HEPAESS S NZEE 20094 2 A 16 5% 2  Chin ] TCM WM Crit Care,March 2009,Vol. 16,No. 2 ¢ 79

- -
M4 R = B A H I BE 3 B v B 45 K B B R 2 B o i 2
i 3h 71 89 % R

¥ &L.1 &L,% 3L,AREL.m RLEEF'
ABEAELERSE-WRERBGHRFAESSHTRBLRE, LR 100037;
2. B EREBEE R A, AL 100853)

GEE] B UEGH4E=BERMEGARBEPEMNGEBEORAEREZ/DESHHMEN, BITHEHE
WM BSEBMY KR, ik Wistar KB 80 R, BN BERA . RGH BHTH. FLERA REHS |
VI GRYDA K F R A M ZEHEKE M BNERH, FAXT R 2h M 6 h WAL, B0 E K
A5 2. BREAREN HAKBERART 100 CHAP 15s ERET I5UBEREMB(TBSA) I FRHG. #4)
SR M 2N 4450 F R A5)5 30 min L7870 R T 2 A # 2 2 E TE Y BT HE % 2 mg/kg s B3 61 4 & 0 XU
R=H,#%1.5h,388N2mA,2~100Hz, FREGF 2h M6 h RASECEHH O RANMETM/PMERR M
HB.RANEEERSIRNETEAKRBRNGSH. 4R F#RGABADBRBORER NGRS ERBR
S35 B HFRME P B<0. 0D BérRrAE M NGE R LA ER/DEHESRG/E 2h M6 h REGHY BMm
(P #<0.01); LI M K E M B RBE M M AT EGE 2h EFBEM R BRA/NG RS RERGAREBEEEM
BB WP H<0.01);RWEAMZHENGREFABXEHDNNEHRFHEODA. Hie RHR=HABAR
BERRRGESHNGH N HNEHREORE AN TR RERBERNEERE X,

(@A) @4rRM: B=8; #t; s, LfE

4 %8 . R245;R644 X MIRIAT:A  DOI;10. 3969/j. issn. 1008 - 9691. 2009. 02. 006

Effect and mechanism of electro-acupuncture at Zusanli (2 =2 ) on gastrointestinal mucosal blood flow and
motility in rats with scald injury HU Sen* , WANG Lei, SONG Qi, ZHOU Guo-yong, SHI Xian,
SHENG Zhi-yong. * Shock and Orgun Dvslunction Laboratorys Burns Institute, First Affiliated Hospital,
General Hospital of PLA, Beijing 100037, China

[Abstract] Objective To investigate the effect of electro-acupuncture (EA) at Zusanli (R =H) on
mucosal blood flow of stomach and small intestine and small intestinal motility in rats with scald injury at early
stage and its relation with cholinergic nerve pathway. Metnods Eighty Wistar rats were divided into eight
groups : sham control, scald alone, scald +EA, non-acupoint control (stimulating the skin 0.5 cm beyond
Zusanli acupoint) , scald+atropine (an antagonist of cholinergic M receptor), scald+atropine+EA, scald+
vagotomy, and scald + vagotomy + EA (each, » =10). Each group was subdivided into two subgroups,
2 hours and 6 hours (each n=5). 35% total body surface area (TBSA) X degree of scald injury on the back of
rat was induced with boiling water (100 ‘C, 15 seconds) in all groups except the sham control. Atropine
(2 mg/kg) was injected into abdominal cavity in scald 4 atropine and scald +atropine +EA groups. Bilateral
vagus nerves were cut under the diaphragm in scald+vagotomy and scald+vagotomy+EA groups. Bilateral
Zusanli points were electro-acupunctured with a constant voltage (2 mA, 2 - 100 Hz) for 1.5 hours
approximately 30 minutes after scald. The amount of mucosal blood flow in stomach and small intestine was
determined by a laser Doppler instrument. The rats were sacrificed at 2 hours and 6 hours after scald injury
respectively. The 2% blue dextran 2000 (10 ml/kg) impelling ratio was used to measure the motility of the
small intestine. Results Scald injury could significantly decrease the intestinal impelling ratio and the amount
of mucosal blood flow compared with the sham control group (all P<C0.01). EA at Zusanli point could
obviously promote the intestinal impelling ratio and increase the amount of mucosal blood flow at 2 hours and
6 hours after scald injury (all P<C0.01). Injecting atropine or bilateral vagotomy could weaken or eliminate
the effects of EA, and further aggravate the lowering of gastrointestinal motility and the amount of mucosal
blood flow compared with scald alone group (all P<{0.01). Conclusion The results suggest that EA at
Zusanli apparently improve the intestinal motility and the amount of mucosal blood flow in scalded rats at early
stage with its mechanism possibly related to the activation of cholinergic nerve pathway.
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