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Effects of curcumin on myocardial apoptosis and haemodynamics after myocardial infarction in rats”
WANG Yong' .GAO Da-zhong*> .YIN Yue-hui® et al.
(1. Cardiovascular Department ,Chongqing Seventh People’s Hospital ,Chongging 400054 ,China;
2. Cardiovascular Department ;3. Imageological Institute ,Second A f filiated Hospital of
Chongqing Medical University ,Chongqging 400010, China)

Abstract; Objective To investigate the effects of curcumin on myocardial apoptosis and haemodynamics after myocardial in-
farction in rats,and to explore the contribution of curcumin on myocardial infarction. Methods 100 healthy specific-pathogen free
male SD rats were randomly divided into sham-operation group(n=10) and MI group(n=190). MI was established by ligation of
LAD and the sham-operation rats underwent the same procedure except for the ligation of the coronary artery. after 24 h the surviv-
al MI rats(n=65) were divided randomly into control group,solvent group, curcumin low-dose group,curcumin middle-dose group,
curcumin high-dose group. By the end of 4 weeks the haemodynamic index was performed measuring including MLVSP, MLVDP,
+dp/dt.. with theYPJO1 type pressure capsule and RM6240 type multiple channel physiological functions signal collection pro-
cessing system and assessment of apoptosis with TUNEL assay. Results (1) After MI in rats the MLVSP and 4=dp/dt,., degraded
and the MLVDP elevated significantly(P<C0. 01), by curcumin treatment the MLVSP and = dp/dt,.. increased significantly ( P<C
0. 05) ,the MLVDP degraded significantly(P<C0. 05);(2) After MI in rats the MAI elevated significantly(P<Z0. 01) and by curcu-
min treatment reduced significantly(P<Z0. 05) ; (3) the contribution of curcumine was more significant with increasing doses of cur-
cumin. Conclusion Curcumin can inhibit cardiomyocyte apoptosis and haemodynamic dysfunction after myocardial infarction. The
role of curcumin presents certain dose-effect relationship.
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®1 BEXRBRORIHAFSHHMNELER (L)

205 n MLVSP(mm Hg) MLVDP(mm Hg) +dp/dtmax (mm Hg/s) -dp/dtm. (mm Hg/s)
SH 41 10 118.0944. 23 1.3442.76 5 803. 694 389. 68 4 862.73+274.19
CON 4 10 62.0744.42~ 27.4+£5.59 * 2 176.564203. 34 * 1925.354247.55"
SOL 4 10 61.93+6.22 27.1946. 40 2 221.184241.93 1925.324238.53
CL 41 10 73.72+5.124 20.1741.65 2 502.964130.67 2293.724184.43
CM 4 10 84.35+5.06A%® 6.4742, 14% 3 340.19£375. 50A%@® 2 708.63£179.294@®
CH 41 10 97.52410. 80A* 6.964 1. 474% 4 006. 834912, 954% 3 481.28£762. 684X

* .5 SH 4 H# . P<<0. 05;4 . 5 CON 4 kb4, P<<0.05;% . 5 CL 4 % . P<<0. 05;® . 5 CH 4 He %, P<<0. 05,
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CM 4 10 7.95+1. 61A%®
CH# 10 5.47+2, 46A%
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