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Correlation between serum SOD and HCY levels with cardiovascular diseases® WANG Lu,ZHAO Mei-yun ,ZHANG
Min,REN Fang ,XU Long” ,LI Zhi , HAN Ping (Department of Clinical Laboratory A f filiated Yangpu Hospi-
tal ,School of Medicine , Tongji University ,Shanghai 200090, China)

[ Abstract] Objective

peroxide dismutase (SOD) with cardiovascular diseases. Methods

To investigate the correlation between the levels of serum homocysteine (HCY) and su-
83 inpatients with cardiovascular diseases from
Jan. to Jun. 2014 were selected and divided into the acute coronary syndrome(ACS) group,unstable angina pectoris
(UAP) group and the atherosclerosis (AS) group according to the disease types;contemporaneous 20 individuals of
healthy physical examination were selected as the healthy control group. The serum SOD and HCY levels were detec-
ted in all the research subjects and the correlation was analyzed. Results The serum SOD level in the 3 cardiovascu-
lar disease groups was significant lower than that in the healthy control group,while the HCY level was higher than
that in the healthy control group,the differences between them had statistical significance( P<Z0. 05) ;compared with
those before treatment, the serum SOD levels after treatment in the ACS group and the AS group were significant in-
creased and the serum HCY levels were significant decreased with statistical differences (P<C0. 05) ;moreover serum
SOD and HCY levels showed the negative correlation in the ACS group and the AS group(r= 0. 901,0. 924, P<Z
0. 05). Conclusion Detecting serum SOD and HCY levels could have an important guidance value to the treatment
and prognosis of ACS and AS.
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