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e UL W DR v LA A W8 R 2 e AR Bl ik 7 O
eI Gt O ) 1 E Z G R . A8 45 T I AR 48 A5 s
SR T | = AT R AR 1 B [ B (low densi-
ty lipoprotein cholesterol, LDL-C)%& ELA4 5 3h bk ok £
AR AR H 1T 5 % B 2 (1 BE [ B2 Chigh density lipo-
protein cholesterol, HDL-C) T] i H. 7 3t h ik i #£ 4
e . — 223 AT e A a7 R B I HDL-C Wk 5
SeE O Y R R B A G . (IR HDL-C /K F- 8% 1A R J2
O B ST fE B PR ER . AR SO N BATR JLAS 5 T X
HDL-Ci#17 /41 .

1 HDL-C WA %5 K ILE

1.1 HDL-CHH% HDL-C 2 4 i 3 g & 11 fH A
it e AR /0N HL % BE S e B9 H I E (225 L3 D)
Koo IN o 6 A0 I 1 e R 350 4 T 1) 1 2 1 BT A i
WO 2 . B AR Y BIR R B IR 2 11 Chighedensity
lipoprotein, HDL) F%2 th i fig . # I8 & 11 A.C.E A Jiif
AV B B BRTE HDL 25 44 4% .0 oA IR [ e
Ko =T H 20 B K DXL A Ry — 2 B R B B
FE W AR U S IR [ R e A b R AR R 2 R
HDL @& Zf &5 E N, FEAHIEE D AL ERE
H A2 A PR EIEEN Cs E D] Ml—LEfik,
L W A A0 [ B G 5L 5% F8 B8 (cholesterol acyltrans-
ferase, LCAT) | IfiLiE ¥ & Bl (paraoxonase-1, PON-1) |
1L/ BTE A R T £ Tk 7K fi# B (platelet-activating factor
acetylhydrolase, PAF-AH) |

1.2 HDL-C W¥JTE& HDL-C ] KL% A [ 1 7 % 4
o MRIEEE i oKF)/N HDL A /305 HDL-1,HDL-2,
HDL-3, iE % A ifi. 3% " {¢ & HDL-2, HDL-3, HDL-1
AU7E s MO R B 2 8 S5 th 3. 78 LCAT MfEHTF
JIE [ 52 i 5P JBE O B A A %% 32 IS 2 1 (very low den-
sity lipoprotein, VLDL) 43 fi# B¢ i () 85 5 . 2% i &
A1 A2 SR WHY 2, HDL-3 FURLZ 70 K B AR /N
JE Rt HDL-2"' I3 HDL 28 Bt IR B 58 118 R K I ml 43

E£WA - FHEKARFAEEA T H (81370316)
BE1EE - Z2W), E-mail:936770315@qq. com

J «HDL K B-HDL ., 1525 58 15 4 Ik il fofs J ¢ Jis b 9k
J& »a-HDL X A 43k HDL2b,2a.3a.3b.3c % 3, /i
B-HDL W] 43 MRl B B: Bs SF W, MRIEHT & 2R &
H A E L HDL 4328 3 25 AUA 88 & 1 Al ) HDL
(AI-HDL) ., f1 % % I§ 88 4 Al. A2 ) HDL (Al/
A2-HDL) AU A # 5 5 1 A2 9 HDL(A2-HDL), H
1 A1-HDL & A1/A2-HDL J& HDL # 3= 3 5 4%, 1M
A2-HDLAL 5 236435, HAN A& A BAREA E
y-HDLA % 4 i i

