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[Abstract] Objective To investigate the effect of hydrogen sulfide (H,;S or NaHS) on myo-
cardial ischemia reperfusion injury induced in type 2 diabetic rats in vivo and the role of AMP-
activated protein kinase (AMPK) signal pathway. Methods The induced type 2 diabetic rat models
were anesthetized, left thoracotomy were performed. All the models were randomly divided into six
groups (n=14): group Sham; group IR: the left anterior descending artery was ligated 30 min,
reperfused for 4 hours; group CC: prior to thoracotomy, compound ¢ was intraperitoneally injected
250 pg/kg, then received the same treatment as group IR; group DMSO received the same treatment
as compound ¢ group but DMSO was injected intraperitoneally as control; group NaHS.: the left ante-
rior descending artery was injected NaHS 0. 05 mg/kg then reperfused for 4 hours; group CC —+
NaHS: prior to thoracotomy, compound ¢ was intraperitoneally injected 250 pg/kg, then NaHS 0. 05
mg/kg injected intravenously and reperfused 4 hours. All the rat models euthanatized, infarcted area
was detected by TTC assay. The AMPK, LC3 and p62 were analyzed by Western blot. Results Com-
pared with group Sham. the infarcted area and concentration of AMPK, LC3 and p62 were increased
in other groups (P<C0. 05). Compared with group IR, the infarcted area and concentration of LL.C3,
p62 markablely decreased in group NaHS (P <C0.05). Compared with group NaHS, the infarcted
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area and concentration of LC3, p62 significantly increased but AMPK down-regulated in group CC+

NaHS (P<C0.05). Conclusion Hydrogen sulfide could alleviate myocardial infraction via AMPK sig-

nal pathway in type 2 diabetic rats’ IR models.
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