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WF T 81, HDL Jl 3t — R 5 1E FI SR As (1) 98 i o 0%
TEAR, ALFE D MCP-1 RS B 43 1 10 3805 2 SR A% 40 it
RSO0 o 40 M R 7 R S R T SR e B AR R T
A S e

MM E S 1(MCP1) & B0 10 ik B E L
WAl = MCP1 FERAEEA E ' K As AU ERE.
o LDL BRI £ Bk PR 4 il 43 W K & MCP-1, IR 5
AT # A\ 3l ik B, 1 HDL GE#0# ox LDL 5 5 i) MCP- 1
RIEMEBIZAMLIERS 1= R AR T 2 7642 DY 445 - s - 3 8%
R EA ( 1- palmitoyF 2- arachidonyl - s glycero- 3- phosphorylcholine,
PAPC) H% AR S8 A0 B 1 7= 32 BEAFAE T 5 B AL 184 i) LDL
SRR P A6 A V7 a5 0 As 955 AR RIE 4K B Y R 40 e AL,
AR AH B AN P R 4 B AR BLAE A . HDL (100 mg/L) Tii4h 3
AE B A 4 AL 2 PAPC 5 516 P B 40 MCP-1.11-8 AT I1-6
mRNA 3k, FHHH] A% 40 M5 P9 40 i 1) 45 A, BRI SR A
40 A kS ™ . HDL B3 — 18 S5 3 AL B PAPC K
WHHME SE M k. B LI, HDL 58 4 ¥ % A L B PAPC
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A S ) B IR T (T0- 1 A0 TNF- ) 55 0 N 5 588 Bk P 52 40 i
VCAM- 1. ICAM- 1 F1 E 38 %3k, SRS T #4816 Y .

4% FE AR B A (HDL) 1] G JE i 2 AL H1 40 6 TNF-a 5
S BRI oy TR IR . FLEIR I AT A HDL @ i #
1 A 7 2 R T R M, FELT R R B - A% AT KB @
BEUL SR I 2> T . IE SR BT K B HDL R 40 H 1
FHPT #8515 18 K 244 BI( scavenger receptor class B type I, SR-
BI) 1 1 T B2 %% 5% ( sphingosine I- phosphate, SIP) 1 4 5% {& 4
S5 SmBAa <" . HDL MG E B AT 5 40 5 F SR-
BI M H.1F H, /' F SR-BFPDZK1-PI3- Ak eNOS i %, i G —
AL E( nitric oxide, NO) 17242, SR-BI #1555 (1 PDZK1 7 it
EEBOE I RN AR EEIE M. HDL B S1P A5
5 AR I SIP1 B2 R iR A, A5 SIPI-PI3 B - eNOS
JE K . HDL @i X P 4% 8 8% e 3 NO & Fi, NO il % 5 ¢
KB I A ST 40 RS B o TR 3k

FA LR W, HDL 0] TNF-a /5 09 1 52 RGBT 7 3%
15 K% 5 4IRS BT BB S P B R S A A S i ) OE
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PN SeEG R B HDL T AL 2 0 B B AR TNF % S 10 N B2 S
Pt Ye () P9 5 40 ML VCAM- 1 9 3R 38, T 16 P9 B2 g 186 0 1 77
tetrahydrolipstatin 47 7E i, HDL JG #1 il / F; [F]iF HDL 2R &
AR I 1) Py Bl T Tl 2 Y 40 D VCAM- 1 )3 8 PG 1, ekl

JRE3E 63% ; HDL 1 B 85y b 140 . PPAR™ /™ 1A 1 40 i K TS
HANBEME] PPAR™ ™ Py B 40 H0 5 1 40 MO f¥ R . 26 W3 HDL
O TNF A5 5 P9 B2 R B o3 13205 - 40 P9 S 40 B A bt 2
W S BEHE  PPAR R 55 2% .
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TER RS ELE T 7. CRP 5 £ AL, SN
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PR F 46 2 F R HDL I Af71E .
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2o MBS RRRHT G, S ER EEHE R EA
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# VCAM- 1. ICAM- 1 1 MCP-1 f P [z 38" o a8 i
I-1, S K FIE RERIE EEFR, B0MENEH HDL
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L HDL 7K P RIAT 5 Mokl [t 43 7 7K S A 56 56 R AT
FUR I, HDL 7K N B L 1 2% 7T 3% 1% ICAM- 1.E S HF &
K81 % & F HDL 7K S IF 5 8 = i) B, B HDL K
ABE, HOHDL 7K F 5T 1 ICAM-1.E 2 B &K F 2 fu
2%, M4 = Il HDL 7K 1, Ifil B 3% #4 ICAM- 1. E 1% #8 32 /K 1 8
SRR EREENL, ZAEEAME, K HOL KF A
TE P B 2% M S5 I A IR 1 R AR 2R ™ B M K% il TNF-a T-
1B.11-6 -8 A1 MCP-1 7KV % T 1E % HDL /K7 A B, %
WK HDL /K% 4 85 2% 1) BU=k i =i, 1 IF % HDL /K P B
i EREA" .

