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SEHBALENBRERAREEBRRASSE AR EEAREE ONEST, AR LK & F EIE& a2 B 8K
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[FE5THES] R363

509 ( coronary heart disease, CHD) & HH B & FIM L
PR R S BUE R 30 Bk E FEAE AL (atherosclerosis, As) T 5 A2
IRt o 7E As FITE Lo B v v, AR B ERE R 19 (low density
lipoprotein, LDL) — B 5 & A AT =0 7L, 2/
3 (¥ et .02 955 B2 # LDL JIH [ B% ( LDL- cholesterol, LDLC) & U
T B i i A5 B 6 45 B AR Ak, B AT K AR T G 7 BRR A0 9 A
HATA N, BrRHARFE 4, S B REE E (high density lipopro-
tein, HDL) X HiA & & — A Al 24 E 2R K

I PRAT 95 27 B FE R BH, 20 Sk o8 45 B8 e O I 90 1)
KAES M HDL K-F 2 fAHE. B AT HDL AR5 As ¢
RO WA IETT 3 KW FE T8 40 P O 18 500 1 B 78 #4415
A % HDL ACS HAE = ZE 452 11 & HDL /-5 1Y) I [A] A3 ) %%
12 (reverse cholesterol transport, RCT) 2%3t, B HDL {3k 4 &
iR 2 KRB B R H, £ — RS, REHEE
B FRE, DARE A P O [ P R HE 2 10 T 20 e A b o I [ i 3
W %18 TP K — R B A SR T 2 1 R IR i A i 1 AR A
(Rl 7=, BF 9t 1% e ik (R K ik R 7= ) 5 ifil 2%+ HDL fiH [ B
(HDL: cholesterol, HDLC) /KFHIK R, MR L As FIX R
B2 As TR RR o7 4R A B 22 1 B0 40 U T I SR A
ASC N — F 1 55 I [ 305 [ 2 3B AH G IR R R e Rk 7 )
AF, i 5 L HDLC /KF K As R K. X TR
HDL #8 = % FE A 25 B ks, G035 BT & 19 Bir A He o AN 48 2
H, B EN— D BEREA SR E SRR REEH. T
HDLC A Fig H v i [ 2 &, T8 sle B Aar U 1) — AN A, W
[WisHHE 20050411 [fEE BEA]  2006-04-09
[1EHET) PhBE, WL, W58 05 W 2k s kool R 4k, 6 R d il
0510-82727501-3188, E-mail ¥ sspingsun@ 163. com. & 1E & 38 REA,

B, WA S, BT A D K R R AL, TR R D 025
86862888, Ermail 4 Imfan@ njmu. edu. en.
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#8735t HDL ) 7K-F MARHPR DL o

1 REnRESEEREQKFEHNERRE~

11 =ZHEBBREEAE¥ET Al

A [ BEE R 3 R g A AMREI HDLY . KM e 40
JEEA HDL 22 [ B¢ AEL 5] 852 7~ 308 2o WS A 0 556 K AP SR R A FH X
3Lt JFG T R T A T UL B A R O FE B T, R AN . @B
e 1 B35 18 RS2 4K (scavenger receptor BI, SR-BI) 41 5: SR-BI
A [ A L 2 3, e R i 25 IEL I B E 40 B A0 HDL 22 7]
MR, HDL &5 SR-BI [ 45 & 18 I8 ] B2 X0 ) it 0 2 o
SR, AL 16 GO T IEL T R R B AR B . D= BERR IR AE S
BFEIZ T Al (ATP-binding cassette transporter A1, ABCA1) Y
5 ABCA T 2 — i BB 528 . A 5 15 958 &40 A, P 937 B O G
TR B AR SR IR 1t 20 7 I R ShIR e, RO W) v T DA e
77 3, A E I e 30 e e i ol A E T B PE . AR #% Hamon
P A HE M5, ABCAL HE SR B I BN BRE A
AL, TERBERE —BR G E A A-1 26, ABCAT B3¢ 124 4
JHO P PR LT P i B 2 A b, RS A6 BB AR HDL |,
&3t HDL W% # o T Tangier 3% A B T~ ABCA1 (Rl
BUH ) 20 e L ] 1 60 2 i P 9T PR, S N ) JIEL ] 7 3R
SEAEFAR P9 B R 46, 3% HDLC AP ARAE'Y . B4% ABCAT 3
PRl 5R A8 W] S B 9% HDLC /KPR FEAIR, {H 2 #3838 ABCAL J&
M3 HDLC 7K-F A 75 TH i s As 1R XU A2 75 AR AT i 0 — 32
2.
1.2 WiREEtAEHE —RE Bz Bt R AL B

