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Effects of NEP1-40 on GAP-43 and RhoA expression in rats of cerebral ischemic-

reperfusion model

Z0U Jia, LI Chang-qing ( Department of Neurology, Second Affiliated Hospital, Chongqing Medical University, Chongqing 400010,
China)

Abstract. Objective To study the effects of NEP1-40 on axon regeneration, motor function recovery of
affected limbs and RhoA signal pathway in cerebral ischemia-reperfusion rats for exploring the possible mecha-
nisms. Methods A total of 60 adult male Sprague-Dawley (SD) rats were equally divided into sham operation
group (sham group) , cerebral ischemia-reperfusion control group (control group) , intra-lateral ventricle injec-
tion of PBS group ( PBS group) , and intra-lateral ventricle injection of NEP1-40 group ( NEP140 group). The
middle cerebral artery ischemia-reperfusion model (MCAIL/R) was established by nylon monofilament occlusion
method in rats. The changes in growth associated protein-43 ( GAP-43) and RhoA expressions were determined
by Western blotting technique. The motor function of affected limbs was tested by the “staircase test” of Mon-
toya’s design. Results (1) The expression of GAP-43 in NEP1-40 group was higher than that in the control
and the PBS groups at 7 d and 14 d after MCAL/R, peaking at 7 d; ) The expression of RhoA in NEP1-40
group was significantly lower than that in the control and the PBS groups at each time point; ) The results of
“staircase test” in NEP1-40 group were much higher than those in the control group and the PBS groups at each
time point after MCAI/R. Conclusion NEP1-40 can improve axon regeneration in cerebral ischemia-reperfu-
sion rats and promote the recovery of motor function. The mechanism may be associated with the inhibition of
RhoA signal pathway.
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(P >0.05) ; AR J5 45 Bif AH 5 A0 AN 2 3 5 NEP1-40 4 K U 22 Hip
FRCATURBC A o W 408 55 3 G e ot XoF 8 200 0400 M 2 3 5 PBS 41( P <
0.05) ,HAETRTFARH(P<0.05), WL,

®1 BAARTRRBESLBRIIBELLE (n=5,5%5)

415 A1 d ARJE74d AJri 14 d AJi2ld
BFEARHA  69.40£1.67 69.00+1.58 69.40«1.14  69.80 +0.84
X A2 69.00+1.58  17.20£1.93% 19.60 +1.14% 24.20 +0.842
PBS 41 69.60£2.27  17.20£2.39% 19.20 +1.10° 24.00 0.71°

NEP140 4] 70.25+1.71  21.80 +1.30%P 27.80 +2.782)¢ 40.60 = 1. 142b¢

a: P<0.05, 5/F Rk4; b: P<0.05, 55 BALLE; ¢ P<
0.05,%5 PBS 4a1bi
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NEP140 20 R BIEERARIS 7 d #1 14 d JRiZH4 GAP43 H Y
R 457 v ik e %o HRZE R i 2 3 S PBS A, IR JE 7 d
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215 ARE7d AR5 14 d ARfE 21 d
BFALH 0.86 +0.02 0.85 +0.02 0.85 +0.02
X 2 2.15 +0.03* 1.24 +£0.022 0.86 +0.02
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B Bl , 2k 17 5 | Rl 2% A K HE (neurite growth cone) fY
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