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Development of new epigenome editing in skin cancer using CRISPR / Cas9
technology
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Antigen presentation in the MHC-I pathway is important for the elimination of cancer cells and
virus-infected cells. We have identified NLRC5 as a major transcription factor that regulates the
expression of genes involved in the MHC-I pathway. Furthermore, it was found that DNA methylation in
cancer cells reduced the expression of NLRC5 and contributed to immune escape. In fact, our study
revealed that the expression level and degree of methylation of NLRC5 are significantly related to the
5-year survival rate in various cancers. Based on the above, we have developed a new specific

demethylation technique targeting the NLRC5 gene by CRISPR / Cas9 system.
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