2 HDL-C HyIh&E

2.1 PEEFEEEEIE  H R B m s & HDL
K TR T A A 2 U550 J2 1048 PN T Y A [ B i
0O 2 I AT AR 9 28 AR T DR i 1 8 = HE i 1) 3
e o 20 PN 9 B IE T P AR R 22 ATP 455 R Fe iz T
A1(ATP-binding cassette Al, ABCA1) 5 it i 8% i i
SRR ENRE B AL 455 HA U 4= HDL, 1&
A JE A 2L, 3 S B A= HDL AN W7 2 32 i 25 I8 [5 B, &8
LCAT g fk & il BB [# F g (cholesteryl esters, CE),
JIEL ] 2 i % 21 HDL JB0RE N 385« 3% 798 il il A k%
HDL, 0 [# B s 7 A0 [ 55 S 7% 12 25 H (cholesteryl es
ter transfer protein, CETP) fJ/EFH T . \ HDL ¥4iz &
LDL.VLDL Fi+ [a] %8 & JIg 25 [ (intermediate-density
lipoprotein, IDL) i@ LDL 324k Bk A BT BEAR 5. 5 1tk
[, VLDL IDL,LDL i = H il to 5% 52 3] HDL
Hr, HDL Py 4 it 0 R B g D00 4 T 240 it 2% 160 47 4 1
HDL 3Z{&-B 2 T & ¥ 18 K 52 Kk (scavenger receptor,
SR-B 1) i 5 1 £ B, 78 AT e 94X S 28 BH v 4
RN,

2.2 mEMHIER HDL-C Wi At HFR AT LU
il LDL iy S A & i sl SR 4R . Ak A& i 1 1% %5 B2 i
## [ (oxidized low density lipoprotein, oxLLDL) 5 3
ok 746 B A B TR B DT AR G . H AT . HDL-C B M A
FHE HARHL R % A5 2. HDL-C ik & Z Fh bt A
TR . B 98 e iz 19 S LCAT 48 B H Ik i S 1k 9
B .PAF-AH K PON-1 45, B A1 i A [A] 19 1 27 B i
il LDL f 4%0 {6 & o a0 R DL 401k A8t i A v
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AH L B T B8 60 9 M K HG 7 A G SR A W TR R L IR
LDL g it i AL Y 7K F 9820 oxLDL {978 B S HEXT 1
BN A A By 05 [F] B, 8 e Bt HDL &4k f&
HDL 25t Mz se. 74, HDL-C g 1 A 5l
HA B AN,

2.3 RIER  RAETE S IK s GE A B e i0 2 X A
AREME R SCHEE . HDL-C 0] DL i 2 Fh L i
WD SRE 1 A A . AEARSE AT LARH [k B A T 5 G R
() P Bz 20 L5 6 5 T B 3 DA e J3E A4 i 7k 7 =X AR 3% 7%
R P B2 240 v of A 440 M G B 20 5 1 (vascular cell adhe-
sion molecule-1, VCAM-1) , 41 Jits [6] &5 B 4 T 1 (inter-
cellular adhesion molecule-1, ICAM-1) 1 E-3kE £ R 1
Tk, RN KRS ARBEEA AL WEHA
HDL (reconstituted HDL, rHDLs) A] DLk 2> 5 ik #7453
/N BRI A P B G B AL 7 10 358 L BRI 3 ok ok R A4k K
YIS 2 B DK RE W A I - LA B L ) 2D T
I 7K - 59 3l Jok 5 1 2 S 260 2l Jok i A8 P IR/ R v
L 240 10 B IR 9 o AT A PR B B & A . HDL ik i]
MR 3N F «B(nuclear factor-kappa B, NF-«B)
B BT sk 2 i 988 SR FE I F o (tumor necrosis factor a
TNF-o) A1 40 A % 18 Cinterleukin-1p, 11-18) % %
S PR~ B4 R TR 00 T A A 8 00 K 3 B bk ok A A Ak
g A28 HB A 4 JfL B [ B 5% 3% 02 (reverse cholesterol
transport, RCT) . 5| # [ W 40 fg IR 3E . ) 1= S5 ik 12 &
HPRIER .

