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Effects of Cadiospecific CD36 Suppression on Myocardial Calcium Handling in High — Fat — Diet Induced Obese Mice. ~ Zhang Yijie, Xia
Wei, Dai Mingyan, et al. Department of Cardiology, Renmin Hospital of Wuhan University , Cardiovascular Research Institute of Wuhan U-
niversity , Hubei Key Laboratory of Cardiology ,Hubei 430060, China

Abstract Objective To study the effects of cardiospecific CD36 suppression on myocardial calcium handling in high — fat — diet
(HFD) induced obese mice. Methods Four weeks aged male C57 mice were randomized into normal control group (N — mock) , obese
control group (O — mock) and obese intervention group (O — CD36). HFD was used to induce obesity in this research. At six weeks of
age, mice were subjected to intramyocardial injection with recombinant lentivirus targeting murine CD36 (for O — CD36) or irrelevant gene
(for N = mock and O — mock) to down — regulate their expressions. When mice reached 16 weeks of age, left ventricular tissues were ob-
tained. The mRNA and protein expressions of CD36 and sarco/endoplasmic reticulum Ca’* — ATPase 2a (SERCA2a) were detected by
RT - PCR and Western blot. Isolated ventricular myocytes were obtained by enzymatic dissociation method, and used for myocardial calci-
um transient detection via live cell station. Results The mRNA and protein levels of myocardial CD36 were not influenced by HFD feed-
ing. Lentivirus — mediated RNAI significantly down — regulated cardiac CD36 expression. Obesity decreased myocardial SERCA2a expres-
sion, reduced calcium transient velocity, and damaged calcium handling as well. Cardiospecific CD36 inhibition ameliorated the myocardi-
al SERCA2a deficiency. Meanwhile, the calcium mishandling was improved. Conclusion Cardiospecific CD36 suppression ameliorated
myocardial calcium mishandling associated with HFD induced obesity.
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