28 I T JOEL T B 3t g — I [ 7 6 B A% B2 8 (lecithin choles-
terol acyltransferase, LCAT) f# 4 HDL 3% [ 5P 8% /I (1) 25 2 £ Bk
LGRS B 8 0 [ B 19 58 3 LRk, W 2 % A 0 O B IR,
JE# AL IR [ BE S ( cholesterol ester, CE), K| 2% 2% Ak ¥ 1M
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B HDL MARF % 0. /ARG T LRd, MRk
LCAT W] 42 /& 1 3% HDLC 7K~F, Tfii LCAT B¢ I {3 1f %% HDLC
P, 7EANZE, B8 LCAT $Z b B 8 HDLC KB E A
A-T7K-FRR B AR, IR O AT R EH A A- @1
SRR .

IR R E RIS As N XARRE RN, £5
R £ M 9% 1R 5% S i 634 LCAT, 7] BRIk As [ R 4 (A Thik
) LDL SZAKAZTE) , T 75 /N B b s 1k AN [ LCAT ZE [, ) &
BAs FIRA, BB BA By b R4 As IEHE . X 2&FHN
F AR NEARBERIE G THRE W IE [ B BE 5408 B2 A ( choles-
teryl ester transfer protein, CETP) o 33— 25 75 /N B o [F] o) 4% 2t
[Al 751 35 LCAT H1 CETP, JUJ f =1 I [ 2 & 51 2 1Y As 453 3
T, TR A CETP T JE LCAT 33k B/ B U ¥ A I F
Bl As [ 2 SR . X e 9256 3 BA, LCAT (3L As 1B 75 28
CETP B [F 4/ FI Fl LDL 3248 (9 1E % £ 76 . £ A5, LCAT &
(Rl 658 BE 5 38 0 As B B BV A B R I AR G 1 . B4R LCAT
SHDL AR A F EE W, (H'E 5 As KX R PBHANTE
. BIR LCAT 84 Bk Z A EE 40 B Z (£ AR W) #F < 35 0 &
A As R, (2 3R IE LCAT BE 75 M1 As IO R B &% A
G—ER.

1.3 BEXEEBS

T JIg ¥ 12 22 A ( phospholipid transport protein, PLTP) Fl
CETP @ T — M # B & Wi PLTP HELBEAE N I8 E A
WAL BEBRL ( chylimicron, CM) \ARK Z NG & H (very low
density lipoprotein, VLDL) BA &% 4fi fii % %% i2 & HDL. J H
PLTP 05 T HDL -5 (¥ &) 6l 40 it = AR ] e R 8 s o

/N BROBT R /5 2R 0% PLTP AT 3% fin ifil 2% HDL 7K T, Jk 2> As
M4 . PLTP 5 (R RAZ F HUM 2% HDL 7K -F B, WL, /D R
I3 s PLTP /K7 5 HDL K P — 2 B R o (B N,
PLTP 5 i 3% HDL /KF LA K As [0 RIEEH BH
1.4 FEERMEHE

g & A N5 Wi B ( lipoprotein lipase, LPL) 3= £E JIg Jiij 2
UL B O LA A B, A A 1Y) LPL %08 %6 22 B 40 1l
N R RTE, W BB BT KB A £ P (heparin sul-
fate proteoglycan, HSPG) 4§ & #£ W R 4 s % 1. LPL = ZL/K
MR E & H =88 (wiglycerides, TG) HI§ & E 4 CM 1 VLDL.
BE%E TG KM, CM A1 VLDL 2 T [ % A5 A3 i R A 20 3,
# HDL i 3.

1E/N BRI A ZE, 3R LPL Al 7 HDLC /K7, LPL &[4
S5 B PT B0™ B ) vy v = I IRE AR 2% HDLC 7K, 1
LPL 2[R AR J & F AR UL 2% HDLC KT AF& 5 LPL
HISES 190 T () HSPG. 76 A2, FIT &5 4kt
SR LPL 45 &, T8 BRI i PR T 35-LPL 810" Bl
F M P, {8 M3 7 LPL (96 v B B3 . M AT Ak 1)
LPL iEME 53 HDLC K FEE B HEBRRDY .

