DOT :10. 160167j. 1000 5404. 2001. 11. 010
23 11 Vol. 23 No. 11

1276 2001 11 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Nov. 2001

45 1000-5404(2001)11-1276-03

A, TREL kER, FRRL ABL . : 400042;
2 . 400038)
H (Tubular epithelia cell TEC) (Lipopolysaccharide, 1PS)
; LPS . T LPS ;
-a( Tumor necrosis factor @, TNF-a) . R IPS TEC , TEC
TNF-a, LPS s ;s LPS s H s LPS
TEC TNFa . d5i LIPS TEC , , TNF-a . LPS
. R322. 61; R329. 28; R996 : A

Effects of lipopolysaccharide on apotosis and prdiferation of cultured tubular epithelial cells
YAN Zhen-cheng JIA Kunrxia, ZHANG Jianrguo, HUANG Qing-yuan, ZHU Miao-zhen (Department of Nephrology, Daping Hospital Third Military
Medical University, Chongging 400042, China)

Abstract: Objective To explore the effects of lipopolysaccharide (LPS) in culture medium on the apotosis and function of cultured tubuhr epithelial cells
(TEC). Methods Purified human TECs were cultured in the medium containing IPS of different mncentration. The apotosis, pmolifera-tive ability and production of
TNF-« were determined at various stages of culture. Results LPS restrained the proliferative ability of TEC obviously and enhanced the apotosis and the production of
TNF-« in a dose-dependent manner. The percentage of apotosishad a positive correlation with the production of TNF-a by TEC. Condusion  The inhibition of TEC pro-
liferation and the enhancement of apoptosis induced by LPS might depend on TNF-&, which may be one of the mechanisms of IPS inducing tubulo-intersitial damage in
acute renal failure or acute wbub-interditial nephnitis.
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