ARG, HDL REIRE IR Z W RS e R . B4
HDL 7744 4 AT LA AR 22 9515 S N [ 40 03K 35 VCAM- 1. R
S8 HDL 2 784K 8 7 3008 240 i s 2 585 5 10 (T 4 pa ) 2
200 R K PR, 3 B 90 81 280 B4 5T HIDLL S i 22 9 B0 T 4k 2
Hoewr S8 R B, HDL 32 B2 i 45 5 F0 o FIE 2 9 i 40 1 e 1
MWFEEM. B hkiENEY HDL &5, M2 HDL /KT &,
HDL 454 f8 2 95 hnoi, ifn 3% 40 IR 7 K7 B 8 R AR, 2R R
PY 7 2R I AR 9% RO IR D, Y R TE R A B . 4
BRI B B 22 W e (¥ N 3 S5 B 40 FIDL, B9 2.0k 20> G 22 W 1
F B TNF-a. 116 1 118 BB, X FZEH T HDL — i~
AL MR CD14 B)3RIA, 55— 7 @i 584+ CD14 454 iR
ZhE- WE R4 & E A E A (lpopolysaccharide binding pro-
tein, LBP) « HDL [k lg 8 11 Al & 7] B e flis PR &5 & 176 5 4%
I o 2 THI 5244 B I JIE 2 9% . HDL A R fig 22 6 =2 i 78 75 8
LRERINE R A B, [ REE S LBP 4547 .

I 2 W /2 [F 75 6 92 550 R 400 L Toll £ 52 44 (Tolk like recepr
tor, TLR) 73 T 20 IR A A B ZE AR . R A REER =
EHER A BN T, B2 RERE R RGBT 51
B LBP A EAE . LBP &R 2 HE R 0T A, A B TE R
LBR-ls 2 HEE &1 . BE)5, LBP /5 I8 2 ¥ 5 M i 40 i fn v
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PERI40 AR CD14 BE AT VA 1 CD14 45 & . WAl CD14 5%
W B2k, AR 2 M4 &R TIR MG, 2 RE
TLR-NF-KB {5 5@ 8, #M & Mt i KEAmE 1, 25
&1 G f2 o

FRAVTEIE B TAF o R I, HDL PRA% THP- 1 B A% Y5 It B
A 1 18 mRNA 7K 7, $1) THP- 1 5 A% U5 M B WE 40 Al 11 28
HFFAB S F N B 40 Bl P17 (human leukocytic antigen DR,
HLA-DR) K 3L fil 5> T CD86 MR M KA. 1B & B
MBI 7, 22 A B kol #F B 4k 4 9< 2 K HLA-DR 1 CD86
NIRRT HE A BT 0 75, 3 91 HDL Re 401 2 5 A0 T 48 i
-SSR MBI 5
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B —E . HDL3 # ] P9 5z 41 Fa A BT o3 7 26 18 0% R R 224
HDL2. #f— 50T 70 &I, HDL Bk A /)« I & B2 B A0 = Bk H
THI AN [ S R i R 38R 22 5, T I R 4 11 A [ 00 5 2808 1)
7 SR " . Thaveeratitham 2544 HDL & [ 5 AiE 52 &
S48, FIRE M & A HDL RS B3 Ml e 2 B S h B 40
FRURE PR, T FIDL HE J53 B4 30 3%A MEALRE . 35 W40 1) B 40 g
PRI 2 4 0 B £ 2850 2 85 g = HIDL 28 (1 R o 78 o) 4 0 R
Pk A% Fi 9% IEL A5 ( Tinoleoy} phosphatidylcholine, PLPC) f 25 26 HDL
B, S EARE A AL EHIES RS, PLPC 5 R4 Rk, 18
S E ARl aEEEr. MAGSHEED
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P R0, FEAERR I R I A . IR R B AL XY
HDL Dy RE M 4 Frfd E EAEH

