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Effect of Curcumin on Proliferation and Apoptosis of Human Nasopharyngeal Carcinoma
CNE-2Z Cells

FAN De-sheng' , ZHEN Lei*, SUN Ning®
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cine s Shanghai 200021 ,China; 2. College of Medicine, Tongji University; 3. Department of Patholo-
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Abstract: Objective To study the effects of Curcumin on proliferation and apoptosis of human nasopha-
ryngeal carcinoma cell CNE-2Z and its possible mechanism. Methods After treatment with Curcumin at
various concentrations, the proliferative inhibition of CNE-2Z was observed by MTT assay. The cell cy-
cle influence and cell apoptosis rate were detected by flow cytometry. The expression of Bel-2 and Bax
were detected by Western blot. Results Curcumin could inhibit the proliferation of human nasopharyn-
geal carcinoma cells CNE-2Z at a time and dose dependent pattern. The cells were blocked at G,/M and S
phases. When treated with Curcumin for 24h, the percentage of cell apoptosis was increased. Bcl-2 was
down-regulated whereas Bax was up-regulated. Conclusion Curcumin could inhibit the proliferation of
CNE-2Z and induce cell apoptosis.
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Figure 1 Inhibition rates of Curcumin on CNE-2Z cells
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Table 1 Effect of Curcumin on the cell cycle
of CNE-2Z cells( %,z 5)

Concentration

(mol/L) G, /G, G,/M S
0 66. 10 £0. 90 18.10£1.10  15.80%0.19
10 65.20%1.45 3.2010.30" 31.40%+1.75"
20 39.70+0.35° 37.60%1.297 22,30%0,95"
40 57.20£2, 00" 23.50+0.54" 19.60%1,39"

Note: " -P<() 01

2.3 FWEN CNE-2Z 40 JA T 5

PR BE I L B 22 5 R W FE AR L PR TR
T, 40 pmol /T #k B, 41 B SE TR L
B3 S 8 T A ARl AN [T B ) 22 R
VERIT CNE-2Z 4 i A= i i 123822 A G2
B WA 2,
k2 EHZEEMA 24 hE CNE2Z ABAATR(0,2£5)

Table 2 The apoptosis rate of CNE-2Z cells
after treated with Curcumin for 24 h( %,z £ s5)

Concentration(ymol/L) n Apoptosis
0 3 1. 793 £0. 256
10 3 15.826 £ 0. 310"
20 3 25.256 %0, 994"
40 3 22,570+0.551°

Note: " ; P<0. 05
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Figure 2 Expression of related proteins treated for 24 h with Curcumin
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