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Abstract: Objective To investigate the anti-proliferation effect of baicalein in nasopharyngeal carcinoma CNE2 cells and to clarify
its mechanisms of cell cycle arrest and apoptosis. Methods The proliferative activity was detected by CCK-8 assay, and the changes
of cell morphology was observed under fluorescence microscope. The rate of apoptosis and the cycle arrest were detected by flow
cytometry, and caspase-3 activity was detected by caspase-3 activity kit. Expression of related genes (P53, P21, CDK2, and Caspase-3)
at the RNA level were detected by using gRT-PCR. Results Baicalein had a significant inhibitory proliferation effect on CNE2 cells,
which was the dose and time-dependent. After 48 h treatment with different concentrations of baicalein, the cells showed obvious
apoptotic characteristics, with the increase of apoptotic cells, the activity of caspase-3 was increased, and S phase cells increase.
Compared with the control group, the mRNA expression of P53, P21 and Caspase-3 increased, and mRNA expression of CDK2
decreased. Conclusion Baicalein could inhibit the proliferation of nasopharyngeal carcinoma CNE2 cells, and may induce apoptosis
and cell cycle arrest in S phase by up regulating the expression of P53.
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$ 5 B AHEY 2 Scutellaria baicalensis
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Table 1 Information of primer
EIR/ER L5 (5°—3) NiESIY (5°—3) 72K/ Mbp
GAPDH GAGTCCACTGGCGTCTTCA GGGGTGCTAAGCAGTTGGT 190
P53 TCAACAAGATGTTTTGCCAACTG ATGTGCTGTGACTGCTTGTAGATG 118
P21 CCTCATCCCGTGTTCTCCTTT GTACCACCCAGCGGACAAGT 97
CDK2 CCAGGAGTTACTTCTATGCCTGA TTCATCCAGGGGAGGTACAAC 90
Caspase-3 AGAACTGGACTGTGGCATTGAG GCTTGTCGGCATACTGTTTCAG 191
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Fig. 1 Effect of baicalein on proliferation of CNE2 cells
(X£s,n=3)
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Fig. 2 Effect of baicalein on colony formation of CNE2 cells
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#*2 AT HX CNE2 AT ERAERMEN (X £s,n=23)
Table 2 Effect of baicalein on cloning efficiency of CNE2
cells (X £s,n=3)
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%31 0 30015  60.07+2.93 A, S WM %, Si& it CNE2 4i A K
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100 ot 1 0514000" 35 HEZEXT CNE2 4f Caspase-3 EREHAIFNT
12'5 o_ o' o SR E 6 fin, SXTHAAMLEL, &g
. 45 BAART T Pk FEE 1 R VAN k= 4
T ——— 23125 11V FE ) Caspase-3 FHEAMHIBER (112
**P < 0.01 vs control group 0.40). (1.31+0.70) % (1.68+0.90) fZ.
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10°4 0 e 104 el 10 e
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Annexin-V FITC
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Fig. 3 Effect of baicalein on apoptosis of CNE2 cells
gl HHF 50 moI L ' ﬁ 75 pol-L’l #EZK 100 pmol-L*
4 WHAREHETEZTHIER CNE2 4051 48 h F4AMAAIEIL (10X 40)
Fig. 4 Morphological changes of CNE2 cells affected by baicalein 48 h under fluorescence microscope (10 x 40)
80
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= =
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ExfiA . P<0.05 “P<001, T
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5 EZEXT CNE2 HAEHARNSIE (X £5,n=3)
Fig.5 Effect of baicalein on cell cycle of CNE2 cells (X Z=s,n=3)

Xof e 50 75 100
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Fig. 6 Effect of baicalein on activity of Caspase-3 protein in
CNE2 cells (X £s,n=3)
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36 BT EX CNE2 AAMEATHEAERE
MRNA iR
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P53. P21 /% Caspase-3 mRNA %ikJI&, H CDK2
MRNA ik T %,

49 xR
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B3 %% 75 ymol-L !
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Caspase-3 P5.

7 BWE R CNE2 4R 40AEE HA KR T HE X EE mRNA
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Fig. 7 Effect of baicalein on expression of cell cycle and
apoptosis-associated genes on CNE2 cells (X s, n =3)
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