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[Abstract]  Objective: To assess the relationship between the level of phosphodiesterase-9A
(PDE-9A) and the degree of coronary atherosclerosis. Methods: Plasma levels of PDE-9A were
measured by enzyme linked immune sorbent assay (ELISA) in 75 patients with coronary artery disease
which was identified by coronary angiography (single-vessel disease in 33, two-vessel in 22 and
three-vessel in 20) and 25 control subjects who were negative in coronary angiography. The degree of
coronary atherosclerosis was expressed by number of significant coronary lesion and Gensini coronary
score, Correlation between PDE-9A levels and the severity of coronary lesions was tested. ROC curve
analysis were performed to determine the diagnostic value of plasma PDE-9A for severe coronary artery
disease.  Results;: The plasma PDE-9A levels were significantly higher in patients with coronary artery
disease than those in control subjects [ (29.50 = 7.77) ng/mL vs. (15.35 3. 25) ng/mlL, P<Z0. 05) ],
and increased stepwise from single- to three-vessel disease patients (P<Z0. 05). Plasma levels of PDE-9OA

correlated positively with Gensini coronary score (r=0. 319, P<C0.05). ROC curve analysis showed that
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a plasma PDE-9A level of 24, 73 ng/mL was an optimal cut-off for detecting the presence of multi-vessel

coronary artery diseases (sensitivity 78. 6%, specificity 92. 3%) and severe vascular lesions (Gensini

scores==45) (sensitivity 93. 2%, specificity 94. 8%). However, multifactor logistic regression model

indicated that plasma PDE-9A was not an independent risk factor for coronary artery disease.

Conclusion ; Plasma levels of PDE-9A may reflect the degree of coronary atherosclerosis and could be useful

for evaluating the presence and severity of coronary artery disease.
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