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Effect of tea polyphenols on ACC-M cell Fas/Fasl expression
LI Ping,YANG ZHi-gang s WEN Guo-rong, et al.
(Af f[iliated Stomatologial Hospital of Zunyi Medical College, Zunyi 563003, China)
Abstract: Objective To observe the influence of polyphenols(TP) on the proliferation and analyze the expression of Fas/Fasl
protein of adenoid cystic carcinoma of sallV ary gland cell( ACC-M) in vitro. Methods (1) The influence of TP on the proliferation
of ACC-M was measured by MTT. (2) The expression of Fas/Fasl protein by streptavidin peroxidase method,and quantified meas-
ured by image analysis systems. Results (1) The more and longer use of TP on ACC-M, the higher restrain rate on the proliferation
of ACC-M was observed( P<C0. 05). (2) The expression of Fas increased but Fasl declined after stimulated by TP by immunocyto-

chemistry. It became distinct with the increase of TP concentration. Conclusion TP can inhibit the proliferation of ACC-M in vitro.

and the mechanism has a correlation with induction of the expression of Fas,and down-regulation of the expression of Fasl.
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