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The protective effects of olipoic acid on myocardial injury

of acute coronary syndrome patients
Yang Cuicui Ding Chandong Cao Quanxia
( Dept of Internal Medicine The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To investigate the protective effects of a—lipoic acid ( a-1.A) on myocardial injury of acute
coronary syndrome patients. Methods 59 patients with acute coronary syndrome were randomized into two groups:
conventional treatment group and o-LA group. 29 patients in conventional treatment group received routine drugs
while 30 patients in a-L.A group were given a-L.A (600 mg/d IVD for 3 days) besides routine drugs. The activi—
ty of ALDH2 level of MDA and LDH of serum in all patients were separately detected by microtitration TBA and
ELISA before and after treatment ( 24 72 hours ) LVEF values were analyzed by UCG. Results (1) There were
no significant differences between the two groups before treatment. (2) After 24 h and 72 h treatment the activity of
ALDH2 in two groups were increased ( P <0.01) and the level of MDA was decreased ( P <0. 01) compared to the
data before treatment. Compared to after 24 h the level of LDH was reduced after 72 h ( P <0. 01) and the LVEF
values were significantly higher after 72 h and 1 week ( P <0.05) . (3 Compared to conventional treatment group
the activity of ALDH2 in a-I.A group was significantly increased ( P <0.01) and the levels of MDA and LDH were
decreased after 24 h and 72 h (P <0.05 P <0.01). The LVEF values were significantly increased after 1 week
(P <0.05). Conclusion o-.A may increase the ALDH2 activity reduce peroxidation end product ( MDA) gen-—
eration of serum in ACS patients and finally decline oxidative damage to myocardial ischemia and reperfusion ( the
level of LDH decreased) .
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