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The Influence of Acupuncture Combined Hypothermia on p-Rafl and p—-ERK1/2 in
Cerebral Ischemia Reperfusion Injury Rats
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(Abstract] Objective To observe acupuncture combined hypothermia therapy on cerebral ischemia reperfusion rats nerve
function defect scale, cell apoptosis, and the effect of p—Rafl and p-ERK1/2. Methods Reference Zeal.onga line tied to copy
the MCA ischemia model (MCAO) and modified, 50 SD rats were randomly divided into blank group,
control group, model group, acupuncture group, acupuncture combined hypothermia group, 10 rats in each group. After 72 h
treatment, the nerve function defect scale was observed, apoptosis cells were detected by TUNEL method, ERK1 Raf-1/2
protein expression level in rats brain tissue ischemia side phosphorylation were detected with Western Blot method. Results
After building, the model group rats nerve function defect scale increases, the apoptotic cells increased, p—Rafl and p—ERKI1/2
protein expression level increased obviously, compared with the blank group and control group, the difference was statistically
significant (P<0.05 or P<0.01). After treatment, the treatment group of nerve function defect grade and phosphorylation, apoptosis
cells, p—Rafl and p-ERK1/2 protein expression levels were significantly lower than that in model group, the difference was
statistically ~significant (P <0.01). Compared with acupuncture group, acupuncture combined hypothermia group neural
function defect scale, p—Rafl and p—-ERKI1/2 protein expression levels were declined, the difference was statistically significant
(P<0.05 or P<001). Conclusion The acupuncture and acupuncture combined hypothermia could improve nerve function defect,
regulate p—Rafl and reduce the apoptosis, have protection effecton brain, and the combined group showed more stronger effect.
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BFARH 10 0(0) 0(0)
et 10 2(0)2a# 2(0)58
Bl 10 1(1)20% 1(0)20%8
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0.01 5% P<0.05), WL 3,

&3 STRIBXS TARIE XS Rk M 5 i K RER ML D H R

BEERK Raf-1 ERK-1/2 BARIAKEHIEN  (vss,n=3)

Wil p—Rafl/B-actin  p-ERK1/B-actin  p-Erk2/B-actin
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kinase , ERK ) i % AH 5¢ 25 FH B9 22220 1 ERK 38 %
(TR R A R T ERK Gl A A 2200 4R
b8 S (mitogen
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