2.4 FmEER AP RS I i B 2 RE L BE
I 16 14 28007 e HoAB AR B B i TG A G, C 2N
i 240 0 3R T A — > B BT EEY) T L 0T oxLDL R i 3
T E A C AL . R oxLDL 38 Al B 42 5] & 1fi /MR
FHBM R AR B 2L B Rk K 3 in . HDL
Al R LDL B S AR L i xd 8 1 C s AL
il K 9/ B 1 P Y 7 A BT K 30 0 AR B D RE .
Ab  HDL 36 a] L o 3 i — %046 AL 1 21 26 3% 55 40 B
Y5 A B IR DL R A i A% % A2 (throm-
boxane A2, TXA2) . IfiL. /M i K T (platelet-activa-
ting factor, PAF) S50 5E W) BT 1 5 JCFT N 8 3 fie 25
AL 52 ) 1t VR ¥ [ R i A 0% . HIDL W] 1 i 26 218
21 VS il R % 15 4 (tissue-type plasminogen activator,
tPA) G L W/ £ Vi i IS OGP0 A 1 R 1 (plasminogen
activator inhibitor-1, tPAT-1) i) & B & 2L 27 175 1
R,

2.5 WERFPIHNE HDL-CiEid 5 SR-BI 44,5
BT PDZ 45 #5491 1(PDZ domain containing
1, PDZK1) i) Sre ZZ & H #% I Mt LB 3 ¥ (phos-
phoinositide 3-kinase, PI3K) il & [ i i B (protein
kinase B, AKO W¥E , T8N Al —F LR A (en-

dothelial nitric oxide synthase, eNOS) [ # F2 1k 1 b
J V1R T 1% 28 o SRR — A R A B B i X Il A
PR B R D fiE. 53 Ah, HDL-C 3 ] LA 3 4 4
oxLDLIE & & 38 /0 oxLDL 7= ¥ 3k [i] 4 52 30 % 4 Bz 1Y
PR9 . oxLLDL AT P B2 40 A 28 14 IR FE L i 7% R
Bz i) SEREPE . oxLDL 7E 3l Jik 545 FE i AL JE 1 i 5L 48, mT
L8 PN R 40 2 3K A% 4 R 285 B BT O 2 o G 0 b
PR #S L ] 7 1 (monocyte chemotactic factor 1,
MCP-1) F1 B W 21 i 4 7% %13 [H F (macrophage colony
stimulating factor, M-CSF), H 1, MCP-1 i #t 5 #%
20 10 1) PN B 20 AT A O 5 N B AR &5 5 L T M-CSE Il
2 B A0 L 1) W A N % Ak . HHDL Ja i # # LDL
(A i TR 2D B R 35 B 9 & 4= . HDL 36 7] Ji
i ] oxLDL & J A0 3 i — 480 Ak 0 B 8 i o /b i 4
S LA MG . Ak HDL 38 RE 9% T = 5 51 30 86 &
] TXAZ @5 8. 3 R AR 1048 16 % D16 3 R I 7
g B oy A

2.6 fREEmMEEM #IKES rHDLs &8k AT L
0 SN A R S O B s B I A Y B A il A
R, AR B i )N BB A rHDLs A 3G T Bk
I AL B A0 I A Y B R 20 M L O LR
(977 AL HE T A1 JE] A% AR 1) P R AEL A B Y oA . 2
[R] B B PISK #1051 LY 294002 B, rHDLs %f 4 2
L2023 A B A FH BRI B . fHJ& , rHDLs AR 3 N
Bz — AR Z /N BRI A5 A B . DA R N A3 B
Hi ok Y A vk 2 HDL o 9 3k W] AT 3 i PISK/ Akt Al
eNOS ¢ 3 v A S AH 20 M/ S 00 1l 45 2B . SR
F e R AR S50 L 7 i S8 R 0 8 T R 1 42 3 A LUK
JE B e ) HDL 3 A VY . Bl S 20X Fh
22 S EYHLEH AN VERE . AN IR SMBIE ST IESE R W] HDL
NS H M KW B Ras/ 2 28515 AL 3 A B4 (mito-
genactivated protein kinase, MAPK) 4k,

2.7 Hftt EAER. HDL-C % iiF 52 76 4 R i 7 i i
BHEEEMIEM. T HDL 0] LUl 2 BB R 2 i
S i 5 Z KT B B R RES, E bl CETP
kTt E HDL-C /KA T 2 B8 bR 58 10 s 45
i . HDL-C i nl5@ i 2 3 =B AR H 45 5 %2 1 Gl
(adenosine triphosphate combined with transhipment
G1. ABCGL) A1 7~ JH [5] i F1AH 5G 480k 2 [ B
4 B A RS R R DR A W A RN P R A L S B B
AR

