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IGF-1 and PKC expressions in left ventricular remodeling in rats after myocardial

infarction

YUAN Xiao-mei, MA Kang-hua ( Department of Cardiology, The First Affiliated Hospital, Chongqing University of Medical Sciences,
Chongging 400016, China)

Abstract; Objective To explore the expressions of cardiac protein kinase G (PKC) , IGF-1 (insulin-like

growth factor 1) and the effect of drugs in the process of left ventricular remodeling (LVRM). Methods SD

rats were randomly divided into four groups: sham operation group, infracted group, Captopril group and Val-

sartan group. Except for sham operation group, left anterior descending coronary artery was ligated in all rats of

the other lllrﬂ* groups and the intragastric administration of solvent, 100 mg « kg ™'+ d ™' Captopril and 20 mg

|
+ kg '« d ' Valsartan was done on day 3 after operation for 8 weeks, then LVRM was evaluated by pathologic

analysis. Expression changes of cardiac AgT R, PKC, and IGF-1 were detected by immunchistochemistry and
computer image analysis. IGF-1 mRNA expression was analyzed by RT-PCR. Results LVW, LVWI and the
expressions of AgT R, PKC, IGF-1 mRNA and proteins were significantly enhanced (£ <0.05 or 0.01) in in-

farcted group as compared with those in sham operation group. In Captopril group and Valsartan group, LVW,

LVWI and the expressions of AgT R, PKC, IGF-1 mRNA and proteins were remarkably decreased as compared

with those in infracted group (P <0.05 or 0.01). Conclusion 1GF-1 and PKC play a key role in left ventric-

ular remodeling in rats after myocardial infarction. Captopril and Valsartan may be reversed.
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