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BN ; (2) RRIVRBEERMAEF 24 .48 7172 h 5, CNE3 Ik IECa™* S BB H b A, BINA B R BN
gt ERRBEERST CNE3 HHUAT; CNES FHIA [EC™ & RMARNELERKES CNE3 AL+
EIEEHA.

[x@2iFA) ERK:; CNE3HRR; @Hs; 4EAS

[FESES] R79.63 [XMIRIAG] A [XERKRS] 1674 -3806(2010)09 —0805 ~03

doi:10. 3969/j. issn. 1674 - 3806. 2010.09. 01

Effects of mangiferin on induction of apoptosis and intracellular Ca’** concentration in nasopharyngeal carci-
noma CNE3 cells LIU Xiao-chun,LAN Jiao, NONG Chao-zan, et al. The People’ s Hospital of Guangxi Zhuang
Autonomous Region, Nanning 530021, China

[Abstract] Objective To study the effects of mangiferin on cell apoptosis and intracellular Ca** (IECa®* )
concentration in nasopharyngeal carcinoma CNE3 cells in vitro. Methods After CNE3 cells were treated with differ-
ent concentrations of mangiferin for 24,48 and 72 hours, the apoptosis ratio and changes of IECa”* were assessed by
flow cytometry. Results (1) After 24,48 and 72 hours of mangiferin administration, the different concentrations of
mangiferin can induced the CNE3 cells apoptosis and the effect were dependent on time and concentration; (2) After
CNE3 cells were treated with mangiferin for 24,48 and 72 hours, JECa®* were significantly increased, and the effect
were dependent on time and concentration. Conclusion Mangiferin can markedly induce apoptosis in CNE3 cell,
and the increase of [ECa’* may play an important role to the induce apoptosis of mangiferin.

[Key words] Mangiferin; CNE3 cell lines; Apoptosis; Intracellular Ca®*

R — ERRERBEMNE, S HRAR
WHRRR Z—. XTI X SR 6T LA
MANEIT A BBUTE R BB B &RE
ROBRIET BHE —F, BEMEK 5 FAFRMR
J150% fihi . MEERMBIR B R ERABMAYE
RGP RA EE/EH, R R (Mangiferin) &
—MRREBRUEW(HFLEREREE CHE
B FETERN Mk RSy 0E o
R MEBR IS B SR R e A R i
R4 M BEL-7404 | | 1f1 7% K562 40 B A 1= )

R, RITWHPFRLER, ERRTEE
A B ERE | 4 bk CNE3 41 fM M, A4
anp A R . AR R RS CNE3 4
RACRARNEETFARWER, ZLRY
CNE3 Zif A B Xt &, ¥ 5 ST LB e DL,
BEWT,

1 HRE5H®

1.1 {8 CO, #7458 (£ E Harmis /A 7)) ;FACS-
Calibur B 4HHIY (3 BD A7),

12 A ERER(ASOREERTLOLERE



- 806 - Chinese Joumal of New Clinical Medicine, Sep

ber 2010, Volume 3, Number 9

24t F DMSO B4 AL 100 mmol/L, 433 -20 T
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4} ¥ CNE3 80 F 25 ml 3150 P, A 4
HiREH, S5 54T 25.50,100,150 pwmol/L ¥
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W;IMA 500 pl f Binding Buffer & 240 /; INA 5
pl Annexin V-FITC, {84515 # Y6 5 min, fIA 10 ul
PL{RA1 538 10 min;30 min PY5E B 40 AR
WA,

1.3.3  HR4MN 447 CNE3 RAEETF
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