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[Abstract] Objective
tive effect of C1 inhibitor (C1INH) on ischemic myocardium. Methods
duced by occluding the left anterior descending coronary artery for 30 min and reperfusion for 3 h or 72 h. C1 inhibi-

To explore the expression of C3 in ischemic reperfused myocardium and the protec-

Rat heart ischemia/reperfusion injury was in-

tor or NaCl was administrated intravenously 5 min before surgery. The rats were divided into three groups, the false
surgery group, the NaCl group and the C1INH group, each with 5 cases. The effect of C1INH on cardiac function and
infarct size was measured, and the expression of C3 in ischemic myocardium was detected by immunohistochemistry
and western blot. Results 3 h and 72 h after reperfusion, the NaCl group and the C1INH group had worsened cardiac
function and increased infarct size, as well as increased expression of C3, compared with the false surgery group. 72 h
after reperfusion, the CIINH group had significantly improved cardiac function and significantly reduced infarct size
[(36.2840.99)% vs (50.58+0.24)%], compared with the NaCl group (P<0.05), as well as suppressed expression of C3.
Conclusion C1INH protects against I/R-induced myocardial injury via inhibition of C3 protein expression in isch-
emic myocardium.
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