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Abstract Objective To study the effects of cardiac — specific CD36 inhibition on generation of myocardial reactive oxygen species
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(ROS). Methods Four — week — old male C57 mice were randomized into normal control group (N — mock) , obese control group (O —
mock ) and obese intervention group (O — CD36). High — fat — diet (HFD) was used to induce obesity in this study. Mice were subjected
to intramyocardial injection with recombinant lentiviral vectors carrying short hairpin RNAs targeting murine CD36 (for O — CD36) or ir-
relevant gene (for N — mock and O — mock). Ten weeks later, ventricular tissues were obtained. CD36 mRNA and protein expression
were measured by RT — PCR and Western blot. Myocardial neutral lipid content was detected by oil red O staining. Two methods were
chosen to measure the ROS production in the myocardium. Results Lentivirus — mediated RNAi effectively down — regulated CD36 ex-
pression in O — CD36 mice heart. HFD induced obesity increased neutral lipid deposition in the heart, but this process was ameliorated by

cardiac CD36 inhibition. HFD feeding induced myocardial ROS overproduction, which was reversed by cardiac — specific CD36 suppres-

sion. Conclusion CD36 plays an important role in myocardial ROS overproduction during fatty acid hypermetabolic states. Targeted car-

diac CD36 inhibition improves myocardial ROS generation, and ameliorates myocardial oxidative stess as well.

Key words RNA interference; CD36; Obese models; Neutral lipids; Reactive oxygen species
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