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[(FEE] HMY WS E X Rk R 58 K BRLI2 8l g% 22 v Aor FIAT AT J&) B2 200 2 9 1 [ 7 Nogo-A J2 Hi3Z 14 NgR
M RZIR BRI AT VR ISR R . ik B 36 HUSAE SD R R, 43 0 IE H O IRA] AR T FE 4H AL (A 12 H)
FEL A RS 7R 21 432 BR 2t J5 1Y Longa 14 J7 15 iV i b sl Bk PR 2845 R . 1F 8% 2 A PR LA AT AT I8 9, H A 2 7 s A
DIE5 | RIFFTHENRYT . 3 HIEEAS 1 d A 14 d #4728 3075 & AL (MEP) K30, 14 d BFE4T HE Y481 Nissl 4L (5
MER K BRI 1 SO 3 AR Ak, , o 21 A UL 8 F1 Western blot K51l Nogo-A Fll NgR FEMNZHZI N RIL, 858 14 d B, 4
20 MEP N1 3% A4k 307 (15. 38 + 1. 58 ) ms I N2 J% 7R 107 (33. 60 +£3. 58 ) ms oA AIZH N1 P 7R 409 (21. 28 £4.00) ms
N2 UK (41,78 £3.07 ) ms BB U754 (P <0.01) ;HE L 55 5L 7R, 1 2 il 20 R 70 2 A5 B IX 338 ) ot 22 40
L9 72 A B S 2 s Niss]l Jefa 25 B 7R AT 2 Y Nissl /NAE H BB R4 18 22 | T Jie %) ot 2 4400 JL PN R DR Nissl /& 53
A 5 TR ARAS I 45 5 B R , B4R ALY Nogo-A Fll NgR 9 # iR AR R 41 B i/ (P <0.05,P <0.01) ; Western blot kil 45
IR, AT Nogo-A 5 11(22.45 £0.95) % il NgR & [7(26.76 = 1. 14) % B 20 [ Nogo-A 2 [1(43.75 £6.21)% ,
NgR £ (54.50 £5.00) % | B B8/ (P <0.01) . 858  HLEFRERH 0l SV A A0 K BRI #ih 22 4% Sl B, MO AR AR X
LRI, 15 /D Nogo-A Fll NgR FEMKZA I IR  fEiE i & D BEER AR K &
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Effect of electroacupuncture on motor evoked potential and expression of Nogo-A

and its receptor NgR in rats with focal cerebral ischemia

Wu Fang, Gong Biao, Li Xuezhi, Huang Siqin, Wang Li, Fang Yi, Li Feng, Lu Kai (College of Traditional Chinese Medi-
cine, Chongqing Medical University, Chongging, 401331, China)

[ Abstract | Objective  To observe the effect of electroacupuncture ( EA) on motor evoked potential
(MEP) and expression of Nogo-A and Nogo receptor (NgR) in brain tissues of rats with focal cerebral ischemia,
and to investigate the mechanism of EA in treatment of focal cerebral ischemia. Methods  Thirty-six adult SD
rats were divided into a normal group, a model group and an EA group. Rat models of middle cerebral artery
occlusion were successfully established by improved Longa procedures in the model group and EA group. The
rats of the normal group and model group were not given any treatment, while those of the EA group were given
EA treatment on the 1st day after operation for 14 d. The latency of MEP was examined on the 1st day and 14th
day after operation. HE staining and Nissl staining were used to observe the pathological changes of brain
tissues, and immunohistochemistry and Western blotting were used to detect the expression of Nogo-A and NgR
on the 14th day after operation. Results  After 14 d, the latency of MEP N1 waves [ (15.38 +1.58) ms]
and N2 waves [ (33.60 £3.58)ms | in the EA group was significantly shorter than that [ N1 waves (21.28 +
4.0)ms and N2 waves (41.78 +3.07)ms ] in the model group ( P <0.01). There was significant difference in
brain pathology between the model group and EA group. Immunohistochemical staining and Western blotting
results indicated that the expression levels of Nogo-A and NgR in the EA group were significantly lower than
those in the model group (P <0.05, P <0.01). Conclusion EA is an effective method to improve the
neural pathways and cerebral histopathological status, decrease the expression of Nogo-A and NgR, and promote
the recovery from neurological deficits after focal cerebral ischemia.
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43

a:P<0.01, 5 E%4kE; b.P<0.01, 5EA ki
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A EF 4B A ;C. B4t
E1 BEAKRWAKEEREFTH (HE x200)

(B]

A BB A4 C 4t
B2 HAKXKRMALREE Nissl #ETH ( x200)

(A)

(B

A EF 4B A ;C. B4t
3 REACRNZSAXRMALEE Nogo-A FyFiE  (S-P x200)



5535 5 3 40 o= FE B OR %
J Thid Mil Med Univ

201342 A 15 H

Vol. 35, No. 3
Feb. 15 2013 231

(B]

A EF 4B A4 ;C w4t
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2 MHHETKRNELSEZ Nogo-A R EZ 4 NgR
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ERE &
55485 70 21 [ Nogo-A & [ (43.75 +6.21)% , NgR & [
(54.50 £5.00) % ] #HHE , HLEF2H Nogo-A F51H(22.45 +£0.95) %
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