CN 43-1262/R " [E S ikhdfk 247 2015 4E55 23 £565 12 8 1215

[XEHE] 1007-3949(2015)23-12-1215-04 - BEREREQREETE -
== I A ,d, EU_E'. —a v A A}
ALY R IR B S gl ksl AR 4
E §, SR, & &£, BRE
(FRF S FEHRTH,LFTT 100191)
[XBBIF] BZERESG; RNEAH, kR
[ E] SHFEMEZY(HDL) 4R A 2 #id AL B BT xR B AL 54546 49 HDL (ox-HDL) , ox-HDL i# 3%

B MR 4a e % e AR B) B 38 2535 aE A2 AR 3T IR LS A 5 5 X IEAR IS Bk il AE A AL 69 4E A . B b HDL R Bl 4% &
) B ACNE A B AR £ T 8 B T SR A 8 T B R AR AR AL AR AT 69 B
[HE4S2%ES] R363 [ ZHtERIRE] A

Research Progress of Oxidized High Density Lipoprotein and Atherosclerosis

DONG Min, ZHAO Ming-Ming, PAN Bing, and ZHENG Le-Min

(Key Laboratory of Molecular Cardiovascular Sciences of Ministry of Education & Peking University Health Science Center,
Beijing 100191, China)

[ KEY WORDS |
[ ABSTRACT ]

ox-HDL can damage endothelia cells, lose the ability of reverse cholesterol transport, promote smooth muscle cell prolifera-

High Density Lipoprotein;  Oxidation;  Atherosclerosis

High density lipoprotein can be modified in various amid acid sites through myeloperoxidase( MPO) .
tion which will decrease HDL anti-atherosclerosis capacity.  Therefore the association between HDL specific sites modifica-

tion and function changes will provide a new method to prevent atherosclerosis.
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