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[Abstract] Objective: To assess the association between serum vasostatin-2 and major adverse
cardiac event (MACE) in patients with previous myocardial infarction(MI) and chronic heart failure
(CHF).  Method: A total of 430 patients with previous MI and CHF were followed up for 3 years.
MACE was recorded and defined as cardiac death, reinfarction, unplanned revascularization and
refractory heart failure requiring hospitalization. Patients were divided into no MACE group (n=171)
and MACE group (n=259). Serum levels of vasostatin-2, high-sensitivity C reactive protein and left
ventricular ejection fraction were analyzed.  Results; Serum vasostatin-2 was significantly decreased in
patients with MACE compared with those without [ (12.1%6.9) ng/mlL vs. (23. 7 £8. 0) ng/mL, P<C
0. 001] and stepwise decreased across the heart failure stage (P for trend <C 0. 001). Serum vasostatin-2
was significantly correlated with left ventricular ejection fraction (= 0. 314, P<C0. 001), N-terminal
pro-brain natriuretic peptide (r = — 0. 387, P<C0. 001) and high-sensitivity C reactive protein (r =
-0.119, P <0. 001). Multivariable stepwise regression showed that serum vasotatin-2 was an
independent protective factor of cardiac events.  Conclusion: Decreased serum vasostain-2 is significantly
associated with the presence of MACE in patients with previous MI and CHF during long term

follow up.
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