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. ) Previous study suggested that red blood cells are deeply associated with
lipid metabolism. However, the mechanism had not been fully understood. In this study, we started an
international collaboration research in Baker Heart and Diabetes Institute in Australia from Sep.

21st,2017 to Sep. 26th, 2018. As a result, we found that red blood cells release cholesterol
dramatically and actively to plasma, Blay a role in reverse cholesterol transport system and some
transporters on their membrane could be involved in this lipid metabolism. 1 also built the research

network with Alan T. Remaley in NIH.
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