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Effect of Hedyotis Diffusa on Proliferation and Apoptosis of

Nasopharyngeal Carcinoma CNE-2 Cells in vitro

FANG Peng,ZOU Tian,JIANG Xiao-xiao
(The PLA 117 Hospital ,Hangzhou 310013, China)

Abstract ; [ Purpose ] To investigate the anti-proliferation and apoptosis effects of Hedyotis diffusa
in nasopharyngeal carcinoma CNE-2 cells in vitro and the mechanisms. [ Methods ] The inhibition
effect was detected by MTT method. Apoptosis was detected by Annexin-V-FITC/PI and Hoechst.
Bel-2,Survivin, Bax and Caspase-3 expressions were detected by Western blot assay. [ Results ]
The growth of CNE-2 cells was inhibited by Hedyotis diffusa in a time and dose manner(P<0.05).
Cell apoptosis was induced significantly by 8ml/L. Hedyotis diffusa compare to the controls (P<
0.05). The Bcl-2 and Survivin proteins’ expressions were decreased,and the Bax and Caspase-3
proteins’ expressions were increased by 8ml/L. Hedyotis diffusa. [Conclusion] Hedyotis diffusa
might inhibit proliferation and induce apoptosis of CNE-2 cells in a time and dose manner,and
the mechanism may be related to decreasing the levels of Bel-2 and Survivin proteins and in-
creasing the levels of Bax and caspase-3 proteins.
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Figure 2 Apoptosis rates of CNE-2 induced by
by Hedyotis diffusa
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The cells in control group were morphologically normal ,and the nuclei were regularly shaped and evenly stained. The cells in Hedyotis dif-
fusa group showed typical morphological changes of apoptosis,including nuclear shrinkage ,DNA condensation and chromatin fragmentation.

Figure 4 Apoptosis of CNE-2 induced by Hedyotis diffusa
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Western blot analysis showed that the level of Bel-2,Survivin proteins decreased and the level of Bax and caspase-3 pro-
teins increased in Hedyotis diffusa group compare to those in the control group.

Figure 5 Bcl-2,Survivin,Bax and Caspase-3 expressions in CNE-2 cells of two groups
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