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This study focused on glycan abnormalities in gastric and colorectal cancers and explored their
comprehensive characterization and therapeutic applications. We have previously demonstrated that
alterations in mucin-associated glycan structures play a critical role in tumor growth. In this study, we
performed single-cell-level analyses to characterize glycan profiles and lectin receptor expression
across various tumor tissues. Furthermore, analyses of mouse gastric and colon tumor models with
glycan abnormalities, including the Mucé6-deficient model, revealed associations between tumor-
specific glycans and the immune microenvironment. Based on these findings, we demonstrated the
potential of novel therapeutic strategies through the development of drug conjugates targeting
aberrant glycans.
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