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A, THP-1=Z7uv 7 7—2ic7€F V{LLDL (100pg/mL) % 72850 G & 4 7=
Db, EHTEE HDL (HD-HDL) & % v i3dE CKD f# HDL (JE CKD-HDL) (50pg/
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CKD-HDL & H:#% L < cholesterol efllux?iifizzbiiTwvi, C iR E T2
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Liver X receptor 7 = A I Td % T0901317
Z=27n77—YABCF 7 v AR—¥ —%iEE
fbEE¢ 2 2 Liz kb cholesterol efflux % 85k 4
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HDL 23.0 £ 2.1%, p="0.0001, ®3). = D55
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KIVCHDLOHIRAERN A % AL L 7. THP-1=
ra7r7r—yEZYREVY vy AHFALF (LPS) T
i L RIERIGZERL 72, # ZI(CHD-HDL&
%\ (% JECKD-HDL % )i % %, HDL D i % fiF
WU A RAEHEY A4 A 4~ (IL-18, TNF-a,
IL-6) mRNADFERZMEL 72, Z DfgH, HD-
HDL{2JECKD-HDL & g L T LPS TR L 7=
vI/RT7 7=V ORIMERIEENE S
(TNF-a : 2.8+0.5 vs JECKD-HDL1.6 £0.4 p
=0.03, IL-6: 5.2%0.9 vs 2.6 £0.4 p=0.01,
IL-18: 5.1 +£0.7vs 3.2+ 0.4, p=0.02, [¥4).
& &2, HD-HDLz JECKD-HDL & iz L T,
THP-1 fifld it RE D Pl 2sE 2 b (145).
26 HDL B SRS i R A 2B I E
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