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Abstract: ObjectiveTo investigate suppression effect of hydrazine demethylation on invasive activity of human
cervical cancer cell lines HeLa (HPV18 type) ,CaSki and SiHa (HPV16 type) .MethodslInvasive activity of Hela,
CaSki and SiHa cell lines of human cervical cancer treated with Hydralazine(Hyd) of different concentration were
analyzed by using millipore cells invasion room method. The methylation status of 5 CpG island in the promotor
of APC and CDH1 genes in the three cell lines were analyzed using MSP method before and after Hyd treatment.
The expression of APC and CDH1 mRNA in the three cell lines was studied by FQ PCR methods before and after
Hyd treatment.Results

Comparing with the normal control group, suppressing invasive activity of HeLa, CaSki and SiHa cell lines of
human cervical cancer treated with 10 ymol/L Hyd have no statistical significance, while the group with 20
umol/L Hyd have statistical significance (p<0.05), and the group with by 40 ymol/L Hyd have significant
difference (p<0.01). Different drug density being compared, the group treated with 40 ymol/L Hyd have
significance suppression.After 40 ymol/L Hyd treatment for 48h, methylation of the APC and CDH1 genes of
these three cell lines was at different levels of demethylation. Expression of APC and CDH1 mRNA was up
regplated in these three cell lines after treatment. The expression of APC mRNA in Hela, CaSki, and SiHa cell
lines increased 5.89-, 8.46-, and 0.97-fold, and CDH1 mRNA increased 4.82-, 5.90-, and 8.46-fold,
respectively.ConclusionHydralazine has an effect on suppressing invasive activity of HeLa, CaSki and SiHa cell
lines of human cervical cancer, one of the mechanisms of action may be demethylation.

Key words: Cervical cancer Hydralazine Invasion Methylation APC CDH1
Wi H 81 2010-01-06;
5l A :



BAESS TR B A IR R I S0 4 ML R AR 2 0 R [3]. IR B i 9, 2011, 38(2): 130-133.

ZENG Xiang-yong,ZHANG Chang-ju. Effect of Hydrazine Demethylation on Invasion of Human Cervical Cancer Cells[J]. CHINA RESEARCH ON PREVENTION
AND TREATMENT, 2011, 38(2): 130-133.

[1]
2]
[3]
[4]
[5]
[6]
[7]
(8l
[e]
[10]

[11]
[12]
[13]
[14]

[15]

BATA LS % 3R

Mt BN 5-Aza-dCxh IR 41 7 Panc-1 1 TRP1-25E [ A6 K1 S &k s ma - [J]. RiBi ifiieoe, 2012, 39(2): 150-153.

N A I MR UL TR s 2R BRI . R F S AL 2L PIK3CA. PTENRIp16E (R iE LI 5HPV16/18I YL [ 5 & [I]. M8 a7, 2012, 39(2): 189-194.
BT RN ZLSE W B DL DL 2 s X S0 T 7 B 24 R . TP BOSE IRXT K 88 40 e HC T L L6/ 49 2% 5 P (¥ 3% vl [J]. i Bis v iF 9, 2012, 39(1): 13-17.

VOB SN S | B0 e B A A JIH T AR e A R[] R B R Y, 2012, 39(1): 120-120.

FIFagR mE LA . N TSR B S PR [3]. ARBARATAY, 2011, 38(8): 968-970.

OGRS TR A R 3 E . = 4tk ot SLIR 41 L MDA-MB-2 3 1% 35 52tk aft) 25 B 3640 5 I [9]. 9B e ot, 2011, 38(7): 749-751.
TR IR s XUFh AR /N AP T R I RUINDSAS B 5 o PR R A I RS I &% 3 S [I]. i Bl va i 4, 2011, 38(6): 671-674.

A R T A B SRV R S A 8 S S0 AT Ak 22 R AT 2 0 i SO BE E AT [30. BB VAT, 2011, 38(5): 512-514.

SR s SR A AR 5 0 7% SCO& BB A . T BORT 40 T DN 2 BORE S BRI P TGF-BL 7 32 4 i3 8 1+ X A S Ak IR 4% 43 7 [3]. MMRIB v WE 9T, 2011, 38(5): 524-527.
K52 HA B s SORUI 4 55 B TREAE T 5. DLC IS M s B 1 B R AL AN 45 1 A OR e FL I B L I I 9 B P95 28 401 28 v 1 36 06 [O]. IRiB IR T, 2011, 38(4):
399-403.

TR TR MR XUFIHT; S22 . HGF. c-MetfI VEGF-CTE 7 #iUfis Hh i R ik [J]. MgiBiva o, 2011, 38(4): 411-415.

SRS TR AT 04 2 T W B 2. 4T T 0T TG A T A AT ORI O O], RIS, 2011, 38(4): 440-443.

KL T k. HPV 2 B4 DU 43 A1 e I 70 5 25009 2% o 1 3 SC[I]. MR va w5, 2011, 38(4): 458-459.

MRS RERE « TRAH T SR A BEE . = A Ab ) R SR S B R 1 R ) ML 3], R R VAR ST, 2011, 38(4): 369-372.

P A K A BRI 5 . RAR-B2IE R S 3 1 0T i R SR G IOR MR IR 06 R [9]. MRIBIVATFST, 2011, 38(4): 408-410.



