P-10 Effects of medium-chain triglyceride-containing diet on adipose triglyceride lipase KO mice
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[Purpose] We developed a possible diet therapy using medium-chain triglyceride (MCT) for triglyceride
deposit cardiomyovasculopathy (TGCV) at Osaka University Hospital. The present study verified MCT
diet therapy efficacy by examining effects of a MCT-containing diet (MCT diet) on life span, myocardial fat
accumulation, and male fertility in adipose triglyceride lipase (ATGL) KO mice.

[Methods] ATGL KO mice were divided into 2 groups and fed a control or MCT diet at weaning (4
weeks). CT value as an index of myocardial fat accumulation and left ventricular ejection fraction (EF)
were determined by experimental animal CT imaging (Hitachi-Aloka Medical, Ltd.). Isolated heart was
examined histologically, and sperm motility was examined.

[Results] Life span was prolonged significantly with the MCT diet versus the control diet. Myocardial
CT value and EF were improved with the MCT diet versus the control diet. Histological examination
showed inhibition of myocardial cell fat accumulation in the MCT diet group. Sperm motility, scarcely
observed in the ATGL KO mice, was improved with the MCT diet. '

[Conclusion] Prolonged life span, inhibition of myocardial fat accumulation, inhibition of exacerbation
of cardiac functions, and fertility improvement were observed in the ATGL KO mice fed the MCT diet.
Proof of concept was conducted for implementation of MCT diet therapy clinical studies.

*ACKNOWLEDGMENT: The authors would like to thank profeoosr Rudolf Zechner for kindly providing ATGL KO mice.

P-11 New approach for viral myocarditis by MCT diet
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The hypothesis that viral myocarditis causes an autoimmune response and subsequent DCM is
controversial. We have already demonstrated that repetitive coxsackievirus B3 (CVB3) infection may
cause cardiac dysfunction and dilation without inflammatory cells infiltration in mice. There are no clinical
evidence for the cardioprotective effects of any drugs in the acute myocariditis. To determine critical role
of MCT diet for development of viral myocarditis, a mouse model of coxsackievirus B3 (CVB3) induced
myocarditis was used.

Methods: Threee-week old A/J male mice were inoculated with CVB3 2x10* PFU, intraperitoneally.
Ten mice were feeded with 5% MCT or LCT for 5 days before and 14 days after CVB3 inoculation. All
mice were sacrified at day 14 after the viral inoculation. Results: We demonstrated that the cardioprotective
effects of MCT diet in the acute setting of viral myocarditis which have been experimentally demonstrated
in mice. Exploring the nature of the lipid deposition found in the myocardium in this study will provide further
insights into the metabolism of viral myocariditis.
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