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Host Sterol Supply to Plasmodium Parasites as the Therapeutic Target in Malaria
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In this study, we found a novel feeding pathway for cholesteryl esters by

Plasmodium erythrocyte-stage parasites in a form of high density lipoprotein (HDL). Addition of
fluorescently-labelled HDL into in vitro culture resulted in an internalization of HDL signal to
both parasitized erythrocyte membrane and parasite body. BLT-1, an antagonist for class B scavenger

receptors, blocked HDL uptake, and Plasmodium growth in vitro significantlg reduced. Reaction with
anti-CD36 antibody was positive only with parasitized host erythrocyte membranes and the apical
membrane of internal parasites, but not in a CD36-deficient mouse or a mouse with bone marrow
transplanted from the CD36-deficient mouse. We also found that double positive exosomes for CD36 and
platelet-specific CD41 were detected from infected mouse plasma. In addition, anti-CD41l antibody
reacted with parasite membrane, suggesting that CD36 is delivered from host platelets via exosomes.
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