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Colorectal cancer (CRC) exhibiting mismatch repair deficiency and/or
microsatellite instability-High (dMMR/MSI-H) accounts for 15% of all CRCs and 4% of metastatic and
recurrent cases. However, dMMR/MSI-H encompasses a broad spectrum with partially overlapping and
contradictory characteristics, and this heterogeneity cannot be fully explained by known genomic,
epigenomic, transcriptomic, or immunological factors, such as BRAF, CIMP, RAS, CMS, TMB, PDL1, CD8+
TIL. The aim of this study was to identify distinct subgroups of dMMR/MSI-H CRC that enable
individualized treatment. We have attempted to elucidate this issue using multiple RNA-seq,
microarray and immunohistochemistry datasets with in vitro assays. Although we have obtained some
intriguing findings, we are continuing our investigation.
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