RERH 25 2016 4E 9 A5 9 %559 ] Global Traditional Chinese Medicine, September 2016,Vol. 9, No. 9 1145

Bk 21 DU 93796 I 5600 955 B ML I AE 98 0

FEM AFHE LRP

1!‘33

[FE] ey iz =i mAL W O 2 — SRR 2 PRI a0 . IFR R, Bk
£1. D037 P B e Ui BB B0 SRR IR B F P BRIl ) R 0, CATL R AT B 5 ek A AL R 4
PO N R AN DI RE 300 0 A5 T 0 LA L G AR AL | B /I SR B RN Ak | 1 T 5 A S N | A
M REACHARDE o (H B ZL DUy 37 X6) 0o I ML I 55, A5 A7 HE — 8 P R BR 1, 1 — 25 BH A HLvR
I IR0 9 B 40 AR A Ve AL, R e TS i A LR JRATF 5, USSR Bk 41 DU 7 36 97 e 0o 955 P i
PRI FH AR AR 3

[k88iR] Mhema¥z; sdodie;  EIREPTSY; Bl

[FESHEE] R541.4 [XEAERIEFE] A doi:10.3969/j. issn. 1674-1749. 2016. 09. 039

Research progress on the mechanism of Taohong Siwu decoction in the treatment of coronary ather-
osclerotic heart disease @~ MAO Hui-min, LIU Xiu-hua, SHI Da-zhuo. Graduate School, Beijing
University of Chinese Medicine, Beijing 100029, China
Corresponding author; LIU Xiu-hua , E-mail ; liuxiuhua98 @ 163. com; SHI Da-zhuo , E-mail ; shidazhuo @
126. com

[ Abstract ] Taohong Stwu decoction is the commonly-used prescription for promoting blood
circulation and removing blood stasis,and the prescription has been widely used in coronary atherosclerotic
heart disease (CAHD). Tt is reported that Taohong Siwu decoction can relieve angina symptoms and
improve electrocardiogram ( ECG). The possible mechanisms may be related to reducing myocardial cell
damage, improving endothelial function, inhibiting the proliferation and migration of vascular smooth
muscle cells, inhibiting platelet aggregation and activation, inhibiting inflammatory reaction and improving
blood lipid metabolism. However, there are several limitations of the relevant articles. More researches
should be conducted on the mechanisms and clinical effects of Taohong Siwu decoction for CAHD patients,
to provide evidence for clinical application of Taohong Siwu decoction.
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