, .16, p's<.001), and a greater likelihood of suffering a CVD event (i.e.,
congestive heart failure, MI, or stroke; r's=.15, .13, respectively, p's<.01). From the pool of
489 participants with complete data, 44.3% had BDI scores ≥ 10. Over a median 5.9 years of
follow-up, 75 women (15.3% of sample) experienced at least one CVD outcome, of which 18
were deaths attributed to cardiovascular causes (3.6%).

Prediction of CVD death and events
In unadjusted Cox regression analyses run separately for each questionnaire, BDI scores
(HR=1.27, 95% CI=1.06-1.51 in standard deviation units), but not STAI scores (HR=1.13,
95% CI=.92-1.4), were associated with combined CVD events and mortality. Forcing both
questionnaire scores into the model with no additional covariates showed again that BDI scores
(HR=1.5, 95% CI=1.1-2.0) but not STAI scores (HR=.83, 95% CI=.60-1.1) were associated
with cardiovascular events. In contrast, use of the composite BDI and STAI score in place of
the individual scale scores showed that this aggregate variable was not a significant predictor
(HR=1.1, 95% CI=.99-1.2).

Results of a full model containing standardized covariate terms and a breakdown of BDI scores
as predictors of CVD death and events at different levels of STAI scores are shown in Table
2. Despite the degree of statistical overlap in the two questionnaires (r=.69), collinearity
diagnostics, including condition indices (range 1.0-3.1) and the Variance Inflation Factor
(range 1.5-2.5), were well below values indicative of multicollinearity. CAD severity scores,
current smoking status, completing less than a high school education, and a diagnosis of
diabetes were independently significant predictors in the model. The BDI * STAI interaction
was also significant (p=.02). The separate BDI values reported in Table 2 represent BDI-
cardiovascular death and event relationships at STAI values below and above the median score
of 24.0.

Figure 1 illustrates the continuous interaction pattern, showing that BDI scores were
increasingly effective as predictors of CVD death and events as STAI scores decreased. Simple
slope values for the interaction lines plotted at the STAI mean (.06, 95% CI=.02-.11), and 1
standard deviation below the STAI mean (.10, 95% CI=.04-.16) differed significantly from
zero, but the interaction slope at 1 standard deviation above the STAI mean (.02, 95% CI=-.
01-.06) was nonsignificant. We repeated the latter analysis after further adjusting for
participant's reported use of antidepressant and anxiolytic medications, but the results were
unchanged.
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Finally, Table 3 provides a breakdown of cardiovascular death and event totals among women
classified by BDI and STAI standing. Using a 2×3 Analysis of Variance, the interaction effect
was significant for this categorical model (F[2,482]=3.4, p=.03).

Discussion
Among women with suspected myocardial ischemia followed for a median 5.9 years, the joint
use of anxiety and depression symptoms predicted incident CVD events and death above and
beyond each symptom cluster. Using questionnaires to assess anxiety and depression symptom
severity, the two mood dimension scores interacted such that a significant main effect
relationship between depression and CVD death and events was found to vary across levels of
anxiety. Specifically, the association between depression and CVD outcomes became
progressively weaker across low, moderate, and high levels of anxiety symptoms. This result
suggested that assessing depression and anxiety together more accurately predicted CVD
outcomes than assessing either condition alone. Rates of elevated depression and anxiety were
high in this sample, based on standards of either questionnaire scores or psychotropic use.
However, these rates appeared appropriate given the symptomatic nature of the participants,
along with the well-documented gender differences in rates of depression and anxiety
documented in women (35). Depression and anxiety symptoms likewise overlapped
substantially in this sample, with the inter-scale correlation approaching r=.70.

