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Effect of Salvia Miltiorrhizae Composita on Erythrocyte Membrane Phospholipid in Patients with
Coronary Heart Disease = WEI Xiao-dong, LI Li, BAI Jing Department of Btochemusiry, Jiuamus
Medrcal College, Hevlong jlang (154002)

Objective: To investigate the function of phospholipid metabolism in pathogenesis of coronary
heart disease (CHD)and the effect of Salvia miltiorrhizae Composita (SMC)on it. Methods; The
levels of erythrocyte membrane phospholipid, blood lipid peroxide (LPO ), superoxide dismutase
(S0OD)and glutathione peroxidase (GSH-Px ) were detetrmined in the patients with CHD by Thin-
laver chromatography and fluorimetry during the treatment of SMC. Results ; Sphingomyelins (S8M) ,
phaosphatidyl serine ( PS), phosphatidyl ethanolamine (PE)and lvsophosphatide (LL } of erythrocyte
membrane phospholipid were increased in patients with CHD. Phosphatidyl cholines (PC)was lower
than control group. Among them,the ratios of SM/PC and PS/PC were significantly higher, In the
patients with CHD, LPO was significantly' increased and ratios of SOD/LPO and GSH-Px/LPO
significantly decreased. After the treatment with SMC, LL, SM, PS and PE of erythrocyte
phospholipid and the ratios of SM,/PC and PS/PC and LPO were decreased. PC and SOD/LPO were
increased. Conclusions; The abnormality of erythrocyte membrane phospholipid participate the
occurrence and development of CHD. SMC might improve the abnormality of erythrocyte
phospholipid and lipid peroxide and possess the effect of regulating phospholipid metabolism.
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