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Abstract Objective To study the mechanism of NF — kB bing mediated by Jak2/STAT3 pathway in brain injury induced by myo-
cardial ischemia reperfusion( MIR). Methods Male Sprague — Dawley rats were randomly divided into 3 groups (n =8): Sham group,
MIR group, MIR + AG group. MIR was induced by occlusion of anterior descending branch of left coronary artery for 30min and reperfu-
sion for 120min. The rats were sacrificed after reperfusion and the brains were removed for hematoxylin — eosin H&E using a microscope.
NF — kB/p65 activity is detected by Western blot, as well as apoptosis — related protein and Jak2 ,STAT3. Results Compared with group
sham, Bax, Cytc, p —Jak2, p — STAT3, activity of NF — kB were increased, Bel —2 was decreased in group MIR (P <0.05). Com-
pared with MIR group, Bax, Cytc, p —Jak2, p — STAT3, activity of NF — kB were decreased, Bcl —2 was increased in MIR + AG group
(P <0.05). Conclusion Chances are that NF — kB is an important midst link in the mechanism of Jak2/STAT3 pathway aggravating
brain injury induced by myocardial IR.
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