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High density lipoprotein ( HDL) exhibits antiatherogenic properties for its functions in reverse cholesterol
Accumulating evi-
dence has revealed that HDL levels are not positively related with their functions in the patients with atherosclerosis, meta-
bolic syndrome, chronic inflammation or immune system disease. HDL, especially its protein composition, is susceptible

to chemical modification including oxidation or glycation and may lose its beneficial role against atherosclerosis, even exhib-

it pro-atherogenic effect, such as proinflammatory and prooxidation.
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B100/#f5 8 A A | lLfHE MAHX, 5 HDL F1 ApoA
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3.5 REEEmREHIZES

CETP J2& A [#] 5 386 5% 32 11 56 B T, 16 kg L[] 2
s A1 H I =B A, /v 5 HDL I CE & TG R
B TC Wizia fzcH, CETP {2 ApoA I M
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TSR MG BR AR I8 CETP #1071 & HDL &
S (ORI T 0 A T & A A HLE AT BE S R
SOMER R T = A E, CETP Z&{& N HDL Sy
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fig, 40 SAA BT LCAT A5 4 IF [ B i £k 361 2
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> ApoE £, 380 T R B8 B 2R A AR R
FIBL As fEFH
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