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Effects of leptin pretreatment via mitochondrial pathway
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Abstract Objective

To investigate the effect and relevant mechanism of leptin pretreatment via mitochondrial
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CCL20 B CCR6 BEHFEWMMAE MEABREHAE (P <
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1 NS

1.1 {FFzhER

1.1.1 22X H —HUAILFERA CCL20 £k
Pk BB CCR6 B reEHi ik (£ H R&G A H]);
THUOAPL R/ BT RUE R G A (LR & (f3 % Da-
Ko 48] ; W FE BB S B MHAR & (b 42

signaling pathway on myocardial ischemia-reperfusion injury in SD rats. Methods

50 healthy male adult SD rats

were randomly divided into 5 groups, model group(to make ischemia-reperfusion model by suture method), sham
group ( thoracotomy without vascular ligation) , the low, medium and high dose leptin pretreatment groups (20,50,
100 pg/kg,n =10). After ischemia for 30 minutes and reperfusion for 24 hours, then to observe the pathological
changes of cardiac HE staining in rats; using ELISA to test serum interleukin-6 (IL-6) , tumor - stimulating factor-
o (TNF-a) and mitochondrial permeability transition pore { mPTP) ;to test the expression of Bcl-2 and Bax apop-
totic proteins by Western blot method. Results Compared with the model group, pathological characteristics of
sham group and leptin preconditioning groups were improved ; IL-6, TNF-a, mPTP and Bax expression was signifi-
cantly decreased (P <0.05) ; in leptin pretreatment groups, Bcl-2 expression was significantly increased, especial-
ly in high dose leptin group( P <0.05), and there was no obvious dose-dependence. Conclusion Leptin relieve
inflammation and inhibite mPTP, up-regulate the expression of Bel-2 and down — regulate the Bax, thereby protecte
cardiomyocytes and mitigate damage on MIRI.
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