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[Abstract] Objective To explore the effect of DNA methyltransferase 1 (DNMT1) and
methyl-CpG-binding protein 2 (MeCP2) on cervical cancer and cervix precancerous lesion.
Methods 74 patients with cervix squamous cell carcinoma (SCC) , 52 patients with cervical
intraepithelial neoplasm I (CIN I ), 60 patients with cervical intraepithelial neoplasm II - Il
(CINT -1 ) and 58 patients with histologically diagnosed cervix inflammation (CI) , were included
in this study. Information as demography, reproductive history, life style, HPV infection were
collected. Western Blot were used to detect the expression of DNMT! protein and MeCP2 protein.
Real-time PCR was used to detect the expression of DNMT1 and MeCP2 mRNA. Results Levels of
DNMT! and MeCP2 protein expression increased gradually with the deterioration of cervical lesion
(H=94.33, P<<0.001; F=21.580, P<<0.001). Along with the deterioration of cervical lesion, levels
of DNMT1 and MeCP2 mRNA expression were gradually increasing (F=4.758,P=0.003; F=7.804,
P<C0.001). Data from Correlation analysis showed that both protein (r=0.287, P<<0.001) and
mRNA (r=0.179, P=0.005) were positive correlated with DNMT1 and MeCP2. Results of our study
indicated that there was an additive interaction between high-expression of DNMT1 protein and
high-expression of MeCP2 protein in SCC or CIN II - Ill. However, there was an additive interaction
between high-expression of DNMT1 mRNA and high-expression of MeCP2 mRNA in SCC or
CIN I - Il. Conclusion Results from our study revealed the fact that both high expression of
DNMTI protein and high expression of MeCP2 protein could increase the risk of cervix cancerization.
According to our findings, there might be a synergistic action existed between DNMTI1 and MeCP2
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A5 MeCP2 DNMTI ORHO5%CI) aOR{E(95%CTy RERIE(95%CI)  APHE95%CI)  SH(95%CI)

CINI <103 <089  1.00 1.00 736(540~9.32)  034(-1.83~2.61) 1.57(0.72 ~ 31.98)
<103 2089 13.93(1.61~12083)  14.24(6.31 ~223.67)
=103 <089  107(0.06~18.82)  0.78(0.02 ~30.74)
>1.03 =089  37.00(4.48 ~305.57) 21.38(2.27 ~201.03)

CINT-TM <103 <089  1.00 1.00 1031(5.31 ~ 15.31)  0.39(0.29 ~0.49)  1.69(1.32 ~ 14.88)
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CINI =1.17 =129  1.00 1.00 0.71(=2.30~3.72)  0.31(-4.78 ~5.40) 2.31(0.34 ~298.87)
=117 <129  214(0.70~6.56)  2.06(0.52 ~ 8.08)
<1.17 =129  1.07(0.32~3.63)  0.48(0.09 ~ 2.61)
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<1.17 <129  4.67(1.69~12.88) 6.59(1.11 ~39.12)
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