Anxiety and depressive disorders are common in the U.S. (35). The symptom overlap between
these two mood conditions in cardiac populations is well-known (36-37), and many studies
have examined both mood dimensions as predictors of cardiovascular outcomes (e.g., 2,4,7,
38-39). Nevertheless, depression rather than anxiety continues to garner the lion's share of
attention in behavioral cardiology research. However, growing evidence suggests that anxiety
warrants a greater focus in cardiac populations, particularly among women (40). Reports from
cardiac samples, for example, have shown rates of anxiety disorders ranging from 25-36%,
with rates twice as high among women compared to men (41-42). Prevalence statistics also
show that rates of specific anxiety disorders such as agoraphobia, panic disorder, and
generalized anxiety disorder are at least twice more common among women than men in
medical and healthy samples (43-44). These findings parallel gender difference statistics for
depression (43), and support the need for research addressing joint anxiety and depression
effects in women.

Few studies have directly examined combined versus independent anxiety and depression
symptoms as predictors of health outcomes in cardiovascular populations. Watkins (23) used
questionnaire measures of depression (BDI) and phobic anxiety (Crown-Crisp index), with
their results indicating that each symptom class was a predictor of ventricular arrhythmias
alone, but when modeled together neither variable was significant. The latter effect was
speculated to be a result of the high degree of overlap between the anxiety and depression
scores. A composite (a sum of the standardized questionnaire scores) anxiety-depression score
also predicted events in this study to a non-significantly greater degree than the separate anxiety
and depression scores; however, no formal interaction between these measures was tested.

In patients with established coronary artery disease, Frasure-Smith and Lesperance (22) also
assessed anxiety and depression comorbidity in the prediction of cardiac events using a
combination of interview-based diagnoses and questionnaire scores (BDI-II and the anxiety
subscale from the Hospital Anxiety and Depression Scale [HADS]). Interview-based diagnoses
of generalized anxiety disorder and major depressive disorder were stronger predictors than
questionnaire scores, but the combined presence of elevated anxiety and depression detected
through diagnostic methods did not predict cardiovascular events more effectively than
separate mood conditions. Interestingly, however, in a breakdown of questionnaire-derived
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depression effects across different levels of anxiety symptoms, these authors observed
relatively stronger effects of depression when combined with low levels of anxiety. Although
no specific test for an interaction effect was performed with the questionnaire scores, the latter
pattern resembles the simple effect breakdown we have described here.

Our assessment of the joint effects of anxiety and depression indicated that higher anxiety
levels attenuated (or, protected against, as the reader may prefer) the relationship between BDI
scores and incident CVD death and events. BDI scores were significant predictors of CVD
outcomes among women with moderate and low STAI scores, defined as those scoring at the
scale mean and one standard deviation below the mean. However, among those with higher
STAI scores, the BDI-CVD outcomes relationship was not significant. This effect is not due
to confounding: to be a confounding relationship the confounding variable (in this case anxiety)
must be statistically associated with both the predictor and the outcome (45), but anxiety was
not significantly related to CVD outcomes in our analyses. Likewise, this effect cannot be
explained by multicollinearity, as our diagnostic tests ruled out this possibility. Lacking
evidence of a statistical artifact, the speculation that high levels of anxiety may in some way
affect the accuracy or reliability of depression symptom reporting becomes more tenable. This
effect may occur through the similarity in symptoms between these conditions (e.g., potentially
artificially elevating depression scores through an overlap in somatic symptoms), via shared
pathophysiological mechanisms (e.g., impaired heart rate variability or increased sympathetic
nervous system activation), or behavioral correlates (e.g., anxious-depressed patients may
more actively pursue healthcare, which might buffer the risk associated with depression). In
regards to the latter speculation, depression was recently shown to predict increased healthcare
usage in WISE participants (46). Finally, the fact that WISE participants were enrolled
specifically because they had clinical symptoms serious enough to warrant coronary
angiographic testing may also have influenced the anxiety-depression relationship, as
depression and anxiety symptoms are known to correlate with cardiac symptom reporting (e.g.,
6-7). Clearly, these topics will require further investigation to resolve.

