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Empirical study on ursolic acid inducing apoptosis in human

nasopharyngeal carcinoma cell line CNE-2Z
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[ Abstract] Objective:To investigate the mechanism of ursolic acid inducing the apoptosis of human nasopharyngeal carcinoma
cell line CNE-2Z. Methods:CNE-2Z were treated by ursolic acid with different concentration. Cell proliferation was determined
by MTT assay. Cell cycle and apoptosis rate were analysed by flow cytometry (FCM). The expressions of bax,bcl-2 and cox-2
were assessed by SP method of immunocytochemistry, while the expression of caspase 3 by Western blot. Results:Ursolic acid
inhibited the proliferation of CNE-2Z cells and induced the apoptosis in dosage and time dependent manner. FCM showed that
the cell population reduced in S phase and cell cycle was arrested in GG, phase. Immunocytochemistry showed that the
expression of bax was up-regulated in the apoptosis,while the expression of bcl-2 and cox-2 down-regulated. Western blot
showed that the expression of caspase 3 was strengthened. Conclusion:Ursolic acid can induce apoptosis of CNE-2Z in vitro.
Its molecular mechanism probably is through promoting activation of caspase3,up—regulating the expression of bax, and
down-regulating the expressions of bel-2 and cox-2.
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N B 40 fakk CNE-2Z R4 L 8is a0 bk , B T i
FOEAEYARAF, BRI HAFEE Sigma A7 =5, B
5 x 10° w mol/L, BT 20CAR-E, Im P RT#RY% . RPMI 1640
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¥F,10 x 20 {5 T S EFREHLIE S0 40, B E (AoR 55
SRHANER - XEGC 0L, REB 1 5,586 25,158
43 43, #e/A5 HSCORE=3 Pi(i+1)(1=0,1,2,3;Pi #£R1F4
i M LL)) I 400 HSCORE 1843
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B A 30.56 u mol/L,31.94 p. mol/L. F1 33.06 . mol/L,
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BB R R AR (%) (%)
(p mol/L) GJ/G, ¥ G/ M i
Xt B 65.20 £ 2.02 24.08 +2.03 10.72 £1.27 0.13 £ 0.07
10 67.73 £ 2.23 21.37 + 1.65° 9.90 + 0.82 0.22 +0.03
20 69.96 + 2.42" 20.29 + 1.42" 9.75+0.79 0.30 £ 0.08"
30 75.19 £ 3.05 15.96 + 1.26" 8.85 + 0.80° 1.81 £0.37"
40 85.69 + 3.62 7.26 +0.98" 7.05 £0.72" 5.45 + 0.48
50 88.23 + 4.09 4.80 0.62" 6.97 £ 0.71° 7.01 x 0.65
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F*2 HERBIERE CNE-2Z ¥ bel-2,bax # cox-2 BI85
fE B Bi(pwmoll) bax bel-2 cox—2
oy 1.220+£0.115 2.561+0.145 2751+ 0.175
10 1.520 £ 0.157" 2.234 1+ 0.135" 2.424 £ 0.125"
20 1.786 + 0.183" 2.054 +0.187" 2.146 + 0.148"
30 2.123 +0.208" 1.782 £ 0.148" 1.951 +0.185"
40 2.521+0.238" 1.356 + 0.158" 1.589 +0.147"
50 2.756 + 0.254" 1.256 +0.116" 1.354 £ 0.151"
SR XA L b: P<001,
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