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研究成果の概要（和文）：熱帯熱マラリア原虫は，その感染標的である赤血球内に，種々の原虫由来タンパク質
を分泌する．これらの原虫由来分泌タンパク質は，ヒトにおけるマラリア重症化と密接に関与しており，その全
容解明は喫緊の課題である．
本研究では，重症マラリアに関与する原虫由来分泌タンパク質の網羅的同定を行った．感染赤血球内に高次構造
体マウレル裂を構築するSBP1を標的としたインタラクトーム解析により，マウレル裂の構造や維持に関与すると
考えられる新規原虫，及び宿主因子を同定した．

研究成果の概要（英文）：Plasmodium falciparum parasites, a causative agent of human malaria, export 
numerous proteins to the host erythrocyte membrane and cytosol. These exported proteins, sometimes 
referred to as the exportome, facilitate host cell remodeling and are directly associated with the 
pathology and pathogenesis of severe malaria. Therefore, to understand the molecular basis of severe
 malaria, it is essential to clarify the exportome. Here, I conducted FLAG-tag-based 
immunoprecipitation with cell lysates of erythrocytes infected with parasites that expressed 
FLAG-tagged SBP1, a known Maurer's cleft component, and analyzed the precipitated proteins by using 
high-sensitive mass spectrometry. The precipitated proteins were predominantly host cytoskeleton and
 Maurer's cleft components. I further identified novel host and parasite proteins that were 
recruited to and localized in Maurer's clefts, suggesting the involvement of these proteins in the 
severe malaria caused by Plasmodium falciparum.

研究分野：分子細胞生物学

キーワード： 熱帯熱マラリア　病原性　インタラクトーム　マウレル裂　輸送タンパク質　分泌タンパク質　重症マ
ラリア　免疫沈降
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