3 3|#& HDL-CRERMER

3.1 HBEER W B H b A 2RI IR
JiR D BE DR W R RS0 RT 2 BBl PR s 25 AR5 o
3.2 BEEFR FUMHE G O M FRE S AL . a4 A
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BEMLAE 375 7KW 45 o A — 28 HDL MG R iz 3 H Al
it 248 e A= 3t A 28 A8 AR 7T 3 B0 HDL KPR

3.3 AFEEZR EHEE.AmmAKEESTRERA
(R BBE R 50 %6 ~6020) (IR A,

3.4 ZYMEER B ZURBHEGH B BEHR P i R

4 FEHDLCHAERMAE

4.1 F¥i HDL-C B/ 3%

4011 JRITPEAEWE AT I 36 [E I R R T
S 5 PU LG 7S 8 AT 2 18000 AR A 0 200 A3
AVE RN, RS HDL-C /K F 5 7048 56, K i
B TR 4.5 kg, 3% HDL-C 7K EF+H 0. 052 mmol/L,
Fa o IR B LR D B K Ak A 1 B B TT AT R HDL 5
R B, 03 HDL-C ZKSFE™ . 8k oM L 38 S AR
Y] i HDL-C 7K S48 i1,

4.1.2 ZYNRRYy

4.1.2.1 MR MR ZEJETHE HDL-C 7KF 1Y e
FHZ5% . AT LLAE 3 HDL-C /K P34 Jm 16 % ~25% , 4
2% HDL-C By 20 it F19s /> VLDL B4 . [ i i 41 11
JHE XS 2208 26 1 AL 5935 BR A 1 I8 [ 1 508 1) e iz . (L
L H AR B3 BB WS HLA AT s8R ™ R B R
N7 o A5 A0 TR 24 245 W L TG A I DR L % 07 FH 8 i el D
4.1.2.2 0 DURRZE DUARR28 R AK = BE H K %, 9
HEETH R M E HDL-C /K 5% ~15% ., WHeZZhy
3 o O Ao ARk W Tl A 3 B ) 0TS A2 AR (peroxisome
proliferator-activated receptors, PPAR) ¥4 5 Jig &4 1 i
(AR T o A 1 5 =56 H vl A 2L BE GOkE A LD fin 3
o 01 R I v N O Al 187 2R TR A YT
FERH LDL, D259 2805 E 0 AL Al
A2 5 g, i F 2 HDL-C K F

4.1.2.3 AlyT2E MITEGY T Z TG .
YR ATT 2R 25 W BE il HDL-C 7H& 10% ~15%, i@ at
T MR 3R -3 FL — I A A A I R . B
VT B O A R AT P v 0 7 A B B % 5 g I T B 6
A5 T AT i 2 R [ @R LDL-C. X oA R M
JFL T R afi i B N FH B HE AR AL TT 80 mg/d BEoE MRl TT
40 mg/d, B #F #Y HDL-C K¥Em Jhws 13%., 4 1T A,
11 B 795 1l B e A8 2 1 P 8 B0 590 2t 7 B 46 £l 7T 98C
AT A TT R SE AR AT W]l HDL-C T3 % ~
12%.,

A010 204 JDE T P R AT A AR GR) e LR AR IRV TR
BERENERIBEN ST RE S T RAL Y
R0 S G VAT o BEL 0BT IR 9 2 ) I R O 3 . W A Ok
Jie F1 2% Sk R IH 25 ok I i e AR 2F 418 B 1 AL A&
11 R 8 HDL-C 9 A4 J, 1T ff if 2% HDL-C Ft &

5% ~8% o oy — 7 iz 1t AR 1 st Rz i A0 ) S50 4K A 22 A e
— PR XN AL B Y B 4 8 A R AL S .
WL R G AT RS E SRR A
B2 Ak B 1) 41 ) DL 0 e e s g R D . AR BT 22 A g
g ffi LDL-C K = [k H ol B AR ik 21, 826 /01 11. 1%, [
mHeE HDL-C #8in 1. 7% . 55 b iT 2259 M e, 1K
722 A1 55 AR AT 2 25 W Ik G 07 H AT DAk — 20 /b
LDL-C 12.1%~13.8% ., =@t Hih 7. 4% ~10.5%, T}
B HDL-C 1.4%~4.5%,

