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Sevoflurane affect one of DNA modification?

Yuko, Konishi
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Wnt/p -catenin

From the growing in vitro evidences suggests that sevoflurane
potentially plays a role in the progression of tumors. In this study we revealed that sevoflurane
potentially induced one of colorectal cancer cell line through MAPK and Wnt/(3 -catenin canonical
pathway activation. Whereas two of our established Wnt knock out clones undo this proliferation and
reduced the number of colonies after 2 weeks in regular culture. These suggested that Wnt genes that

comprise a family of secreted lipid-modified signaling glycoprotein were one of key regulator after
sevoflurane induced cell growth. To furthew explore we hypothesized that a potential of
methylation would occur onto Wnt suppressor genes upon sevoflurane exposure, supporting the our
found lower expressed those of suppressor genes. In the contrast our study could not revealed that
sevoflurane potentially methylated DNA and lead to reduce the expression such as JMJD Wnt suppressor

gene.
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1% Sevoflurane exposure is associated with early and late apoptotic cell death onA549 and MCF-7 cell lines
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Yuko Konishi, Takahiro Hirai, Sachiko Mizuno, Kimitoshi Nishiwaki

Sevoflurane partly promotes cancer cell growth.
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Sevoflurane stimulates MAPK1/3 phosphorylation after its exposure and caused short cell growth on HCT116.
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Sevoflurane stimulates MAPK1/3 phosphorylation after its exposure and caused short cell growth on HCT116
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