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(I 3E) Clinical and pathological analysis of colorectal cancer
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Professor, Nagahide Matsubara
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(IE EE) Clinical and pathological analysis of esophageal cancer
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We checked MSI (microsatellite instability) status on 300 colorectal cancer in Hyogo
Medical University, and collected frozen specimens of 31 MSI-positive colorectal cancers.
We extracted DNA/RNAs from these specimens and performed exome sequencing and RNA sequencing
of the 31 MSI colorectal cancer as well as 12 MSS (microsatellite stable) colorectal
cancers. As a result, MSI colorectal cancer had 1400 non—synonymous mutations and 800 short
indels, on average, in coding exons, while MSS tumors had 106 non—synonymous mutations and
20 short indels. MSI colorectal cancer were expected to have more than 10 times of
neoantigens than MSS tumors. For the 20 colorectal cancers, we checked the TIL (Tumor
infiltrating lymphocytes) status and more than a half of the MSI samples showed high—level
TIL status. We also sequencing whole genomes of four MSI colorectal cancer to compare their
immunogenomic status with those of PCAWG samples we analyzed now. We established the
analysis pipelines for cancer immunogenomic profiling such as HLA genotyping, HLA mutations,
neoantigen identification, TIL deconvolution, TCR repertoire, T-cell exhaustion status,
and T-cell inflamed signature. We analyzed 2800 WGS data with RNA—seq in PCAWG by using
these pipelines and we identified 5% samples of PCAWG samples mainly colorectal cancers

and lymphomas.



We analyzed TCR repertoire of the 250 RNAseq data from liver cancer and recurrent liver

cancers and found 20 liver cancers among them showed low clonaility of TIL.
We collected 17 biopsy frozen samples from esophageal cancers before neoadjuvant

chemotherapy and 5 surgical specimens after chemotherapy.
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