5 17 45 3 34 hE B IR MR AR SR 2 S Vol. 17 No. 3
2011 46 H Chinese Journal of Otorhinolaryngology — Skull Base Surgery Jun. 2011
- Kemh s -
—I-IT . e E S
AR EEXT A 2 WH = 4 fg CNE2 $E3H .
s 3 =24
I T % B EA 9 25 i
Mes  hE7,EZHRE
(FEEAXFES—MEER TR0k k55, % dT  530021)
M OE: BB IR EE (curcumol ) 7E & b X A S W JE CNE2 40 i 39 5 | 08 T K 0 5

Wi, g e PR IR T G WA R R A BIS K e o TT ik

Rl v BE AR B MR BT A L 95 CNE2 46 i S

FHMTT 3 e 3 40 i ARG I A [R] B (8] 6 b 88 200 0 CNE2 f9 3 58 R = R A 0 A o R AR
W AE PR 1 T S A0 o e W e CNE 2 20 M B0 38 0, EL 52 9k B2 ML IRE ()R P (P < 0. 05) 5 AN ) ¥k 2 4
48 h Jim 40 M UA T R R A RE B I Ok, OF G A0 M R W B EE T G /M . Rig 3ROR B RE W] B 4 o
LW CNE2 2 i 36 58, 5 5 L0 T, REOKE 20 MO BHL A T G,/ MO JBT, 5 A 9 7 (9 0 I R A5 1 .

X B W IR EE B WE ;I T 401 A

& 4 % 2 . R739.63 XEEARIRAED ;A X = 4 S 1007 -1520(2011)03 -0171 - 04

Effect of curcumol on proliferation , apoptosis and cell
cycle of nasopharyngeal carcinoma CNE?2 cells

HE Jin - nian , YAO Dong - fang , LI Jie - en
( Department of Otorhinolaryngology - Head and Neck Surgery , the First Affiliated Hospital of Guangxi Medical Uni-
versity , Nanning 530021 , China )

Abstract : Objective  To study the effect of curcumol on proliferation , apoptosis and cell cycle of
nasopharyngeal carcinoma ( NPC ) cell line CNE2 in vitro and to investigate the feasibility of curcumol for the
treatment of NPC. Methods  Nasopharyngeal carcinoma CNE2 cells were treaded with curcumol of different
concentrations . The cell proliferation inhibition rates , apoptosis ratios and cell cycle status at different time - points
were detected with MTT and flow cytometry. Results The CNE2 proliferation was inhibited in dose - dependent
and time - dependent manners after treated by curcumol. 48 h after treatment , the apoptosis ratios showed increasing
trends with the increased concentration of curcumol and CNE2 cells showed G,/ M phase blockage with a dose -
Conclusion

dependent way . By inhibiting the proliferation of nasopharyngeal carcinoma CNE2 cells in vitro ,

inducing cell apoptosis and preventing the cell cycle in G, /M phase, curcumol has an anti-tumor potential .
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