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(FZE) B NERH4E=ZE  XTAMERABEXT R (AIA) ARRX T BRAM A M EKE T B HE 5 1
(TAK1) Rkt o KRB At X RNEEXF R (RAOTHS FHANA ., Ak 40 R SDARMILI v ZE a4 HAL FA
Moeh (MTX) %4 B 4t 41,5 41 10 2, % Fueund K 4% #(FCA)# ¥ H  b 4 41 F Dl 4 ok B4 0 0 MR = 2 % MTX
AT 035 mekg AEH MIX EERT , 2458 AAFTURAAREEEEE s RARBENA R, LHYEE
3KR1IARMEARKRE RINAER,H At x K58 HIATIF 25 K F B4 % % %A M TNF-o, Al Western Blot 42 3l TAK1 |
NF-kB & ki, LhERGLRAA KRB XH B BB LA S P TNF-o, 8 E %88 N TAKL, & i NF-xB % & A F &
R ExaabkR  EAAARGCRERN KL ZE ERBKNE X ¥ REEWE A7 P<0.01), 8 EH RN TNF-a &
EFAm REAMN TAKl 2 BB F A5 AN NF-kB £ B ZF A5 (P<0.01); 5 H A 4 thdr, d 44 K R B3 k&
Be B OBE B ORK BE B % % 48 BB IR (P<0.05) , B 4 4 TNF-o K T A2 & 41 38 49 fi 9 TAKL NF-kB % % % & (P<
0.05), 4518 w4 AIA KRR Z B X mE NS AR K, LT HAF T8 5 0$) X5 #E a0 A TAKL sy &34 R &
NF-kB % — %k 5 5@ B & X,
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Effects of Electroacupuncture on TAK1 Expression in Articular Synovial Cell of
Rats with Adjuvant-Induced Arthritis
LIU Li', QI Fang’, LI Yanling’, Al Kun®*, CAI Xiong, LI Xin’>, ZHANG Hong
(1.The First Affiliated Hospital of Hunan University of Chinese Medicine, Changsha, Hunan 410007, China; 2.Hunan
University of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Objective To observe the effect of electroacupuncture on Zusanli, Guanyuan acupoints on expression of
Transforming growth factor—Bactivation of Protein kinase (TAK1) in articular synovial cell of rats with adjuvant—induced arthri-
tis (AIA), and explore the possible intervention mechanisms of electroacupuncture. Methods 40 SD rats were randomly divided
into blank group, model group, Methotrexate (MTX) group, the electroacupuncture group, 10 rats in each group. The A-
IA model was made according to the Fueund’s complete adjuvant (FCA) method. The electroapuncture group rats were given
electroacupuncture at Zusanli and Guanyuan point for 20 minutes everyday, 3 weeks in all. The MTX group rats were treated
with MTX suspension at the dosage of 0.35 mg/kg twice a week since the injection day, 3 weeks in total. The weight, paw
volume and arthritis scores of rats were measured every 3 days. The TNF-o was detected by using radioimmunoassay. The
expressions of TAKI, NF-kB in ankle synovial cell of rats were detected by Western Blot. The TNF-a, TAKI, NF-kB of
each group were compared after intervention. Results Compared with the normal group, the body weight growth
in model group was slow, the feet swelling was significantly severe, arthritis scores increased significantly (P<0.01) and the

TNF-a significantly increased, TAK1 in synovial cell significantly increased, NF-kB expression significantly increased faster
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(P<0.01). Compared with the model group, the body weight in electropuncture group increased faster, the feet swelling was

slighter, and arthritis scores got lower (P<0.05), the TNF-a ,TAK1 and NF-kB expression in synovial cells were lower (P<

0.05). Conclusion Electroacupuncture on Zusanli, Guanyuan of AIA rats is effective, its intervention mechanism may be related

to inhibiting the expression of TAKI in synovial cells, then beneficial regulating on NF-kB the inflammatory signaling path-

ways.

