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Mitochondrial mechanism of apoptosisinduced by resveratrol in
nasopharyngeal carcinoma cells CNE-2Z

TANG Xu-Dong*, ZHOU Ke-Yuan, HOU Gan, SHEN Xiao-Ming

(Institute of Biochemistry and Molecular Biology, Guangdong Medical College, Zhanjiang 524023,
China)

Abstract

AIM To study whether resveratrol-induced apoptosis in nasopharyngeal carcinoma cells CNE-2Z is via a mitochondrial
pathway. METHODS CNE-2Z cells were treated with 100 umol & #8226;L -1 resveratrol for O(control), 2, 4, 8, 12, and 24
h and treated with O(contral), 25, 50, 100, and 200 umol&#8226;L'l resveratrol for 8 h. The Bcl-2, Bax and cytosolic
cytochrome C protein levels were analyzed by Western blot. The mitochondrial membrane potential (A wm) was detected
by flow cytometry following rhodamine 123 fluorescence staining. The caspase-9 activity was determined by colorimetric
assay. RESULTS (D After CNE-2Z cells were treated with 100 pmol&#8226;L'l resveratrol for O(control), 2, 4, 8, 12, and
24 h, respectively, Bcl-2 protein expression and Aym were decreased, while cytosolic cytochrome C level and caspase-9
activity wereincreased in a time-dependent manner (n=3, P<0.01). But Bax protein expression had no change. All except
Bax protein expression had been altered since 2 h. The inhibition of Bcl-2 protein expression and the loss of Aym were
most obvious during 4—8 h (compared with control group P<0.01), but no significance at 24 h. Cytosolic cytochrome C
level and caspase-9 activity reached the peak at 8 h and were still much higher than those in control group at 24 h (P<0.01).
Cytosolic cytochrome C level and caspase-9 activity were about 3.0-fold and 5.4-fold of those at 0 h, respectively. @

After CNE-2Z cells were treated with O(contral), 25, 50, 100, and 200 umol&#8226;L'1 resveratrol for 8 h, respectively,
the Bcl-2 protein expression inhibition, Aym loss, cytochrome C release, and caspase-9 activity increase showed in a dose-
dependent manner (n=3, P<0.01). However, Bax protein expression was not affected. CONCL USION Resveratrol can
induce apoptosisin CNE-2Z via a mitochondria/caspase-9-specific pathway, but this may not be related to Bax.
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