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Analysis of cancer immune evasion through induction of steroid like agent, GITRL
against NK cells
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Cancer might alter microenvironment to enable immune escape. To investigate how
HCC got immune evasion through GITRL in human HCC, we analyzed the phenotype of liver NK cells and effect
of GITRL on NK cells. GITRL released from HCC were shown to suppress NK cell activity in vitro. Liver NK
cells expressed more GITRL receptor, GITR than peripheral blood NK cells did. Interestingly, HCC patients
had very low level of GITR expression on liver NK cells. Exposure to inflammatory cytokine upregulated
GITR expression on liver NK cells. These findings suggest that the effect of GITRL on NK cells might
manipulate microenvironment for cancer cells to evade immune system.
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