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[RE] BN -TRBEHE=ZBECTIONHNERFTBARFRGEPERBNHN. 5. TESKEHE
ZHHEGOEO111 : B4 IBEM(LPS)5 mg/kg H & K BT IR, SBEH I F R % 70 M Wistar X
RaK:-OBRFRMA.QLPS A .@H4IBITA QX EN B GEYN A . ORISR 4 .©a7 T I WA,
@7 THENEHESA7A.BH 108, AONOTHEGYH WA ENLS T HONDHB L B8k
ESHMAE N 2K o7 FHHEKH o RIFEEH E (a - bungarotoxin,a - BGT, 1 pg/kg) ; HO . O MO EFEE
MEOMWTRERNE, RBIKIES o -BGT FHAFHEZERIT. KB ARESHNNAE =R 1.5h, 8
K 2mA,2~100Hz, THESHABEEE 2h LFESHA KR RWFHASEMBERFEEF-«(TNF -OFEMMFER
AMBEEABALDES ER A4 LB ERERKES AT EIFIENKEFEL TNF -« S EMMmME
ALT EHAR P H<0.05);BMMEAEHEREKEREN T TRESERBREBRES E=
B ERER. S0 HMENRERTEERMEZERERANFRGEFERNIENS.
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Study on the protective effect and mechanism of electroacupuncturing at Zusanli point (2 =2) on endotoxin
induced hepatic injury in rats  HU Sen™, SONG Qi?, WANG Hai-bin®, LU Yi*, YU Yong®, WANG Lei?,
ZHOU Guo-yong™, SHI Xian®s SHENG Zhi-yong™. la. Laboratory of Shock and Multiple Organ Dysfunc-
tions Burns Institute; 1b. Department of Lamboratory Medicine, First Hospital Affiliated to General Hospital
of PLA, Beijing 100037, China; 2. Department of Acupuncture and Moxibustion of General Hospital of PLA,
Beijing 100853, China

[Abstract) Objective: To investigate the protective effect and mechanism of electroacupuncturing (EA)
at Zusanli (8 =8, ST36) on endotoxin induced hepatic injury in rats. Methods: Seventy male Wistar rats
were randomly divided into seven groups (each n=10): Dsham control, @lipopolysaccharide (LPS) alone,
@®LPS+EA, @LPS + vagotomy, & LPS + vagotomy + EA, ® LPS + « - bungarotoxin (a« - BGT) and
@LPS+a-BGT 4+ EA. All animals except those in sham control were injected Gram - negative bacteria
O111 : B4 LPS 5 mg/kg into the caudal vein to produce hepatic injury. Zusanli point (ST36) were electro —
acupunctured with constant voltage (2-100 Hz, 2 mA for 1.5 hours) immediately in group @,® and @ after
LPS challenge. Bilateral cervical vagotomy was performed in rats in group @and ®. « -BGT (1 pg/kg), an
antagonist of cholinergic N receptor a7 subunit was injected into vena caudalis for animals in group ® and
@ after LPS injection. All animals were sacrificed at 2 hours after LPS injection. The content of tumor
necrosis factor —a (TNF - @) in liver tissue and the activity of alanine aminotransferase (ALT) in plasma were
detected. Results: LPS injection resulted in significant increase of TNF - « in liver tissue and ALT in plasma.
EA at Zusanli point obviously lowered the increase of TNF - a and ALT (both P<C0.05), and alleviated
hepatic insult at 2 hours after LPS challenge. Injection of a - BGT or vagotomy could weaken or eliminate the
effects of EA. Conclusion: It is suggested that cholinergic anti - inflammatory pathway be one of the main
mechanisms of hepatic protective effect of EA at ST 36.
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1.1 HYERHESSASC  NERAFE LR
0111 + B4 f§ Z ¥ (LPS,Sigma) ; IHBLBE N 324k a7
WEMFERNNAE o -RIFE R (e -BGT), HH
Wistar KR (FEEZB2EHYTE P OELED
70 R RE(220£20) g, LRATENM R E 1 AR
B 12h Z&, AHKK. RENWRFREESY S
H:OBFARLA.QLPS 4.@H 4187 (LPS+EA)
HOREMHZTB KRTDA. KT +EA 4,
®o-BGTH .@e~-BGT+EA 4 7 4,84 10 H,
wEE LS A BRI ARG EE, TRBAESE
BRRETHIT RAOH  HKEHARXRHTES
Bk 4 LPS 5 mg/kg, ¥ K B a M F#4. @R
HOJYEHERS B R 3N HRE L EZME BT
1R (30 mg/kg) , R B XU B AR EMHET
BELRC, HARBER 6 h BEKES LPS,H
DB ME R EMHE T AOMAOH Y HEE
Bk iEST o ~BGT 1 pg/kg; AT AE M TR BN
TEHEE BB REXT RIS DELT
295 mm A EH 7 mm®™, & G B H AN (E =
HANS,LH202H) # 22 RI# 1.5 h, FIFGRE 2 mA,
2~100 Hz, #li#f5 2 h B KK F 30 bk i 3 4L FE .
1.2 BlEEETE:OF2L8 2 #{X(H L,
HITACHI 71704 Wi % ALT &t . @B 100 mg
FFALZ,0m 0.9 ml A EEh K FHUKIBSIHK,1 500X g
B .0 30 min J§ B b ¥ W, SR FH S B S A KB R
(ELISA) Kl TNF -o &8, AN EBFHEIIHIE
ZAYHEERAR, EBERHN (R DYNEX,
Spectra MR MRW) k£ F 450 nm 4b i3k, F4
AOREASRUERAZSIHEZREE KA E&Y
THABREY LEARLERU 1 mg BEER
HAPH TNF -« SEER.

1.3 St 497 A SPSS12. 0 8440 38 ¥4, it
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