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Reseach of epithelial-mesenchymal transitions in bile duct epithelial cells of SD

rats induced by LPS
WANG Mai—jian, et ol
(Department of Hepatobiliary Surgery ,the Affiliated Hospital of Zunyi Medical College)
[ Abstract JObjective: To explore the expression and importance of epithelial marker E—cadherhin and mesenehymal marker Vimentin in
the bile duct epithelial cells induced by LPS. Methods: Epithelia of intrahepatic bile ducts of SD rats were chosen as research subjects,
and put into [PS (2 pg/ml). Immunohistochemical technique was applied to detect both the markers of epithelial E—cadherin and

mesenehymal Vimentin. Results: E—cadherin gradually reduced (P<0.05)and Vimentin acquired masculine expression after induction

(P<0.05). Conclusion: Epithelial-mesenehymal transitions happened in the bile duct epithelial cells inducted by LPS.
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#F 1 LPS % SD ARABEE LEMAE+H E-cadherin/Vimentin FiA(x+s)
= S
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Vimentin 20 14 873.197 4 + 4 195.664 9 40 591.5260 + 6 890.615 2° 53 782.236 1 +5 689.906 9°

* P<0.05 5 XF FR41HE LU AR s Fon S5 X0 R4 4%, P<0.01
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[# )8 6. 555 N- H 3 -N- T RSEHR (N-methyl-N-nitrosourea, MNU )15 5 B B35 & 22 BIMLH . %60 H SD KREEHLS
LA R . LW MNU 2 mg/iK,2 8 L WOEBIEREE P REFE L 38 4 Ko XTIRAUB M RE L A F9E0K 02 miK , B 2
1k, 4R, B9 RKMFEKER,BEEEK BB -80 CH A TR . KA GAEE LG H-Ras A MR L, RT-PCR
KB AERE C e (PLC ¢ )mRNA RYFRIE. #2954 50 2 SD KR 36 R, 4 R KRR, S E N 81.82%, XA 10 B
KEBEDEK I B ARtk . S AT LA 36 R A B 32 X H-Ras A A, X EA K RUBAHZ H H-Ras O
KB, RT-PCR, ¥ 8scae 78 Fixd AR 2 K BUBERE PLC ¢ BURIE, SER4H 36 HAUE KK PLC ¢ FATE, XTHRZH PLC ¢ RiXFAME.
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The mechanism of MNU derived rat bladder cancer
CHEN Gang,et al

(Department of Urology ,the First Affiliated Hospital , Chongging Medical University)
[ Abstract JObjective: To investigate the mechanism of N-methyl-N—nitrosourea (MNU) derived bladder cancer. Methods: 60 SD Rats
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were devided into experimental group and control group at
random.NMU was used 1o intravesical perfuse per 2 weeks at the

dose of 2 mg for 8 w in experimental group,while saline was used
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