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This study has identified and uncovered aspects of the immune response
mediated by HLA-E, which had not geen fully elucidated until now. Examination of surgical specimens
revealed HLA-E expression in some hepatocellular carcinoma cells, but primarily in
tumor-infiltrating immune cells. Furthermore, in the examination of peripheral blood, HLA-E was
expressed in immune cells in general. Further analysis led to the identification of candidate T cell
receptors that recognize HLA-E.
In the examination of cases of immunotherapy for liver cancer, it was observed that when the HLA-E
haplotype is 0101/0101, there is a trend towards a shorter progression-free survival period. These
results suggest that the interaction between HLA-E and a specific group of immune cells may affect
the progression of liver cancer and the response to immunotherapy.
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