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Effect of acidic reperfusion on myocardial ischemia/reperfusion injury by

cardiopulmonary bypass in rabbits
YANG Hai—yan,et al
(Department of Anesthesiology ,the First Affiliated Hospital , Chongqing Medical University)

[ Abstract JObjective: To determine the effect of acidic reperfusion on myocardial ischemia/reperfusion injury by cardiopulmonary bypass
(CPB) and choose the optimum pH of perfusion fluid. Methods: thirty adult New Zealand white rabbits of both sexes weighing 2.5~3.0 kg
were randomly divided into 5 groups (n=6 each). In control group, CPB was executed for 180 min without aortic clamping. In the other
groups, hearts were subjected to ischemia for 40 min followed by 120 min of reperfusion, and were respectively perfused with Krebs—Henseleit
bicarbonate buffer solution at pH 7.4, 7.1, 6.9 and 6.7 in the first 2 min of referfusion. Afier 2 h reperfusion, the lactate dehydrogenase
(LDH) activity was tested with colorimetric method, cardiac troponin I (cTnl) concentration was determined with ELISA and myocardial
tissues were observed by light microscopy and transmission electron microscope. Results: In the other groups,the LDH activity and ¢Tnl
concentration were significantly increased as compared with in the control group (P <<0.05). Compared with pH 7.4 group, the LDH
activity and cTnl concentration were significantly lower in acidic reperfusion groups (P<0.05),and were lowest in pH 6.9 group. The pH
7.4 group showed the most serious injury while the pH 6.9 group showed the least damage in the acidic reperfusion groups by pathological
examination. Conclusion: Acidic reperfusion can attenuate the myocardial ischemia/reperfusion injury by CPB in rabbits and the
reperfusion of Krebs—Henseleit bicarbonate buffer solution of pH 6.9 provides best protective effect.
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The effect of ramipril on the cardiac fibrosis in the left ventricle of spontaneously

hypertensive rats through intervening the expression of TRPC3
YU Dong-meti,et al
(Department of Cardiovascular ,the First Affiliated Hospital , Chongqing Medical University )

[ Abstract JObjective: To investigate the effect of ramipril on the expression of TRPC3 in the overload induced cardiac fibrosis in the left
ventricle of spontaneously hypertensive rats (SHR). Methods: 12-week—old SHRs were divided into two groups: the placebo group
(SHRs) and the Ramipril group (Ram—SHR ), the same aged Wistar Kyoto rats(WKYs) were used as control group(WKY ).Four weeks
after drug intervention , the left ventricle mass index (LVMI),the cardiac collagen volume fraction (CVF) and the expression of TRPC3
mRNA and protein were detected. Results: The expression of TRPC3 mRNA and protein were detected in each group. Compared with the
WKYs, the LVMI, CVF) and the expression of TRPC3 mRNA and protein were significantly increased in SHRs. These data mentioned
above were decreased obviously in Ramipril group. Conclusion : Expression of TRPC3 mRNA and protein TRPC3 were found in both
SHRs and WKYs.TRPC3 could have play an important role in the development of cardiac fibrosis .Rmipril could inhibit the cardiac fibrosis
through down-regulating the expression of TRPC3 mRNA and protein.
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