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The effect of high-fat low-carbon diet on cardiac function and metabolism
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In a failing heart, a workload of each cardiomyocyte is increased to
recover cardiac function. Although the increase requires more energy, failing cardiac cells are
reported not to product enough energy. High fat diet is reported to reactivate lipid metabolism and
increase energy product. So, we examined whether high fat low carbon (HFLC) diet could preserve
cardiac function in murine failing models via an increase of energg production.

Our results showed that HFLC did not increase energy production, but HFLC decreased cardiac
hypertrophy in a pressure-overload model and preserved cardiac function in a dilated cardiomyocyte
model. We are studying mechanisms of how HFLC keeps cardiac function under pathological conditions.
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