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Effect of Xinmaitong Capsule on Damage of Lipid Peroxidation in Coronary Heart Discase Patients
with Myocardial Ischemia QIU Rui-xiang, LUO Zhi-qiang., LUO Han-chuan, et al First Affiliai-
ed Hospidal, Sun Yaf-sen Unwversily of Medical Sciences, Guangzhou (510083)

Objective; To assess the effect of Xinmaitong Capsule (XMTC) in treating coronary heart
disease (CHD ). Methods, The superoxide dismutase (SOD }and malonyldialdehyde (MDA Jlevels ST of
electrocardiogram and clinical sympioms of 25 CHD patients with myocardial ischemia were
observed before and after treatment with XMTC and 15 patients with Composite Danshen Tablet
(CDT )were studied as controls. Results ; The SOD level was significantly lower than that of normal
(P<_0.001),and MDA significantly increased (P<Z0. 001). After treatment with XMTC,the SOD
levels and ST- of ECG were significantly increased (F<Z0. 001). In the control group,the SOD levels
and 5T of ECG were unchanged (P >0. 05), MDA and scores of clinical symptoms were decreased
(P<_0, 05, P<Z0.001 ), but the levels of them were markedly higher than those in the XMTC
group{ £ <7 (. 01 ). Conelusion. Lipid peroxidation injury is closely related with the myocardial
ischemia and Syndrome Differentiation of TCM, XMTC with function of supplementing Qi and
activating blood circulation could resist lipid peroxidation injury.
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