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Apoptosis of salivary adenoid cystic carcinoma cells induced by TNF-« and paclitaxel

DONG Qing', YANG Yuan-bo®, WANG Lin', WU Wen-hui', BAI Yu-hong', LIANG Yong-qgiang' (' Department of Stoma-
tology, North China Coal Medical College, *Tangshan Workers Hospital, Tangshan 063000, China)

Abstract; Objective To explore the apoptosis mechanism of salivary adenoid cystic carcinoma cells
(SACC-83) induced by recombinant human tumor necrosis factor-o{ thTNF-o0) and paclitaxel. Methods The
SACC-83 cells were treated with thTNF-a alone, paclitaxel alone, or combination at different doses for 72 h.
Primary cultured neonatal mice spleen fibroblast cells (1929 cells) served as control. The inhibitory ratio of
cell proliferation was detected by MTT. The percentage of apoptotic cells and cell cycle distribution were detec-
ted by flow cytometry. The cell morphological change of apoptosis was observed. Results  The inhibition ratio
of cell proliferation was significant higher single drugs groups than in either single drug groups ( P <0.05). The

inhibitory ratio of cell proliferation of every group of 1929 cell was significant lower than that of SACC-83 cell

(P <0.05). Conclusion
optosis in SACC-83 cells.

TNF-a is synergetic with paclitaxel in inhibiting cell proliferation and inducing ap-
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