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JAK-STAT Cell Signaling Pathways Adjusting by Gualou
Xiebai Banxia Decoction Preconditioning in Myocardial
Ischemia Reperfusion Injury

DUAN Xue-tao, JIN Hong-bin, YI Ya-qiao, ZHANG Bing-tian"
( Hunan University of Traditional Chinese Medicine, Changsha 410007 , China)

[ Abstract] Objective; To explore JAK-STAT cell signaling pathways adjusting by Gualou Xiebai Banxia
decoction precinditioning in myocardial ischemia reperfusion injury. Method: Sixty male SD rats were randomly
divided into blank control (A) group, ischemia /reperfusion (B) group (I/R), ischemia preconditioning ( C)
group (IPC), GXBD pretreatment (D) group, AG490 processing (E) groups, there were 8 rats in each group.
Ligation of the left anterior descending coronary artery for 30 minutes and 90 minutes reperfusion was performed, to
make myocardial ischemia reperfusion injury, A, B, group were were given physiological saline, group D and E
were treated with 4. 95 g-kg ™' doses of GXBD and 2 mg-kg ™' dose of AG490. before 1 h of modelling. The serum
adenosine (Ado) and gentle shock peptide ( BK) level were measured, myocardial infarction area and JAK2,
STAT3 protein expression of the myocardial tissue were detected. Result: The serum Ado and BK level in the model
group and AG490 group were significantly decreased (P <0.05) , myocardial infarction area expanded significantly
(P<0.01), JAK2, STAT3 protein expression significantly reduced (P <0.05) ; GXBD group and the IPC group
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could make Ado, BK, JAK2, STAT3 level significantly increased (P <0.05), myocardial infarction area reduced
significantly (P <0.01). Conclusion: GXBD can raise the protein expressionof JAK2, STAT3, Adoand BK level

and reduce myocardial infarction area to protect ischemia-reperfusion myocardial injury.
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