TP TR A28 5 201445 5 H45 35855 53] Chin J Epidemiol, May 2014, Vol. 35,No. 5 569 -

- LG BT S -

PR 6T I P 2 2R — R L [ K RS2
O e 2500 240 M HE SR T A

RIE K

b

A amiE TH FE XEE 4 X

T

(1‘\

(FZE] B8 BRI I 41 2 — M4 (FHIT) SE 5 DNA B AL . mRNA 5 3%
TKUARCE SUm AN A SR TR . TR RIS SZ 56 vk X R S AT i C33A
(HPV BAE) 55 CaSki(HPV16 FHAH: ) A AS [R]v J32 b 12 115, 0% A0 62500 9 = e AR 43 531 )
E T S0 A ML) 2 AR R T O, SR A R SR AL R R M PCR(MISP) ¥ T 5 FHIT 268 )5 3l F IX
CpG H AR IR S, FIl F Western blot Al Real-time PCR 77 743 A& FHIT 2 K 25 19 Al mRNA fit) 3%
TRV S5 AN [a] e i i R Xo) 0 b 85 At L EL A S S A AR R T AR . BEE TR
e FE BN, IR FE R W BT (C33A:r=0.98, P<<0.001; CaSki:r=0.98,P<<0.001) , 4}y =
F T (C33A:r=0.98, P<<0.001; CaSki:r=0.99, P<<0.001)., C33A 5 CaSki Wi 41l il 75 i 1i% ¥k
B0 1 pg/ml A 10 pg/ml B34 52 88 FHIT 35 K DNA H 3846 B4, 100 pg/ml F1250 pg/ml it/ 3
43 BHPE, 500 pg/ml AT 1 000 pg/ml By 152 B BEAR I o ASTR] i 12 i J 20 5 %) HRZELAH L, R 400 i
FHIT P (1) mRNA R U AHXS Fe 3k 510 22 7 8 Gea 2 2 3, B vk B2 1) 725 , FHIT mRNA
(C33A:r=0.96,P<0.001;CaSki:r=0.94,P<<0.001) M # 1 (C33A:r=0.96,P<0.001; CaSki:r=
0.97,P<0.001) A FRA 32 A%, 10 sk B iR ol B FHIT 1 2 5 5 DNA H
FEAU KT | WG HA RS S AT BE KT 00 5 3 38, Xl ey 50 AN M 3 5 AR SR 1 A AN AT 2
MAYER

(XBR]  SOUEAML; MR Mtk 20 IR ik

Influence of folate on fragile histidine triad gene expression, cell proliferation and apoptosis in
cervical cancer cell lines Gao Chenfei, Kang Huijie, Bai Lixia, Ding Ling , Xu Juan, Wu Tingting , Bai
Lan, Wang Jintao. Department of Epidemiology, School of Public Health, Shanxi Medical University,
Taiyuan 030001, China
Corresponding author: Wang Jintao ,Email : wangjt59@163.com
This work was supported by grants from the National Natural Science Foundation of China
(No. 30872166 ,No. 81273157 ) and the Naitural Science Foundation of Shanxi Province (No.2008011075-1).
[Abstract] Objective To explore the effect of folate on cell proliferation and apoptosis as
well as on DNA methylation, expression of mRNA and protein of fragile histidine triad (FHIT) gene
in cervical cancer cells. Methods Cervical cancer cell lines including CaSki (HPV16—positive) and
C33A (HPV-negative) were cultured in vitro with different folate concentrations. Cell proliferation
and apoptosis were determined by viable cell counting and flow cytometry while FHIT gene DNA
methylation was used with methylation specific PCR (MSP). Both gene expression of FHIT protein
and mRNA were detected by Western blot and Real-time PCR, respectively. Results Folate could
inhibit the proliferation and promote the apoptosis in two kinds of cervical cancer cells. The number
of viable cells decreased (C33A:r=0.98, P<<0.001; CaSki: r=0.98, P<<0.001) and the apoptosis
rate increased (C33A:r=0.98,P<<0.001;CaSki:r=0.99,P<<0.001) along with the increase of folate
concentration. FHIT gene DNA methylation showed all positive at the folate concentration levels of
1 pg/ml and 10 pg/ml, partially positive at 100 pg/ml and 250 pg/ml, but negative at 500 pg/ml and
1 000 pg/ml in both C33A and CaSki cells. Comparing with the control group, the mRNA or protein
relative expression levels of FHIT gene in different folate concentrations were statistically significant
in two kinds of cells, and showing that the FHIT gene mRNA expression (C33A:r=0.96, P<<0.001;
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CaSki: r=0.94, P<<0.001) and protein expression (C33A:r=0.96, P<<0.001; CaSki: r=0.97, P<
0.001) both increased along with the increase of folate concentration. Conclusion Our findings
indicated that adequate folate seemed to be able to effectively inhibit the proliferation of cervical
cancer cells and facilitate their apoptosis in vitro, so would reverse the aberration mRNA and protein

expression of FHIT gene.
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