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[ABSTRACT] Ain
cardial reparation in rats
of high dose of ISO m rats

control group was set

stucture and function were assessed by echocardiography on day 14 and 28 of experinent

areas were sin ilar between expermental group and treated group

Nuclear Factor-KB;

Then treated group was mjected PDTC 100 mg/( kg d) for 26 days
bgic changes NF-KBp65 activation capillary density and myofbroblast accumulation were nvestigated

Isoprenalng Rats M yocardial Ischem ic In-

To study the effects of nhbition of NF-KB in the early phase aftermyocardial ischem ia onmyo-
M ethods Themyocardial ischem ic injury models were established by hypodem ic injection

Surviving rats were randan ly divided mto expermental group and treated group m eamwhile

M yocard ial pathan orpho-
Then cardiac
Results Cardiac necrotic
PDTC mhibited the activation of myocardial NF-KB,

delayed the replacem ent of the dam aged m yocardium w ith granulation tissue significantly depressed capillary density in the

border area of necrosis and decreased myofibroblast accumulation in the zone of necrosis The ratio of ventricu lar aneurysm

fom ation I treated group was higher than experimental group

were worse than that m experm ental group

Conclusion

On day 28 the left ventricular functions i treated group
Inhbition of NF-KB nn the early phase after experm ental

myocardial ischem ic njury in ratsmay be adverse to myocardial reparation and may aggravate heart failure
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