Y NER NSRS A AL 5, LDL A AL g 7 158,
A8 R IE MCP-1 sk 2>, i fb 5 1% 40 R 1 8 0 0k 55 . 4F
REEABER M EE O ALBRUL, AT RARMEE A AL
4F fedERF LDL AbEE (Y 9 R2 240 il NO A8 50 B 25 7 (8] () 1E 5
S, 23 MR AR T 5 A0 (W LDLRT T R I ML IS M. D-4F
B DR ERAL A R 4F. 25 LDLR™ '™ B ( M5 74 7 IR )
MEREEA B R(BEEEE) OR D4F J5, HDL &
St F ALY R D, FIECK HDL 39504 HDL, As % 48 7>
B> 79% K1 75% , (B AR R A W R A . AR EA
E™T RIEFE DR D-4F A1 AR A YT, I3 HDL A1#kAg 2 (3 AT
K B S e, o R T M 4R, AR R IR L AR
TRE R IK 38% , 73 A2 H BTk 4 i SR AR F > T 229, 1K
HDL % ox-LDL i 5 5 A% 41 id s fb 55 00 300 1 4 A B 8 3
SR T T TR N O B T A IR, 4 MR A R A
G, FPEREMBA TR R ABEE. EENHRS
D-4F % 8 5, AUMA7E 58 15, 40 B B8 A A B e 1 = A
Y uema™" . L-4F RERMEE A AL 03— MUK, 450
RETRIEEA AT KB EZ K. Gupta 2™ K I, 1-4F
A o 523 B AR ) i 22 B S 00 R A AT AR R P S T e
KPR, I 30 50 B 2 0% 15 5 9 % 40 B % 0k -6 T8, TFN- v,

TNF-a. JERR F 8 0 1 E %5 5= ICAM-1 Fl VCAM-1; 1-4F
T E A G RE 20, AR BRI B 2 W S LBP 1A
RS A . B 1-4F, ] B Bk i 2 0 K
R K VCAM- 1 IRk

D(113122) #&BEE ] IKENENEE D ] AR ik 5L
113 3122 W H) DB A K. BEEAE ™ RAMR
O (113122 HAEEA T .4 h W, RIEEAE R
HDL $ %¢ 3 YE 00 58, 58 83 2 30 1) ox- LDL 75 5 1) 5 4% 40 i 19
‘s, HAHER SRS (113122 BIBEO ) 5N
48 h; T 3 h J&, #% HDL HI$0 3G st B 2 omas. &8 0k
24 AJE, AR E A £ R 3h kom 28 T R T IR R D
70.2% o D-(113-122) #AG A @ T 0] LURE &K HDL 1&
HE AP K, B HDL PR AE ST, 4200 R I,
250 Mg/L D-(113-122) BIG&H [ ) MBI E A B RAR
I3, RN 8] A B B B HDIL f9 05 A Ak K -, 48 ot 4R
RS TE . XA LR, DR D-(113122) HAEE A T
REPH B AR E A E 2N ELZ BOAUE HDL i Pt 4 05 o4,
HMFENEE E R RRT .

WIEEAM RF BN HDL HIEEA, ARBEA
MERAT 6 SEAETEHHAMAEEEFER GX. X
U B m B B R, SR E O M 1 5 Rl
FRIEEA, R ERRE A M TR R A Sk RN & AW
RRAE . f5T, Huang % SRS B A M W RGE R FL R 1B
T4 41 3 ik o 98 B Ak B0 T R, MR AR A M f2 75 T
P ETEHLZMANE RS @G, EFRNES 2R %R
T /MGE R T R B S IBE R

B T HMEE A, — & HDL AH 5. 4> T 76 HDL MHT R 1E
FHHR 2 — 5 /E A Mackness 250! 4 38, HDL % 480 B g 1
( paraoxonase- 1, PON-1) \ IfiL /N AR ¥ A4 Bl ¥ 2 1k 7K fiF 14 ( platelet
activating factor acetylhydrolase, PAF-AH) 7£ HDL 1] ox-LDL
SN R 4E 2Rk MCP- 1 Tl BB AR A .

