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Progress in Animal Experiments of Electroacupuncture
Treatment of Spinal Cord Injury
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ABSTRACT: Objective To summarize the progress of animal experiments on the mechanism of electroacupuncture for
spinal cord injury. Methods The literature about experimental research of simple electroacupuncture for spinal cord injury
animal models has been searched out from CNKI, VIP, Wanfang, PubMed, and Web of Science in the past 5 years. It is
summed up according to the literature. Results Through 23 related literature, it has found that the mechanism of
electroacupuncture in the treatment of SCI mainly inhibits inflammation, improves microcirculation, promotes the secretion
of nutritional factors, and inhibits cell apoptosis. Conclusion Electroacupuncture can block the consequential of secondary
damage of SCI from multiple pathological mechanisms, but further research is needed.
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X 20200 R Allen's fEdii: AR BH 1K, Ik 28d UGN S RGPS Car R IRES i3
ML 2020 R Allen's ik WA FRH 13k 6 B H S KU AT A VRN Z 5 SR 1 ik LiB'e
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S 51 R A RETREE S INE TS o calpain R 25
BT Caspase-3 ik , Caspase-3 /K X2t cal-
pain {1V, I BE 1E 85 2 1 A 500 54 4 L
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S LiE Caspase Jii 3l K+ 41 Caspase -8 ,Cas—
pase—9 25, 5 FL IR S, 4K 1) 56 Caspase—3 TIRE,
1AL HY Caspase—3 2 AU RIS, A T AN AT 00 &
JRN, Ji 2 WU 4 Tl D n e A 1 I S A B i
(ATZ) #hF R (SAL) A L] Caspase-3 L™, i
A W5 K IR Caspase-3 SAIMAET- X R %], v il
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e =B RS BT %K Caspase—3 23k 12, [A] i} i
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334 HFAKETHEE  Rho/Rock {57l
FAET ARG, 558 il 45 10 D) RE WO o 28 240 i
POE R FAAAE B VIR o Rho/Rock YR BE G 23
FENRE AR BB AL h B, AR | Al 222 K
Palbfio A5 oR SCLJE 7 d W 7R I BT K BT S A2
T I T 240 L 60 20 2 5 J5 4 L v #RAG I 21 Rho {553
574, UL Rho {5525 B AT $E40 15 LA BRAY
AN 77 T A 455 B ST IR G A o 2 200 i A 1 S A
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RAME JEBH O SRR 2 = B AT LT Rho/Rock

{553 I, 27T XS B 0 ) B NOGO B H Az 1k
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B R ROCK 11 5k, W 104 B F RhoA Al
MLC & &2, fEdE 2 D Re ik o,

2 AL (1 (MAPK) 5 5 A5
ERK . JNK .p38MAPK %3 [ , 5% M 21| 48 5E S I 4 i
PR b2 AR Rt i PRV E AR SN ™, ERK 38
% T B FR A S R B 28 LA A, 1 B 1
e FE R S 250, INK S —F I 43 45005 1L 25 1 %
fitf, XFRA c~Jun EIEAR GG, 75 c-Jun 455, =
5K AT AT BB S A R
HBERR L c—Jun EIEAGIEG (p-c-Jun) MHRER
A8 InE A 3 5 A AR, p38MAPK 5 R B L
() SR AE 3K | 20 B TP R 40 B 08 T 45 A O, RE i g
LR S ABH R . HUET ROHE A T7XH] 194 Raf/Ras/
ERK {553 [ 9381, FEAIK p—c—Jun A FRIK, T 48
LR T Al 2 sh D) BE Kl 2T B &

Wnt/B—catenin {553 % /2 4 1 1 2870 Y 2 K]
T . Wnt AR MESEAREG, S 5FHMAE
TE R RA KT o B—catenin J&HICHELH RS 43 , B%
WerE B, AT LIRS B AN AAZ , S Sk AR AR i
SR IL R SRR AR (R R R 2 A oAk, I
] R IR B A AL oA BRI AT REY 3 Wit/
B—catenin i [ F K , L VA0 1) b 2200004k, 0
B BE 7 )5 M2 TT R PR S B,

4 EEFIEIEE

B4 1) Sh WA TR e ST R (R UE SIE 06 T 1 Atk
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