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[ Abstract] Objective To explore the interaction between folate and the expression of
methyl-CpG-binding protein 2 (MeCP2) in cervical cancerization. Methods Forty one patients
diagnosed with cervical squamous cell carcinoma (SCC), 71 patients diagnosed with cervical
intraepithelial neoplasm (CIN1, n=34; CIN2+, n=37) and 61 women with normal cervix (NC) were
recruited in this study. Microbiological assay was conducted to detect the levels of serum folate and
RBC folate, Western blot assay and real-time PCR were performed to detect the expression levels of
MeCP2 protein and mRNA, respectively. The data were analyzed by Kruskal-Wallis H test, x’ test,
trend x° test and Spearman correlation with SPSS statistical software (version 20.0), and the interaction
were evaluated by using generalized multifactor dimensionality reduction (GMDR) model. Results
The levels of serum folate (H=44.71, P<<0.001; trend y’>=24.48, P<<0.001) and RBC folate (H=
5.28, P<<0.001; trend y’=3.83, P<<0.05) decreased gradually along with the severity of cervical
lesions. There was a positive correlation between serum folate level and RBC folate level (r=0.270,
P<<0.001). The expression levels of MeCP2 protein (H=33.72, P<<0.001; trend y’*=14.74, P<
0.001) and mRNA (H=19.50, P<<0.001; trend y*=10.74, P<<0.001) increased gradually along with
the severity of cervical lesions. There were negative correlation between folate level and the
expression level of MeCP2 protein (serum folate: r=-0.226, P=0.003; RBC folate: r=-0.164, P=
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0.004). Moreover, the results by GMDR model revealed there were interaction among serum folate
deficiency, RBC folate deficiency, MeCP2 protein high expression and MeCP2 mRNA high

expression in SCC and CIN2 + patients. Conclusion

Folate deficiency and high expression of

MeCP2 gene might increase the risk of cervical cancer and its precancerous lesions through interaction
among serum folate deficiency, RBC folate deficiency, MeCP2 protein high expression and mRNA

high expression in the progression of cervical cancerization.
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. ZERIXHS> T HE 53 X 10° F1 43 X 10° b 43 514845
MeCP2 FliB-actin F§ 5 M B iR 45 & H A 454 . FILH
Quantity One AT 45 5545 I A(E B H I 2% 5
B-actin 57 A B 1 HCAEAE i MeCP2 & 1119 A1 X 3%
BLLy 8

(3) % J6 & 12 PCR A& I 57 43 41 21 f* MeCP2
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g1 fﬁﬂ 37 I o LI R
] (M=£Qr) (MEQw)
NC 61 7.20+4.54° 275.98+37.33°
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Lol ey H=4471,P<0.001  H=5.28,P<0.001
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NC 61  32(52.4) 1.00 1.00 32(524) 100 1.00
CIN1 34 21(61.8) 1.46(0.62 ~ 3.44) 1.40(0.49 ~ 4.01) 20(58.8)  1.23(0.53 ~2.85) 1.19(0.42 ~ 3.35)
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