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Effect of Hydrogen on ischemia/reperfusion-induced cardiocyte apoptosis in diabetic rats”
Wei Ran' ,Lin Gaoxiang® ,Ma Fei fei' , Tan Yongxing®®
(1. Graduate Student of Guilin Medical University ,Guilin 541004 ,China;
2. Department of Anesthesiology A f filiated Hospital ,Guilin Medical University ,Guilin 541001 ,China)

Abstract : Objective

related proteins expression in diabetic rats. Methods

To study the effect of Hydrogen on ischemia/reperfusion(I/R)-induced cardiocyte apoptosis and apoptosis
Diabetes mellitus was induced by intraperitoneal injection of streptozotocin
(ST2Z) ,then feed 4 weeks before build ischemia/reperfusion model. 60 SD male rats, weight during 300-350 g, were randomly divid-
ed to six groups: non-diabetic sham-operated group (NS), non-diabetic I/R group (NI/R), non-diabetic hydrogen treated group
(NH) ,diabetic sham-operated group(DS) ,diabetic I/R group(DI/R)and diabetic hydrogen treated group(DH) ,each group has 10
rats. The cardiac muscle I/R model was made by 30 min occlusion of the left anterior descending coronary artery and 2 h reperfu-
sion. The rats in Hydrogen group were treated with 5 ml./kg hydrogen by intraperitoneal administration at the beginning of reper-
fusion. The apoptosis index(Al) was calculated by TUNEL. The positive expressions of Bcl-2, Bax, Caspase-3 in cardiomyocytes
were respectively detected by immunohistochemistry. Results The apoptotic rates of cardiomyocytes and the positive expressions of
Bel-2,Bax,Caspase-3 were significantly increased (P<C0. 01), Compared with I/R group, the apoptotic rates of cardiomyocytes in
hydrogen treatment group were obviously decreased(P<C0. 01) ,and the positive expressions of Bel-2 were increased (P<Z0. 01) , at
the same time, the positive expressions of Bax,Caspase-3 were decreased(P<0. 01). Conclusion Hydrogen inject by intraperitoneal
method on myocardial ischemia-reperfusion injury of diabetic rats has a protective effect;Its mechanism may be related to its inhibi-
ting myocardial apoptosis by advanced the Bel-2 protein expression and reduced the Bax,Caspase-3 protein expression.
Key words: hydrogen;diabetes; myocardium;ischemia-reperfusion
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