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INTRODUCTION
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catalyzed by DNA methyltransferases (DNMTs)".

OBJECTIVE

Examine DNA methylation as a regulatory mechanism of esophagin expression in ESCC.

METHODOLOGY

e Three CpGsites (Site a, Site b and Sitec) of esophagin gene were analyzed by pyrosequencing in esophageal tumor and matched surrounding non-tumor tissue from 15 patients with ESCC;

e Areceiveroperating characteristic (ROC) curve was plotted for the use of SPRR3 methylation as a marker to distinguish tumoral esophagus from normal-appearing ESCC surrounding mucosa;
e RT-gPCRwas performed to evaluated esophagin and DNMT1 expressionin the same samples.

e Acorrelation curve was plotted to examine the association between the studied markers.

RESULTS

Gradual decrease of esophagin expression levelsin

. The methylation levels of the evaluated CpG sites were significantly higher in tumorsin
esophageal tissues

comparison withthe adjacent tissue
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Figure 1: Comparison of SPRR3 expression in healthy volunteers and ESCC patients. Eipured Compansonol threestesof SRS metilaton i ESCt patents:

SPRR3 methylation is ableto distinguishthe adjacent mucosa from tumor samples , , , , , ,
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Figure 3:Receiver operating characteristic (ROC) curve for the discrimination of normal-appearing surrounding tissue and tumor
tissue of ESCC patients, according to SPRR3 methylation. Thereis an inverse correlation between DNMT1 expression and esophagin DNA methylation for all CpG

sites evaluated
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DNMT1 expression normalized by GAPDH

Fig.ure5: Comparison of DNMT1 expression ESCC patients. Figure 6: Correlation between SPRR3 and DNMT1
expression in ESCC patients.

e Qurdatasuggest DNA methylation induced by DNMT1 as a possible mechanism for esophagin
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