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Effects of angiotensin II and benazepril on connexind0 remodeling in rat atrium

SHAO Peng, ZHANG Wei-ze, CHEN Yong-qing, MA Ling, ZHANG Ming-xu ( Department of Cardiology, Lanzhou General

Hospital of PLA, Lanzhou Military Command, Lanzhou 730050, China)

Abstract; Objective

connexin (Cx) 40 remodeling in atrium of suprarenal abdominal aorta ligated rats. Methods

To observe the effects of angiotensin [[ ( Ang Il ) and benazepril on gap junction
Thirty male
Wistar rats were randomly assigned to three groups; control group (C), abdominal aorta ligated group (A),
abdominal aorta ligated rats treated with benazepril (B). Eight weeks later, Ang Ilin plasma and cardiac tis-
sues was determined by RIA. The distribution of Cx40 was determined by immunohistochemistry and the levels
of Cx40 in atrium were semi-quantitatively analyzed. Results The Ang Il levels in plasma and myocardium in
aroup A were higher than those of group C (P <0.01), but those in group B showed no more changes than
group C (P >0.05). The levels of Cx40 in group A declined and the side to side distribution pattern in-
creased. Cx40 levels in group B were significantly higher than group A (P <0.01), and its inhomogeneity of
Cx40 distribution decreased. Conclusion The increase of Ang [l level can induce the redistribution and pro-
tein expression reduction of Cx40 in atrium. Through lowering Ang Il levels, benazepril can attenuate Cx40 re-
modeling effectively.
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