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Cardiovascular adaptation mechanisms in murine low birth weight model
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Ketogenesis was activated in postnatal period, we confirmed the high
expression of Hmgcs2, rate-limiting enzyme for ketogenesis, during postnatal period and also found
the expression of hmgcs2 was suppressed in murine low birth weight model.

To clarify the role of perinatal ketogenesis, we newly generated Hmgcs2 KO mice using CRISPR/Cas9
technique. Hmgcs2 KO mice represented rapid progression of ectopic lipid deposition during the
neonatal period and accompanied with hyperacetylation of mitochondrial proteins.
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