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Role of C-Jun N-terminal kinases singnaling pathway in dexmedetomidine
preconditioning in reducing myocardial ischemia-reperfusion

injury in isolated rat hearts”
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[Abstract] Objective To investigate the action mechanism of C-Jun N-terminal kinases (JNK) singnal-
ing pathway in dexmedetomidine (DEX) preconditioning-induced reduction of myocardial ischemia-reperfusion
injury (MIRD) in the isolated rat hearts. Methods The rats were divided into the control group (N) ,ischemia-
reperfusion group (I/R), dexmedetomidine preconditioning group (D), JNK singnaling pathway inhibitor
SP600125 group (SP) and dexmedetomidine+ SP600125 group (D-+ SP). The changes of heart rate (HR),
maximum rate of increase of left ventricular pressure (+ dp/dtmax), left ventricular developed pressure
(LVDP),left ventricular end-diastolic pressure (LVEDP) ,myocardial infarction size and myocardial cell apop-
tosis rate (AD) were recorded in each group. The ultrastructural changes of myocardium were observed by e-
lectron microscopy. The expressions of GRP78,JNK and p-JNK proteins were detected by Western blot. Re-
sults Compared with the group N, HR, LVDP and #+ dp/dtmax in the other groups were decreased, while
LLVEDP, myocardial infarct size, A1, GRP78,p-JNK and p-JNK/JNK proteins expressions were increased (P <
0.05). Compared with the group I/R, HR, LVDP and 4 dp/dtmax in the group D,SP and D+ SP were in-
creased, LVEDP, myocardial infarct size, AI, GRP78, p-JNK and p-JNK/JNK proteins expressions were de-
creased (P <C0. 05). The ultrastructures of cardiomyocytes under the electronic microscope in the group N
were integrity,which in the group I/R were severely damaged,and which in the group D,SP and D+ SP had
little damage. Conclusion Dexmedetomidine preconditioning attenuates MIRI by inhibiting JNK signaling

pathway,reducing excessive endoplasmic reticulum stress and its mediated apoptosis.
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