(Keywords) TAK1; NF-«B; electroacupuncture; adjuvant induce arthritis; Zusanli acupoint; Guanyuan acupoint
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1.54 TNF-a TAK1 A6 AE K1 B s
1 (transforming growth factor—f activation of pro-
tein kinase, TAK1) NF—«B Il >R FH i 5 5 58 32
K TNF-o, F Western Blot £ TAKI .NF-«B
HFRIE, 5 22 RASE K BRUBCER OC  2 1) 18 A 4
241 [ FWestern Blot #:0, 5 F . (1) EZEAE
BB HUA 2L A CER 3R5 , 213K B0 5 78 B,
A NER VL€, B0 J5 5 B, A Suspension
Buffer JLVE MG B 11, R AF T-20 C; (2) AW
JEEAGH I - AR A it B T T3 B BCA AR, 7o /iR
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dn L, T R R R A A TR 2 B 20 g
(4) I8 25 R BLRE 5 3] 96 FLAR B RE 5L FL b, n T
T BERRAE S VAR 20 L (5) #&FLANA 200 ulL
BCA TAEW,37 CHLE 30 min; (6)il5E A562, HRIE
PR ZI T B B, (7)Western—blotting; FEIK ,
BERE INadt TAK1 —3t(1:300), il A NF-KB —$i (1:
200), 8 4 Cit &, A WL 2EHL S bric — P (1:40
000) L =EHL AR IE =P (1:50 000)#FH 2 h,iELEE
I ECL W 5%, WA g, 7ERR TR LA — b H 1Y
HHAHN NS EA B, H Image J M /4K & R
BANREE S BTk H B R B (AR A
W2 B-actin K BEAEVE A5
1.6 Geil=#hb B

FEA BT o M8 SPSS 17.0 &b ¥R, T

Bds s " R HUE BT R AT IR 254 N0y 25 55 1
Ko, 75 1L A& o A HJ5 2257 WA LSD = SNK %,
F ZAFFH Tamhane's T2 5{ Dunnett's T3 ¥ ; AT
B RS 70 1 TORER HIRR ARG 55

2 R

2.1 HAKRBRAETTR R BEAR OCT R 48 H0T 4
R

HEBE S 3 RIFMG , BRI MTX 41 A 44
7 SN [] 8 S 22 P A B R D) AR R
DIREHUL 05 5 A R RAA BT i R BEA T W &
FEBOT I3 LA LI 1, S5 R (DR iS85
M5 12,15,18,21 R KRR &, Feitaird
R 25 (4] BT MTX 2H K R0 1A I ot
AL (P<0.01) s AT AL PR BT 7RSS 21 d &2
5 MTX 21 (P<0.05) (AnE A) . (2) /2 AR i A
JE A 9 RIFIR, BRI BAE IS A AR R Y
JE RS LT i A5 A PR, A ALK RS 12,15,
18 1 21 KA 2 A BRI 2 55040 (7« BRI 40 K fRL A2
Ik S P B R S Ay = A R R R L B
PE2E 5 (P<0.01) , HUET 4 K BRI i 72 B AR T 25 T4
5 MTX A 48115 L (P<0.05) , i #4241 55 458 75 4]
L, b ik B2 A g it 27 B L (P<0.05) s B FL AT IR
IT AT RO AR DG B K M 22 ik 9 i 1 K (AN &1 B)
(3) L RAG B o AR A e AT 4 B9 6T RIS
¥ 578 AR 522 55 (P<0.01) T AR OC T
RAGHOU I BAC TR (P<0.05) , 7E— 4 £
TRITIR T 805 KRR NG 50 S LI 1,
2.2 AHH R BB ICT W BT B A 4 TNF—o, ¥
4 HfL N TAKT, fE#% N NF-«B K

bR A DU S s« (1) AN 20 R BRBR OG T rh i
R 2L TNF-o S 2 55 T 25 141 (P<0.01) , 1] FL 4T
AW B ZUrh TNF—o IR TR (P<0.05);(2)
BRI W A ey TAKT S EHE S TS A4 (P<
0.01), HEF 2 TAK1 JRBH & & F 25 141 (P<0.01) , fij
T REALZ (P<0.05) 5 (3) B A 2H K Bl I M 40 i A A%
N NF-kB ik i % T 25 (41 (P<0.01) , 1 L& 41
KEL NF-kB B IR T 25 F14 (P<0.05) , (AR T AL
RIZH (P<0.05), ZEF L% 1,
2.3 TNF-a 5 TAK1 NF-«B B A M50 by

¥ 45 A FE A TAK] TNF-a NF—«B {& | SPSS
AR AT A AT, AR LRSS . (1)TAKL 5
TNF (¥ 411 5643 M v, P<0.01,R {E} 0.938; (2)TAK1
5 NF-kB A0 ¢ 3 Hr 45 £ 4 P<0.01,R & 0.933;



e 52 F A AP<0.05, AAP<0.01; 574 L 442 A P<0.05,
A AP<001,

(3) 1M TNF 5 NF-«kB 2 [8] ) FH 56 P 20 B 45 R P<
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T g =R AR NF-«B {5 i % A

5 RAE TS AE AN 3G 5 5 08 T AT ORI SE R R
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G5, S o R e A2 AR DG IR
(TRAF),TRAF i# i 5 TAK1 VA J2 TAKI 454 & H
2(TAB2) M1 TAB3 M #H B A/EH , 306 TAKT, 85 % 1k
WO IKKB, 5165 19 TKK fe 208 1B iR Ak B
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