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[ Abstract] Treatment of stroke with acupuncture can be traced back over thousands years in ancient
China. Clinical practice has shown that acupuncture treatment has positive effects on treating stroke. In
recent years, a variety of research with modern technologies has made major progress in elucidating the
possible mechanisms of its effects. Acupuncture research on the animal model of acute stroke has
demonstrated that treatment with electroacupuncture, scalp acupuncture and body acupuncture can improve
the brain blood supply, and regulate gene expression and protein synthesis. Acupuncture can also alleviate
inflammatory responses, reduce cell apoptosis and promote the regeneration of nerve cells after acute
stroke, contributing to improvement of the impaired neuronal function in the central nervous system.
However, different needling points or different techniques of acupuncture have different underlying
mechanisms. In this paper, we briefly review recent basic research progress in their underlying mechanisms
and provide theoretical basis for clinical treatment of acute stroke.

[ Key words] Acupuncture treatment; Acute stroke; Mechanism

X 2 K T B AR N BA R 2 IR AR
AR B R R i Al o IRARE , RZEE 40 At
A 1R P REHE PR RS 2B A A
[FIRERE SRR, 45k E 2 MG BE R DT E A T4, 4T
RNG YT XUl LR 90 20 K T 47 i, SE BT, B
RG] ASE 1 KU S8 B 1 K A, s J

PR B, 210002 T 50 IX I A0 A B B T PG IR 45 A R

EZ T A B0 (1974- ) 14, FIREIG, BFFE 5 0 . o RUG
B PG BE 45 A I69T . E-mail ; 2tml2000@ 126. com

IR . SEHE (1959 ), W+, 2 S0, FATEE N, #i,
WFFET5 1] . H 7Y B2 45 5 16 IR 5 25 il F 5% . E-mail: njzy _ caihui @
163. com

ZUIREERAN AR RV 2 X B RNG TY A
EHLHBEAT T IR ABIETE , AR SCRE X U441 )R I
A R XU B B BIE S ISR A — [ BT, Ay i PR 9
P

1 R RIEST P XE

FLBR TR AT bl DL I A AR W v ) Bl
T AR PO ) — B i, e 7 AT A R Al B 255
HLA I, B 2 T4 2 W T 4%, H W 0 T 5286 %
WFFE BT LR,
1.1 BERRYT AT ASGE N LA , e 2F 4858 A=
FLERYR YT AT LA o 3 1 20 M IR A 3 0 R AR



FRERTEEZ 2015 4F 12 J 45 8 4255 12 81 Global Traditional Chinese Medicine, December 2015, Vol. 8, No. 12 1537

LA BEL Ty, A a2 LA T A S5 T T A I ke ot DX 11
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T, GEHEART DL R SR e A ke
R EURERY R FE T E] 30 3, B 6 i 100 P TE 24
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HAEAR BRI | 10045 45 4 R PR R , R
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TR B 1 PE TR Y cPLA, 7K A 20 i A I 1 9%
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SR JH T A B 5 R R Sk B B A o
SRR S 12 /NI R B Z I ZT cPLA, 1
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DR S PP oI TR AL Ud B Sk IR T AT LA il
54755 MMP-O B2 3K, & H4E 0ok A i 7 Jile , 2 o
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-6 AN FR-12 SR T, 3 — 20 0 i 2
SURG5, Rk AE B S R B
23R KRBT RIS 6 /hiE (1 R 2 K3 R \T
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K
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2 M 8] &G Bft 73 T (intercellular cell adhesion
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G ST AL Ao 25 240 B | TR ¢ Jo 4 M 1 7B PN B A
JEAE M M I A A B, PR 2L ICAM-1 3R
ik A AN T A Ak SR A S B A P 2E
Uk T MG, IoE— DA v RAE B K A= M
&, AR MG 05 0 K A o A0 i 2R A R
J 0 ) R A 6k B ot AR e i AR T A R O
T ICAM-1, AR 45 2 A o A 11 ol R RS 7Y ) R
IR B RN 25 7 M 5258 LB BT 0 5 O Bl A
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JGRIT 1 REA] PR 9 K BU A ICAM-1 YR X,
FERPIAYT AT AR R 105 200 2R B D
LR B RAE R, [FIRE AR 552 W9 & B,
AT DA R 0 BRI P NF-kB p65 8 1Y Rk,
Ot S 100 & RE SN I S 4 P R4
2.3 Sk ARERRYTT AT LA T KUS R gE T

JRE J3 U5 1 A 28 A K R F (glial cell line-derived
neurotrophic factor, GDNF ) J&—FP R 8 1) #2275 3% A
¥,GDNF #] Ll i £5 41 N-HT 2-D-K & & R (N-
metlyl-D-aspartic acied receptor, NMDA ) 475 %) 41 ifd
BEAEHT, 10/ R R VA 22 U8 T F 40 ML T 78
Zoein B S 5 T R I AR, bFGF /i 4
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LT i K i S P 0 i 2 1 AR S B T, T B
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FRETIRE ; W) F & 036 77 7T LA B 5 9 A0 < B Y
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ERK) J& 22 24 J7 7% 46 & H 3% B ( mitogen activated
protein kinase, MAPK) B Z %% 51 Z — , ERK 7E41 3
ARG TE oA B A R R HE E SR AT ERK R] g
MR 2B IR N T ERIN TS ZRE S
15, it A PR AR S Caspase-3 HUFRIL (et
FALN AR A 2 A Z 80, 2 5P R AR
(g A B R, A AR SR B K i o
Bl ZERC R R B, B3R 3k 7 OK Ve R | 2 X
IR, B2k 4 7 AR5 R JH RT-PCR Jy i Al Bl ok
AN Fi 2= DX 40 B A 5 98 55 B (extracellular
signal regulated kinases, ERK) f2& R RN IFN, & I
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AR, BRI 4R B4 U8 ERKT mRNA | ERK2
mRNA FKIREAEARY L B I BEAIG, 156 W3 41 il T g B A
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R OR B 5 XA 22 T 452 7 , £ 2 K Bk 22 T RE AR
R AR . 3 FE 20 B A% BT ( proliferating cell
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TR e o P T L AR R, PCNA 22 5 7 i ke 1 J5 ol
XA DNA 5t B9 18 S 2, 7T LUSE I DNA 3543
MBS . BAESR A5 ) AR e T i I 55 4RI oh X
9 P~ D00, A5 i R 1B T R BB AR, IR 5G|
N BT TR LA AR G BT 3 3 R, Wi
A PCNA IR OL . S5 R M, BHAIGR YT vl LLAE
HERMIG PCNA 193235 , 15 W B0 T LA 32 200 i 14
SHAN DNA B, T eA 5 1 22 T RE

3 ZERRE
BERRAYT AU B A 56 9 A 1 rp A
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