A IR B (1 (HDL) AH O 1 4 2 Y A B B IR TIE B
(sphingosylphosphorylcholine, SPC) 1 ¥ Ifil % JIg ( lyso sulfatide,
LSF) A] #0] TNF-a 355 I 4 2 4B i 04 E i85 K JICAM- 1
VCAM-1. HAHLH 5 G FEAMBE: EDG Z 43115 5 g Bk %
G Akt 13 5B ER L 4K T 305 TNF-a % 5 (0% B 7 kB B840
Ko 230 B g BEJULEE 3 3 B ( phosphatidylinositor  3-ki-
nAse, PF3K)- Akt i %, SPC #1 LSF U] 2 2 #4ikG (Y 4> T & 34
OB AR

B, Vaisar 25U 35 & [ R 41 %842 40 B HDL R A K
W — L2 5 AATH A FITE AT HDL _ERAMA S B 40 c4A/
C4B.CO. Ik K 74 2 RN — S8 28 [ g0 7] 571, 3€ 911 1D ] 9
WRIEFFHG . XEHEANRMN, 446 L& HDL
R B ANH 5% 4 T ML 2 AF ., B LL75 HH HDL 2 1R 4 2%
242 5FH S8 RN RIERMEKESFEE .

4 SEEREZEENRXM
—SLE YRR W], HDL ££ 56 RS BB B8 PR - 4 5 1k K
S5 FE IR B 55 AT BE A A2 1 T 2K K 45 370 As T fiE, &
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BRI AR A M. X — 28 HDL, 2% ITAR o« 2 ThRE
( dysfunctional) HDL"™ . Navab £ 5 LLHF £ T 27 M2
HFER As B AR 31 ANFE 'S 1 B 4 R xR, mA
IfiL i %, HDL- C /K F B A 53 IR AR . Fm A 5 xf g
H K HDL 43305 A 3h ik B 20 i L 0 3, (R N A o 0of FE
LDL, 45 5955 A\ HDL 38 0 % 4% 40 ff 1) fh v 1 o g 5 e =
HDL S ZE##0H] T7 LDL 5 5 (10 Az A i fb . JC 20 M 2 i
VREoR N\ HDL 1] LA M 58 TDL 44k, ifi X f8 & HDL #7 41
LDL %4k, Hwi A 35 T8 H & 9 7T DAABRE X — S 0 R
Navab 2% HE3, HDL #0952 — Fe 18 1 S0t 1 R R
TR o Ansell 2% 174t T 26 70095 A AR A 7T 25 24 11 )5 1)
“CRAETRED « SE TR A UL R AZ G s AV T 1. 0 A bR
AR Z5 81, 97 AR I g (& R [ B W HDI- C. LDL- C #1H i = R)
e ERTERE. WA E AT (40 mg/d) 6 &5, fu KT
MR AF 4 . XTI HDL %5 $8 504 0. 38 £0. 14, 7% A 1L AR
FA S RAth VT 6 5, HDL 2 REFE 20435 4 1. 38 £0. 91 1 1. 08
0. 71, F B2 AT I8 9T K A K S % E B8 2k HDL (1)
FAEFEHL, (HAI B A B M. A% BE M B AR P R BT 45 1K N |
T2 R H R/ S, HHDL SR TR, il a0
BWEEAE. SR R, &S T IS LDL IR A 10 i
REEREEE A 10 As /DR R ER S B E 2B &R A HDL
AR M.

H 80, S8 HDL 805 ML v oA 58 4 8 8, v §85 HDL
75 2 I s RIS (U As) B A Ak S B AR T
HEAH . TFREY], KRER HDL 4 R o 20748 I 375 8 4
FEEL A A(serum amyloid A, SAA) Fl I 3% R 85 &5 (38 £, 3B
EA AL G E A AILLPON-1.PAF- AH F1 G i I JIH [ B2 fif Ik
321 (lecithin cholesterol acyltransferase, LCAT) ¥ /b AH [&] B2
fi( cholesterol ester, CE) J& /b, 'y = Bg ( triacylglycerol, TG) 34
Z HDL2Z# 5 &EH E B>, HDLF HJIEEA E M2,

MFHEEMFEE A A (SAA) T HDL, N {f HDL # 1k
TR 35 B B 98 3, T H B 4 2018 52 B AL PON-1. PAF-AH .
LCAT, f# HDL kX R 1) As fRIIIAE. SCHRARIE, HDL 41
il ox- LDL 755 5 A% 40 M 1T # 1) e /) B & HDL- SAA AR &
WL MR, MAMEEA R T 5, Nt R Mk % &R
B, PR 5R S T HDL A4k 4815 LDL. & S HiE R A1
HDL A4S it 10081 20 ik B 41 i 1555 19 LDL Ak

