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Depression and Coronary Artery Disease(I) : Pathophysiologic Mechanisms®

sk

Kyung-Yeol Bae, M.D., ™™ Jae-Min Kim, M.D., Ph.D., ** Jin-Sang Yoon, M.D., Ph.D.

| ABSTRACT I

D epression and coronary artery disease are both highly prevalent diseases. Many previous studies suggest

that depression is a common comorbid condition in patients with coronary artery disease and has a signif-

icant negative impact on the onset, course, and prognosis of coronary artery disease. However, the exact
mechanisms that underlie the association between these two diseases remain unclear. Pathophysiologic mech-
anisms that may explain the effect of depression on coronary artery disease include hypercoagulability, hypo-
thalamus—pituitary—adrenal axis and autonomic nervous system dysregulation, altered inflammatory response.
On the contrary, pathophysiologic mechanisms in coronary artery disease that affect depression are less well
known. It is also suggested that both diseases may share a common genetic vulnerability. The authors reviewed
the literature on the pathophysiologic relationships of depression and coronary heart disease.

KEY WORDS : Depression - Coronary artery disease - Pathophysiologic mechanism.
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Fig. 1. Possible causal relationship between depression and acute coronary syndrome (ACS). A : Depression as a
cause of ACS. Pathophysiologic change in depression may cause ACS. B : ACS as a cause of depression.
Pathophysiologic change in ACS may cause depression. C : Pathophysiologic change as a cause of both
depression and ACS. Antecedent pathophysiologic change from other factors(such as a genetic factor)

may cause both depression and ACS.
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Table 1. Plausible pathophysiologic mechanisms of de-
pression that affect coronary artery disease

O

O

N

Hypercoagulability
Platelet activation or hyperresponsibility
Endothelial dysfunction
Increased coagulation factor
HPA axis and ANS dysregulation
Increased HR
Decreased HRV
Other responses for increased level of catecholamine

Increased level of inflammatory response

HPA : hypothalamus-pituitary-adrenal, ANS : auto-
nomic nervous system, HR : heart rate, HRV : heart
rate variability
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