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BHERHFFEE LC3/mTOR BEREREAXRKSENEEFRGHPHER

£ .k R, ETM.E E.R A.RBES.TF R OK
(LB REESFRWEERBERZAFA, EiE 201318)

@ E:HM it LC3/mTOR AMBR AL AR THERA RS FREIHRGPHOERAFEL. A
R OH50 RRAFAEE Wistar X &AM K R 8 o F 2 R4 (MCAO) B R AL A < R4 AR 28 F b &
#(RAPAYZL 3-MA 41 ZEFTHASTH., RAERTF R LLERTH2ANEEZETMEL.IMAFZERTHF,
# Longa i 5 AR B BEATAV B Ab LT8R it A A kA dfe HE 6K EHRGHE L RN S ELE S
PCR(RT-PCR) #= & & %, J& ¥7 if 7 ( Western blot) # #l mTOR, LC3, Beclin-1, ATG5, SQSTM1/p62 #=
Caspase-3 mRNA fe @ i k2, &R LAEAEMIL,RAPA 41 .3-MA 208 AST %4 Longa 4 2 Z KiK. /&2
RBBRVORFRY EZFALTFEL(P<0.05, FERFTHE7E. KK Longa o k. @R &K
VL ERA G EL(P<0.05), 54A a4k, AST 22 mTOR, p62 #= Caspase-3 mRNA # & & F KT 2
Z %1%, LC3 #= Beclin-l mRNA fe R @ R KFREFHA G ZFA LT FEN(P<0.05, Fit FHEFTH T
A HE ST A% R R MCAO,LC3/mTOR g i@ 3% £ sbid 27 X B E 269 4F A,
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The effect of LC3/mTOR autophagy pathway regulating astragaloside in
cerebral ischemia reperfusion injury in rats”
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(Department of Neurology ,Zhoupu Hospital A f filiated to Shanghai Health Medical
College,Shanghai 201318 ,China)

Abstract: Objective To investigate the role of .LC3 / mTOR autophagy pathway in the regulation of as-
tragaloside in cerebral ischemia-reperfusion injury in rats. Methods Fifty adult male Wistar rats were used to
establish a model of middle cerebral artery occlusion (MCAQ) in rats. The rats were randomly divided into
control group,model group,rapamycin group,3-MA group,Astragaloside A (AST) group. The gavage method
was used to perfuse rapamycin,3-MA and astragaloside respectively before modeling. LLonga score was used to
evaluate neurological deficit. Infarct volume and HE staining were used to evaluate brain injury. Real-time PCR
and Western blot were used to detect mTOR,LC3,Beclin-1,ATG5,SQSTM1/p62 and Caspase-3 mRNA And
protein expression. Results Compared with the model group,the Longa score of RAPA group,3-MA group
and AST group decreased significantly and infarct area (%) decreased significantly (P<C0.05). Astragaloside
treatment,the Longa score the lowest,infarct size (%) least,the difference was statistically significant (P<C
0.05). The mRNA and protein levels of mTOR, p62 and Caspase-3 in AST group were significantly lower than
those in model group,while the contents of LC3 and Beclin-1 mRNA and protein were significantly increased
in AST group (P<C0.05). Conclusion Astragaloside can effectively treat and relieve cerebral ischemia-reper-
fusion injury in rats,and LC3/mTOR autophagy pathway plays an important role in this process.
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