£ 000 http://www.cqvip.com|

— 156 — EXEMKFFR 2004 £5 29 %58 2 1§ (Journal of Chongging Medical University 2004. Vol. 29 No. 2)

XEHE 0253 —3626(2004)02 — 0156 — 03

S PR LG M 4 Al A S HE R IR REAY S e DL

F AR, ARAES, AR A2

(1. EREMNK¥E GRS EIM,EK 40001052, ERER KF¥IEFEFEEENEL.ER  400016)

(& F] 8¢ ARRIFEHBHHEET/ BRI MM A SHF R0 (CMXR) BRI 5 & . WE R R M I
U BB R ALY B FRRUR AR IR A A R Y 5 B R 42 50 7 i F A Th A 7 mRNA ik, #2.(1)B
B FEERMABAAS T RREAA(P<0.01): Q) FMBHIEH X E R EMRN FHHFR N (3) B HBRHEYA
BHEMAKEFER CD4" T 4188F ED2" M®, H 1L -4 IL— 5 1 IL— 10mRNA PP 85 F IFN— ymRNA 4P
<0.01), #i#:CMXR SHEMBHEAHF RN FERRER , HF S EHEREERIL BAHBREBH AL CD4* T 41
ED2"M® Bid ¥, H Th? 4iMiThaERE . KR E/ ) RIFEBHBEET R P CMXR M FRE RS YHE R

(X8 RA] FFBA AN T HEF R ARET
[(FEBBSHZSHES] R392.4;R6227.9

[ @k#RiIRES] A [WmBHA] 2003 - 0901

Immunological mechanism of the cellular mediated xenograft

rejection in the rat free fetal bowel to mouse transplantation
ZHOU Hongwet , et al
(Department of General Surgery , the Second College of Clinical Medicine , Chongqing Medical University)

[ Abstract] Objective : To observe immunological mechanism of CMXR in the rat free fetal bowel transplant to mouse. Methods : Two
groups were established including allogroup and xenogroup. Pathological changes of grafts in each group were examined. Expression of
TH type cytokines mRNA and phenotypes of infiltrating cells intragraft were detected by in situ hybridization histochemistry and im-
munochistochemistry methods respectively. Results : (1)Survival rates of allogroup transplants were higher than those of xenogroup( P
<0.01).(2)Rejection of xenografts in this model is CMXR. (3) The main infiltrating cells were CD4* T cells and ED2* M® in
xenografts. Expression of mRNA for Th2 type cytokines: [L—4,IL—5,and IL — 10 was higher than that for Thl type cytokine IFN
— 7 in xenografts. (P<0.01) Conclusion : These results suggest that: (1)CMXR is much stronger than allograft rejection, in which
CD4 " T cells and ED2* M® are the major infiltrating cells and the Th2 type cytokines are higher in xenografts that those of in allo-
grafts. (2) The model of rat free fetal bowel to mouse transplantation is able to study on CMXR and is easy to operate.
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