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Effect of hepatocyte growth factor on cardiomyocyte apoptosis and cardiac function in

AMI rabbits

SONG Ming-bao, HUANG Lan, JIANG Shi-zhong, ZHANG Po, YU Shi-yong, WU Xiao-jing, ZHAO Gang, JIN Jun (Cardio-
vascular Center of PLA, Xinqiao Hospital Third Military Medical University, Chongqing 400037 China)

Abstract. Objective To observe the effect of hepatocyte growth factor (HGF) on cardiomyocyte apoptosis and car-
diac function in acute myocardial infarction (AMI) rabbits. Methods Rabbit model with AMI was established by liga-
tion of the proximal left anterior descending coronaty artery (LAD). Thirty-six rabbits were randomly divided into 3
groups: sham-operation, contwl and interventional groups. Animals in sham-operation and control groups were intrave-
nously injected with nomal saline and those in interventional group were given HGF (2 mg /kg every 12h). At 48 h after
IAD ligation, hemodynamic studies were performed in each gwup, and ischemic area and infarct size were also mea-
sured. Cell apoptosis was detected by TUNEL straining, and the expression of bel-2 proteins was analyzed by immuno-
histochemistry. Results (D The infarct size in intewventional goup was significantly smaller than that in control goup
[ B1.72+6.62) vs (14.087+4.63), P=0.002], and left venticular function was improved; @ The myocawdial ap-
optotic index of interventional group was significantly lower than that of control group [ (57.7547.50) vs (33. 25+
5.32), P=0.02]; @ The expression of bel-2 protein in interventional group was significantly higher than that in con-
trol group, and was correlated negatively to the myocardial apoptotic index (r=-—0.61, P=0.013). Conclusion
Fxogenous HGF can shrink infarct area, inhibit cardiomyocyte apoptosis and improve left ventricular function. The
mechanism is probably associated with the promotion of the expression of anti-apoptotic bel-2 protein.
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Tab 1 Effect of HGF on ischemic area, infarct area, apoptotic index
and bel-2-positive cardiomyocytes(n= 6, x *s)

Ischemia Infarct Apopotic Bel-2-positive
area ( %) area ( %) index (%0 cardianyogyte (%0

SO 0 0 0 0

68 29.442. 16 31.7246.62 267.67+49.23 188.17+33.80

1G 28.1+1. 34 14.08+4.63 ¥ 115.00+34.89 * 250.5+47. 65
*, P<0.05 **, P<0.0l vs CG group
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Tab 2 Effect of HGF on cardiac functions after AMI( n=6, x )
S0 G G
HR (min~ 1) 211.00+5.02  225.00+4.08 153.00+6.36
LV SP(mmHg) 104841197 68.52410.50  84.69+10.55*
LV EDP(nmHg) 2.3540.46 6.7471.03 4.64741.28"
Fdphh,, GmHgh)  3505.004327.00 1822.674256.33  2538.00-£700.60 *
CI(ml*min—1 "m—2) 78.82 +6.74 64.78 43.29 65.41+4.91
%, P<<0.05vs CG group
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