2294 FRESF 201158 A% 410 5% 23 8

BEINE A B FAS 2R E A549/CDDP 4 AT

B HEA YR
(1. TR EF R FRERIRAT, S AT 524023;2. P K Sk EmFR AA, K% 410008)

B E:BH WA wFinE ATSA RS T 5 FAS o9 Rk A3 A MR & I 44 29 Btk AS49/CDDP 28 168 = . 48 7+
TSA # % A549/CDDP % fe 8 = &9 T4t ML) . 3%  Hoechst 33258 & % 3 & W& 40 e 8 =, i X 40 I AL 0 40 6 8 = F= 40 6L J3)
BT AL, ) B R 2 A FAS &k, B G Pk FAS, ¥ A B X AR 8K 8 S(caspase-8) R iL T, R  TSA iF %
A549/CDDP s 8 = A X m AUt 8 = % & 3. 900 # 38 £ 21. 70, procaspase-8 # it & , FAS £ & 2 3% JE Fo B 8] 4R #i 2 b
B, ik TSA#F AS49/CDDP e AT S5 T X AT REMX,

XBER: W FIE A;mBRA T FAS; FRRABR R ARRKRE G5 8

doi:10. 3969/j. issn. 1671-8348. 2011. 23. 003 X#kFRiIRAD: A NXERS:1671-8348(2011)23-2294-03

TSA prompts A549/CDDP cell apoptosis by activating FAS-pathway
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Abstract ; Objective

of TSA-induced A549/CDDP cell apoptosis. Methods

tometry. The changes of Caspases-8 and FAS in A549/CDDP cells were detected with Western blotting and indirect immunofluores-

To investigate the effect of trichostatin A(TSA)on FAS-dependent pathway for studying the mechanism
Cell apoptosis was analyzed by Hoechst 33258 fluorescence dye and flow cy-
cence assay. Results After treatment with TSA, A549/CDDP cells showed typical apoptotic morphological character. Using flow
cytometry, the apoptotic percentage increased from 3. 9% to 21.7%. The level of FAS increased and the hydrolysis of procaspase-8

increased in a time and dose-dependent manner. Conclusion TSA-induced apoptosis may be associated with death receptors path-

way.
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