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Transcriptional factor and mucin phenotypes, methylation status, and hMLH1 status in
gastric cancer (GC) were investigated. Remnant GC, upper location GC, and Epstein—Barr
virus (EBV) associated GC were specially examined. Remnant GC was significantly related
to EBV infection, advanced stage, and occurred in elder people than other GCs. Methylation
status did not differ between upper location GC and other GCs. Among transcriptional
factors, SOX2 was more expressed in EBV-associated GC and upper location GC. Intestinal
transcriptional factors, HNF4aPl and CDX2, was less in those GCs. SO0X9, which belongs
to SOX family together with SOX2, was less expressed in EBV-associated GC. It shows more
methylated SOX9 promoter. The cell line study revealed that SOX9 was methylated and
changed into low expression via EBV infection.
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