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Elucidation of pathophysiology of inflammatory bowel disease focusing on fatty
acid metabolism enzyme SCD1
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It was suggested that SCD-1 in the mucosal area plays an important role in
the cause of exacerbation of colitis due to high fat diet. In DSS colitis, LC3 expression in colonic
epithelium was significantly increased as compared to control mice, and the action was further
enhanced by the administration of chloroquine. Administration of a high-fat diet did not enhance LC3
expression, and accumulation of the selective autophagy substrate p62 was observed. This indicates
that high fat diet load may cause autophagy failure for some reason, and may cause deterioration of
enteritis.
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