The substantial overlap we observed between anxiety and depressive symptoms appears
characteristic of cardiac samples. For example, Denollet and colleagues (36-38) reported that
a mixed mood profile comprised of anxiety and depressive symptoms, rather than depression
alone, was the most common presentation in post-MI patients (37). At least 90% of their post-
MI patients meeting criteria for depression showed evidence of mixed anxiety-depression,
leading the authors to conclude that anxiety is a common element of post-MI depression. The
Frasure-Smith sample (22) experienced similar symptom overlap, from which 77.3% of
patients with high BDI-II scores also had elevated HADS anxiety scores. Combined with our
present findings, these collective results suggest that investigations reporting on depression
alone in association with CVD outcomes are greatly underestimating the degree of comorbidity
with anxiety symptoms. Whether this symptom overlap is more accurately conceptualized
using composite scores (23), categorical breakdowns of anxiety and depression scores (22),
factor analyses to create a mood meta-factor (17), or interaction terms as used in the current
study, remains an empirical question.

In practice, one of the most difficult challenges facing a clinician is to accurately interpret the
frequent overlap of depression, anxiety, and CVD symptoms. Are mental health symptoms a
cause, consequence, or exacerbating agent in the patient's medical presentation? Alternatively,
could both the mental health and CVD symptoms be the result of a common factor, such as
inflammation? To add even more complexity, the role of mental health symptoms may change
at different stages of the CVD process in a given patient, and the various roles are not exclusive.
An example of this complexity is apparent in the interpretation of results by Walters and
colleagues (47), who reported that newly diagnosed panic attacks or panic disorder were
associated with an increased risk of MI or heart disease diagnosis in a sample of nearly 400,000
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adults. Although panic symptoms were more strongly associated with cardiovascular outcomes
in younger participants (<50 years of age), even in this higher risk group the authors point out
that it cannot be clearly inferred whether panic symptoms represent a risk factor for cardiac
outcomes or whether early stages of CVD were simply misdiagnosed as an anxiety condition.

How clinicians conceptualize this symptom overlap will go far in determining their diagnoses,
treatment plans, and possible referrals for additional testing and services. At present,
unfortunately, no foolproof guidelines for navigating this decision process exist, but evidence
of errors and biases in current practices is abundant. Numerous studies, for example, indicate
that women presenting with cardiac symptoms are less aggressively diagnosed and treated
(e.g., 48-49), despite women having overall higher CVD death rates (50), suggesting that
cardiologists are more likely to interpret women's symptoms as originating from non-cardiac
or mental health sources.

Study limitations
This study offers some novel methodological features compared to previous research,
including: (1) examining independent versus interacting anxiety-depression relationships with
CVD events in the largest female cohort to date; (2) tracking CVD outcomes over nearly six
years, roughly twice the length of previous efforts; (3) objectively quantifying the degree of
CAD severity for use as a covariate, and; (4) examining trait anxiety rather than specific anxiety
disorder subsets such as generalized anxiety disorder and phobic anxiety, which may create a
different pattern of associations. However, several important limitations deserve
acknowledgement. Our results addressed cardiovascular outcomes in a sample comprised
exclusively of clinically symptomatic women, among whom obstructive CAD was present in
approximately 40% (28), which differs substantially from the two previous investigations
reported on this topic that included only participants with known CVD. The recruitment
methods followed for WISE were intended to reflect the usual clinical circumstances of
symptomatic women undergoing assessment for the presence of CAD; however, this study
characteristic limits our ability to generalize findings to women with known CAD and
asymptomatic samples. A substantial number of WISE participants did not complete the BDI
and STAI questionnaires due to the absence of these measures from the baseline protocol during
the initial months of the study. Psychological questionnaires were administered only at
baseline, and no psychiatric interviews were included to document mental disorders. Although
we found no evidence of bias between the groups completing versus not completing the mood
questionnaires, we cannot rule out the possibility that the later cohort differed on unmeasured
variables. Lastly, our results document a statistical interaction between depression and anxiety
symptoms, which should not be confused with a biological interaction described in some
epidemiological research. In contrast to biological interactions, which describe an effect
emerging from the combination of two or more causal factors, statistical interactions carry the
limitations of a non-causal interpretation and the effects being dependent on the choice of
measurement scale (51).

