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Elucidation of the role of NKG2D ligands in HBV-related hepatocellular carcinoma
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Using RNA-seq data from in HBV-related hepatocellular carcinoma (HCC)
tissue, we investigated differentially expressed genes, and found that MICA and MICB expression
level is up-regulated. In DNA methylation analysis, the promoter region of genes was generally
hypo-methylated in HCC tissue, and the abnormal DNA methylation in genes associated with immune
response was suggested to be hepatocarcinogenesis. We constructed vectors expressing full-length
MICA and A N-MICA (MICA with with a truncation at the N-terminus). After introducing them into
hepatoma cell line, we measured the expression level of soluble full-length MICA and A N-MICA in
supernatant of cell culture using ELISA, and found that the A N-MICA expression was almost

gngﬁtected. This results was suggested that the dynamics in liver cells between them was completely
ifferent.
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