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WFFER R OMETE  (323C) :© Under normal conditions, the heart utilizes nearly 700 of its energy through
the oxidation of fatty acids (FA). FA are supplied to the heart from the hydrolysis of triglyceride—rich
lipoproteins by triglyceride lipase menbers. Lipoprotein lipase (LPL) has been considered as the only enzyme
capable of this function. Bndothelial lipase (L) exhibits primarily phospholipase activity against
high—density lipoproteins, but to a lesser extent, triglyceride lipase activity. In this study, we evaluated
the role of cardiac EL under conditions of increased energy needs. Pressure overload-induced cardiac
hypertrophy was generated in C57Bl/6 mice by ascending aortic constriction, and EL expression in the
hypertrophied hearts was evaluated. Cardiac EL expression was elevated in the early stage of cardiac
hypertrophy.  Complementary cell culture experiments using rat neonatal cardiomyocytes revealed that
inflammatory cytokines and lipopolysaccharides increased EL expression in cardiomyocytes, while LPL was
decreased by the inflammatory stimuli. In addition, the inflammatory stimuli—induced EL expression was
inversely correlated with the expression of carnitine palmitoyltransferase Ib, which is a key enzyme involved
in the regulation of FA oxidation and utilization. Furthermore, cardiac EL expression was associated with
its function. EL may be an alternative pathway to supply FA to the heart and regulate cardiac function. This
function was likely relevant particularly under inflammatory conditions where IPL is downregulated.
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