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analysis of immune factor in choriocarcinoma microenvironment
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We investi?ated C2GnT expression in gestational trophoblastic diseases. We
established C2G6nT knockout (KO) cells with Jar and BeWo cells and investigated cytotoxicity of NK
cells against those cells. MICA and MUCL glycosylation were analyzed by immunoprecipitation. We
incubated C2G6nT-KO and control with TRAIL and cell viability were analyzed. We inoculated the
C26nT-KO and control cells subcutaneously into nude mice. C2GnT was highly expressed in trophoblasts
of choriocarcinoma but not in hydatidiform mole and normal placenta. C2GnT-KO cells were more
efficiently killed by NK cells than controls. Sugar chains attached by C2GnT on MICA and MUC1 in
C26nT-KO cells were significantly decreased. The cell viability of C26nT-KO cells were lower than
controls depending on TRAIL amount. C2GnT-KO promoted longer survival as compared with the controls.
Choriocarcinoma cells may acquire a high malignant potential by expressing C26nT with glycosylation
to MICA and MUCL.
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