4.1.2.5 JHFE R zEAMWHR  CETP Al DLy
I 2% R 2 1 e ] R = T b A 38 $8 o I
HDL #3% % LDL ki, #9% CETP nf # & HDL-C
KL A% VLDL-C #1 LDL-C 7K,

4.1.2.6 RIBEA AL ESH HIEEEHEA AL 2
HDL-C (% 5 244 i 58 43, 7T i HDL-C JK -3 . 5
U, — R R & ) RVX-208 B IA E AT 3 1 52 ) 26 A
B AL AR B FEIEEA AL AR, 1K
FOWFSE S04 B, Hoxt HDL-C /K F B B E 15 .
E7E NFERFIE 3R R 3AR

4.1.2.7 SR-B I #il5 SR-B I J&—FhigiH K%
T, AT g & Z R IR 8 B T/ S5 HDL JI8 [ /9% g 9 8 4% M
B S LA SCHH P B b ) i 2 IR [ e ) 3 ) i ds . N2
1 SR-B T B R R4S H AP fgk Rk 5 i HDL-C K
ST R R OGS TS I T A [ B HE B A AR I Y T B
RV A S0 Kook A 58 1 9 R . SR T 3k 3 3k R BR %
FE /N BROBE 52 249 % SR-B T 40 46l 390 79 57 3 ik of3 A
R BB (A £ T B8 . F Ol B 58 & B SR-B 1 B2 5% M)
N R4 95 B Chepatitis C virus, HCV) B4t i ¢ 8 57
ik — 206 HDL 54 R G R KK, 1TX5061 2
—Fp SR-B T #4551 , HAE K HCV 3l 31 1E £ i IR T
K, TEAL HDL-C Fi sy = Bt H bk o 8 2% b gy o o5e
R, ITX5061 7] 580 HDL-C 3% i 20 %6 , 1fi AS 5% i H
i N 7K R A G T 25 W T 0 1L s BF
FEMARE

4.1.2.8 #&& HDL gy &i¥  S¢Pr b, % HDL
IRE Y PFH AR Sy o0 18 = 1 2B XU B8 B ie )« AR
T HDL-C KF-, HEGB R Z N EEMTENAYE
FEVETT B s HDL Digg. filan, JiF X Z @i sh 7, —
Tt A g i 2 S DR T LR R s 396 ) 5 s ad
MR R, CAMRMIE. ZFF X Z K5
FITE S PR 1 AT 2950 3h koot #6658 Ak A . 1L [R) B
A AT 10 B o4 R s 04 AR B OB BURE D . LCAT a8t 4%
B fE 5% HDL /KP4 0C AR I A 183 15 I 3 Jik
siFERE AL . FEZH M A28 LCAT 7] fiff LCAT k[ /N B
NI A RN N1 [ = S o T o S i | NNPNE % N 3
B ACP-501(—FpE 20 LCAT) ] fdi 18 1 .0 JIE 5 58 3%
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IM¥E H HDL-C 7K-F- 34 fn ot ki LCAT Bk b 8 #5 1Y
fg. Wb .ie4 HDL ZARE 1 A1 B0 i 77 o T
M F#¢m HDL Zfg- .
4.2 FIW HDL-C WK HAr HDL 172
WEFE R 26 R B 58 A+ HDL 259 09 1 PR 3K 25 R —
B, 2007 4R A 00 R B 0 Y 338 5 i oA 1Y B
HLIFHr anacetrapib B 4E A Cheart protection study 3-
randomized evaluation of the effects of anacetrapib
through lipid-modification, HPS3/TIMI55-REVAEL)
WFFE A FHVE S X T & T 2K 245 st 0697 )G
14 3 Jok 585 A A Ak 1 1 A8 AR L R ] CETP 411
il 7 anacetrapib W] DLk — 20 BRI 32 A RO 14 5
TR AR SR, ik B L torcetrpib/ BT 4E
A 7T 506 5 BTG A Al 7T 58 T A4 e 30 ok ok A B AR 4 T
(carotid B-mode ultrasound study to compare anti-
atherosclerotic effect of torcetrpib/atorvastatin to
atorvastatin alone, RADIANCE) | \RADIANCE [ X
gk 0 9 S8 A BK T torcetrapib /BB AL TT 5 5 BT HE
Al 7T 5 IR Bl Bk A P S L #AE 5T (a coronary
IVUS study to compare torcetrapib/atorvastatin to
atorvastatin alone in subjects with coronary heart dis-
ease, ILLUSTRATE) 3 Wi s¢ 45 4 B /n . CETP i
il 57 torcetrapib M {3 Jt i HDL-C /K-, fH R fig 2
8 (B S DRI RERE AL A2 i 3k e . Dal OUTCOMES
(a study of RO4607381 in stable coronary heart dis-
ease patients with recent acute coronary syndrome) fff
5768 CETP M50 dalcetrapib {¥ f€ 7+ & HDL-C 7K
- ARV 2 T AR B K £F G R R N R A TR Y
KA MR8 1 ACCELERATE (assessment of
the clinical effects of cholesteryl ester transfer protein
inhibition with evacetrapib in patients at high-risk for
vascular outcomes) #ff 5¥ &5 e 7n CETP #1 ] | evace-
trapib Al ffi HDL-C #7%&5 130% , LDL-C [&1% 37 % (&
1.4 mmol /L) (E AN 8 35 19 LDL-C B i £ oK ok
F 2O A SR