Summary
Among patients with CVD, both anxiety and depression are common and these symptom
dimensions overlap substantially. However, the cardiovascular research literature to date has
largely examined these mood dimensions as separate predictors despite their known
congruence. In a sample of women undergoing coronary angiography for the assessment of
suspected myocardial ischemia, we specifically addressed the combination of anxiety and
depression symptoms, observing that the interaction between anxiety and depression measures
was superior in the prediction of CVD death and events compared to separate use of the mood
measures. Perhaps our most provocative finding was that elevated anxiety appeared to diminish
the effectiveness of depression as a predictor. The high rate of anxiety and depression co-
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occurrence documented both in this study and in previous research, combined with the value
observed here for the joint value of these emotional dimensions as CVD event predictors,
presents a compelling argument for moving beyond single construct research in behavioral
cardiology and more towards theoretical models that incorporate multiple dimensions of
negative affect.
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Figure 1.
Relationship between Beck Depression Inventory scores and combined CVD death and event
rates across three levels of State Trait Anxiety (STAI) Inventory scores (N=489). Depression
was a significant predictor of CVD outcomes at low (n=93) and moderate levels of anxiety
(n=313), but non-significant at higher anxiety levels (n=83).

Rutledge et al. Page 13

Psychosom Med. Author manuscript; available in PMC 2010 February 1.

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript



N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

Rutledge et al. Page 14

Table 1

Demographic and CVD risk factors categorized by mental health status.
Variable BDI≥10

(N=217)
BDI<10
(N=272)

Age (mean[SD]) 55.7(11.0) 59.3(11.3)
high school educated (%[n]) 77%(167) 85% (231)*
Non-Caucasian (%[n]) 21 (46)% 14%(38)*
BDI score (mean[SD]) 17.6(7.4) 4.7(2.7)*
STAI score (mean[SD]) 22.6(5.5) 15.9(4.0)*
CAD severity score (mean[SD]) 12.7(12.2) 14.0(13.8)
Current smoker (%[n]) 26% (56) 11% (30)*
Diabetic (%[n]) 26% (56) 21% (57)
Dyslipidemia (%[n]) 67%(145) 61%(166)
Hypertensive (%[n]) 61%(132) 56%(152)
CVD death (%[n]) 6%(13) 2%(5)
Total events†(%[n]) 19.8%(43) 11.8%(32)*
Using antidepressants (%[n]) 29%(63) 12%*(33)
Using anxiolytics (%[n]) 25%(54) 17%*(46)
*
BDI groups differ, p<.05 BDI=Beck Depression Inventory CAD=Coronary artery disease CVD=Cardiovascular Disease STAI=State Trait Anxiety

Inventory SD=Standard deviation CVD=Cardiovascular disease

†
Includes congestive heart failure, myocardial infarction, stroke, and cardiovascular deaths
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Table 3

Cardiovascular death and event totals broken down by Beck Depression Inventory (BDI) and State Trait Anxiety
Inventory (STAI) scores* (N=489).

BDI ≥10
N=217

BDI<10
N=272

Low anxiety (N=93) 4 (36.3%) 6 (7.3%)
Moderate anxiety (N=313) 25 (19.5%) 23 (12.7%)
High anxiety (N=83) 14 (17.9%) 3 (33.3%)
*
Low, moderate, and high anxiety scores correspond to values ≤ 1 standard deviation below the mean, < than 1 standard deviation below the mean to <

1 standard deviation above the mean, and ≤ 1 standard deviation above the mean, respectively.
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