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Expression of interleukin-1 mRNA and protein during myocardial ischemia reperfusion
and effect of NAC on the injury

SI Liang-yi, CHEN Yumrzhen (Depatment of Gerontobgy, Southwest Hospital, Third Military Medi cal University, Chongging 400038, China)

Abstract: Objective To explore the effects of expression of intedeukin- 1(II-1) mRNA and protein on myocarndial ischemia reperfusion injury
(TIRD and investigate the influence of N-acetyl-I+cysteine(NAC)on ischemia reperfusion injury. Methods A total of 116 rais were divided into 3
groups: ischemia repeffusion (IR) group, IRIH NAC group and sham group. NAC was injected 160 mg/ kg 10 mi after ischemia. The animals were
observed 1h afterischemiaand 1, 3 6, 12 and 24 h after IR. The expression of II-1 mRNA was evaluated with the method of in situ hybridizition
and the protein level was measured with immunohistochemistry. Myocardial malonialdehevde(MDA), supemwxides dismutase(SOD), ATPase and my-
ocardial irfarction area were determined too. Results Afier IR, the expression of II-1 mRNA and pmtein were increased significantly, the mRNA
reached its peak 3 h after IR and the protein at 6 h after IR, Myocardial ATPase and SOD were decreased while MDA increased significantly, and the
myocardial infarct area became to increase. No correlation was observed between expression of 1L 1 and myocardial irfarction area but the close cor-
relation were observed between the expression of II-1 and MDA, SOD and ATPase. NAC ameliorated all about these changes. Conclusion The
myocardial expression of IL-1 mRNA and protein are increased significantly during myocardial ischemia reperfusion. These expression and myocardial
infarction area can be attenuated by NAC.
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Fig1 Increased expression of IL-1 mRNA in cardiomyocytes
3 h after IR (ISH X< 400)
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Fig 2 Obviously increased expression of IL-1 protein in
cardiomyocytes 3 h after IR (S-P X 400)
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Nursing care for vitiligo patients with suction blister autologous epidermal grafting
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