HPS2-THRIVE(treatment of HDL to reduce the
incidence of vascular events) 8} 5¢ fil AIM-HIGH (nia-
cin plus statin to prevent vascular events) #f %8 3IF 55 ,
BLFFEIR Tt im HDL-C Jf A G fdi B % 52 45 . AIM-HIGH
WEFE R W] X5 & A 2l ok o5 5 4k M0 BE % Al LDL-C $2
il B 3 0 BBl Bk oks A B Ak 1 i Bl SR AR o R Y
bV 25 W0k & I R 16 9T B AT B I oA Il i S R .
WA B0 T2 R 2 s s R 0 A BRI T R I
B & VR & A F Ll T — SR T O R A
I, HPS2-THRIVE ¢ b 4 9. 1% 75 1 FiL 00 72 9 1%
A 3 R = 2 e B ek ELE R A T

JUTE AN KRN T AE T XU B i 50 42 R
2 I

BEAN R R R $L DU 4% BRon] A =k H v oK 7 BY 8 T
15 (=5. 2 mmol/L) B & iy 3 B2 8 351 1) & E R,
40 % » [A B HDL-C 7KF-FF 5 0. 13 mmol/L, {H J& Xt
F HDL<C1. 17 mmol/L. = 8t H i if % . LDL-C /K F
T B E R A LR R AR B
2 RUBE PRI & I 1A S8 S8 3 AR T DURR 200 mg/d, Fifi
Vi 5 AF A LT 0 BB L et otk 3h ik 52 1 & AR R OF R AR
B A 3G T R s kg R BE T R

DL FRFSY 0 25 SR A3 HDL-C % U if i ¢ 45, {3
J= REVAEL () B AFF 78 45 J A5 15 00 AR 15 2 2%, 4
TERESE  HDL-C A 85K FE A 38 T, & A BT X A
WS BRFR VAR, toh, 522 a5 CETP # il 57
A . anacetrapib H A B 5% A R LDL-C W/EH . 45
W @R Al LDL-C F&{% 40 %, 5% T evacetrapib, iZHF
RPEMFEEARLCMEFMHREREERAT
HDL-C (7} i /& LDL-C (1) ¥F — 2 BG4 A 15 1t
— gk, SUSTAIN K5 5 e RVX-208 ¥4
57 24 J8 J5 HDL-C 7K V(9 28 4k, B4l i R A A 3k I 4
FOKA BT T RVX-208 25 al/E R #2 & HDL-C 1y
— BT AL Z Y- L A B X HDL-C T fE & AE HI AL
A B I, % T HDL-C 254 (0 3k — 4 & 0%
SRR R AR 25
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