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Protective effects of N-acetyl-L-cysteine on hypothermic ischemia-reperfused

isolated immature rabbit hearts

CHEN Bai-cheng, XIAO Ying-bin, CHEN Lin, ZHONG Qian-jin, WANG Xue-feng, 1IU Yu-tuan (Depattment of Cardiovascular
Surgery, Xinqgiao Hospital, Third Military Medical University, Chongqing 400037, China)

Abstract; Objective To evaluate the protective effects of St. Thomas cardioplegia supplemented
with 4 mmol/ L N-acetyl-L-¢ysteine (NAC, NAC group) on the hypothemic ischemia-reperfused imma-
ture hearts compared with those of St. Thomas cardioplegia (ST group). Methods The Langendorff-
Neeley isolated perfused working rabbit model was employed. Cardiac sarcoplasmic reticulums (SR) were
isolated from the ischemia-reperfusion myocardium. Then the content of total sulfhydiyl (TSH ), nonpro-
tein sulthydiyl (NPSH), malmdialdehyde (MDA ) and the activity of Ca’ " -ATPase were measured. Re-
suts  MThe cardiac function during reperfusion was improved significantly in NAC group (P<Z0.01).
@Compared with the ST group, the SR, TSH, NPSH contents remained in a higher level in the NAC
group (P<_0.05), while the MDA content was lower in NAC group (P<<0.01). DSt. Thomas cardio-
plegia supplemented with NAC attenuated the inhibitive activity of the SR Ca?' -ATPase during ischemia-
reperfusion (P<0.01). Conclusion St. Thomas cardioplegia supplemented with NAC impwves the
myocardial protective effects on the ischemia-reperfused immature myocardium. The mechanism might be
that NAC can maintain the reduced thiol pool in the immature myocardium, enhance the anti-oxidative
capacity and attenuate the inhibition of SR Ca’' -ATPase.
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Tab 2 Comparison of the sulfhydryl contents and Ca® - ATPase activities between the two groups(x )

Preischemia ST group (n=18) NAC group (n=8)
(n=8) Postischmia Reperfusion 60 min Postischmia Reperfusion 60 min
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