HUAR 48 AE IS, HDL AH 5§ PON1.PAF-AH Al LCAT # SAA
RO 24 85 2R IR, 3 T M. 5 4, Forte %0 4138 As
Gy 1B/ B LCAT A1 PON-1 55475 M 119 25078 5 4k oy 48 4k I J5 7K
ARG, WRAE 4 BB O N As /N BB A YT 28 2 A
HlgE A R s & a7 BB S A8 K 2 HDL 134
YER o ARATHEN AT el T8 E 2 B AT IR S B T A4
Tk 25 & I B 4 A0 i T, K 4 40 1) ) AL B TR M. SR
Navab 251 138, 263% 45 4 & P 2, HDL 5 — B EHi A
TOTG I e BT a1, REEFFE MBI RRAS . URES MR
R, 3K 4 LB 2505, 1 HDL & B £ S0 B A 1k &
B, BN R YR .

MR B B B I 32 A As 9% A48 4> B Sk i HDL3 A

#HAEEE E B W, M HDL2 T # A8 & B E K &8
Ao HRKWESHIEEA E M HDL2 G B M N T B
S i PN AL [ B 22 ATP 25 A& &3 18 75 A1( ATP-binding cassette
transporter A1, ABCA1) fl ATP 45 & & #4181k G1(ABCG) & 1%
Wit TEARBN KGR B MEJE & E E M HDL2 3| HDL3 1)
T34, AT REZN R T IH [ Bt I B0 Py B 2 i v 3
T . SR HDL T fe = B i 2 I8 & AR AH S v g, 3
B0 KB HDL Th &8 2R % i), Jig BR R ot R £ 7 208 . HDL-
TG $#4 % \CE ks> /& HDL JIg B o O e i B . sk
Bk AR S5 19 HDL B & TG, L% A 1 HDL3 & &
TG TM#Hk% PL,

EAEVE B Y 2, X U6 5 HDL B4 M AH 56 B k4 ik 4
(CE.#IEZE 71 AL.PON1 Fll LCAT />, TG.SAA Fl Il 3% 4 5
B A 75— R A A W R B R,
DU HDL F50kE 25 28 1) 58 2 AR 6T B G 16 — B 4R < 45 7 1
] G 2 S B ) AR B AL o 3 2 ] B 9% S B £ 5 HDL- C
K BEAG WHDI-TG # 15 HDL %5 8 5& A B o 048 25, i fr
XL AR I 55 HDL 1) R ] ot S B 84k P R Re g,
A R[] AT 97 1) B 928 40 I, JC LR BRI T
S AT REAE R T ST R BT, (H K DAAE DU T e S R
T . —LERR S T e K B A 48 RE S5 4 2 fik 35 5 T 44
BELE i K P8 P s, T 2 A AR R E Y, RE D B ik
SRFEREAL R AS . PN R 5 il (1) — WU AL — 8. B TR
HH A 3 B L) U R AR R I U AT [ % R P RE L
AE PR AT AH C o

WA A AL (&4 2 HDL 80R M X —EZHLH .
NEHE B AL BYEFERR Tk ik o R AR IR - 1 PO = 1% T 1R R it
KIRIRE 5 ¥ ) ik BE T EAL VB AL, RAER N s RRES T
AR HEpE B . BT S AL T 2 B R AL VE PR 2R
B R, (AR B AL 7 A S SAL RS 4L, T 192 f7
)T B TR ke i 2 B AL P B AL B IR B AL Y 2 EE
Mo AsBIUPEAEMFE SR E FHSHBEEA ALK
e BRI, BI85 (AL S04 5 R 40 i A JIE @ B2 &
ABCAL it o fig S g 5™ o

BATVK B, HDL AR S E BB )5, £ THP- 1 B AR IR
T E R4 i 10- 18 mRNA 7K 8 & _E i, CD86 #1 HLA-DR f¥]
LI FIE MR, CD86™ A HLA-DRY 40 i 73 b B E 3 .
T HDL %0005 05 B WA i, 350 e (PR 32 £ Th g, 12
BET 2R 2 RIS R 1B 7

5 HERE

KRE IR Y] HDL B A HT 28 A1 1) S 88 [ S 1) BE
SRUIRET ET R % RAE N B IR 41 HDL. 3 i
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