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Exper mental Study on Apoptosisand Apo-1 Expression

of Buccal Carchana Cell (BCC) Induced by Ciplathn
Jiang Hongbin, L ieo Xiaoyi, L i Pong
College of Stanatology, W est China U niversity of M edical Sciences
Abstract
Objective To study apoptotic characteristics and expression of apoptosismolecule Apo-1 (Fas CDss) on buccal carcinona
cell (BCC) induced by cytotoxic drug ciplatin and exploit the gpoptotic mechanisn s of oral cancer chemothergpy. M ethods
Human BCC lineBcaCD 885w asused as in vitro study object M orphological featuresof gpoptoticBCC induced by ciplatinw ere
observed by use of lightmicrosopy and electronm icrosopy, mearw hile, apoptotic rates (AR) were analysed by the flow
There existed time

cytometry. Rewults  Condensation and crack of nucleusand gooptotic bodies appeared in gooptoticBCC;
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and dosage dependent AR, and AR w ere repectively 5. 4%, 7.4%, 9.4%, 20.3% and 22. 6% after BCC had been acted by 15
ug/Mm ciplatin for 2, 6, 12 and 24 hours, moreover, therew as significantly difference (P< 0.01) anong the 12-hour group, the
24-hour group and the control group;  Cell cycle of BCC w as apparently arrested at Go/G1 by ciplatin (P< 0.05);  Apo-1
expression of BCC w ere enhanced 58% and 62% regectively after itw as induced by 25 ug/m| ciplatin for 18 and 42 hours (P<
0.05). Conclusion: Apoptosismay be an mportant mechanisn of BCC Kkilled by ciglatin, and Apo-1may play a role in the
processof gpoptosis induced by chenotherapy drugs

Key words  buccal carcinoma cell gooptosis ciglatin gooptoticmolecule
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