R B R WL LPL B[R 5 AF . LPL 56 (K 0 4 S5
AF 201 AL RABENE (Asn) B2 H R (Ser), AJ FEARK I
# HDLC 7K °F~, 3G Co I8 95 1Y) S 56 14 LPL 4 R SR AR A8 28 9
B R &S RS B R AT Tz, 389 I I 4 9% £ X\ % LPL 5

[RI 565 447 47 22 SR 1) — A 4% 1k R 2R & B 1) LPL Dy #8611
B A, A 23 sk h g, H kel 38 i i 3% HDLC 7K1, B
1% As ¥ R

e 2R 19 15 T 19 14 4 404 5 437 W] g 2 1 2% HDLC 7K T~ 1 &
BERE R . LPL B2 R EE /N A R 20 VLZH 239 R34 LPL
BN B 238, FALR M SZ TG 1 HDLC 7K 1F %5 1 f1 R 76 &
BEIWLZH 2R 21k LPL B/ R 2 228, 7R/ BRI 2% TG 7K
FIE#, HDL /K F BAR! o 3@ 3 5% 3% (MR 12 4f LPL £ 2 Fb
LA LFR R i 41 29) ROk, W = BR MR IR K LPL BB /s iR
M 3% HDLC KFTH i, As Wb o AR, 38 ok 24 9 ) 8 32 v i
3% LPL ] DUBS in 2 1fl % HDLC 7K °F, FEAG As R 4. 1M
B R LPL R R I RN A 0 /0 B, U0 AT i
As 54, a3 HDLC % s mat' o s i iid sk, Hig iy
FLCLAE 2R VR (1) LPL J8 i /i CM F1 VLDL 48 2 & TG 1)
BEE A, MMiHm i3 HDLC /K F, R As M) EE,

2 BRRmMERSEEEEZEBKTFHERRES~Y

2.1 FBEXRZFEK

B I 4 3% i K 5% 44 ( SB-BI) & 5 HDL.LDL Fl % {1k %
LDL 45 % Fh LA 45 &, &Mk — A S 40 i 5 HDL 15 i ¥ i 2
A, X% HDL 524k . SR-BI 15 A5 JH- 41 i 44 Jig 25 23 40 g %)
HDL AH [ B A P M B 0 AT B E . B RER
B 114 AL ] e i DA L 9t DL s - 7 5 1 2 0l H A4 4b
T A 2 i 2R 2R 4 B9 58 L5 b iR A0 52 5, SF S B HDL H %) JiE [
R T A S 2 R B B R ) 7 . BT« MR
HU” B0 SR-BI 454 HDL J5, R & 5] HDL 4% 0 (% CE 3E 21
M, FEARA T3 HDL 4 Uk (1) P A PR 3R UM B8 i, X — i 72
R ) JFF U 0 25 ] 9 7 4H A ik HDLCE ) 3 Z g 2. SR-
BI jd i { ik M [ A A1 9 A /i 5 4 i %S HDLCE 1Y 3 9% 1 5%
B, RE7 1L 355 25 AR [E BRI CE 75 3 Bk BE HEAR .

FE/NER, SR-BI 3 [N %A RS, M3 HDLC /KF T+ i&; SR
BI 3 Kl 22 48 [ 414 T 8 SR-BI 4 B 2 37 T X 33 19 16 A R 38
AN I3 HDLC /K, 1B As 1 F BEED 038, A0 =, AT A &
R SR-BI [ 4% 2k A /) B RIS I 3K HDLC 7K F B, (2
LDLC Z-& # e &R (A B BE AR A A9 KTt L BEAR, U507 9k 2> As
kAN,

TE N, SR-BI 15 K B [ H 3718 R IE . SR-BI 34 [
ZHM5 2K HDLC /K TFRAEH BRI X R. SRBI 51K
HDLC %% As (¢ £ H AE A B 80T I SR-BI 7] 42 &
JIEL [ T ) 380 [ %3 6, (LI 3% HDLC 7K P 1) A 5 7T B 1 N
As AT SRR . R ik, SR-BI AR 3t IH B B2 1 36 1 %
iz, MBI As BORZE, 2 —ANBBE P74 .
2.2 BEEEREREEE

IEL [ P i 45 328 2 9 AN AT 3R PLTP [ J@ — AN X 5K ik, 78
RCT T 72 71 CETP 15 CE 1 TG 1 #k 44, 4118 T CM.VLDL
K HH 5 HDL 2 [8], A543 A AL T HDL M'&E & TG & H
L+ CE 5 TG W#is kx5 . {E CETP /£ ~, HDL, ik A
80% 1] CE # i\ E #4# #] VLDL. 9 [f] % IR &E 1 ( intermedi-
ate- density lipoprotein, IDL) FI LDL X5 # B8 A B MR &
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BE, R AEHEES B EE QS % iE B il =k,
CE BE##1 LCAT W& 7, CE M\ HDL, # HiJ5, LCAT B35 ¥ Pk
2, I E s AL 4k 22 31T, B LCAT F1 CETP A+ /X — it
T2, i HDL 3 [ A1 7 41 23 40 i 3% T 77 42 A7 AF — Ui &5 E T
LI B 22, 41 B 2H 23 (¥ BE I /2 75 CAAS T 1] HDL %% %%, -4
B & (M 3% 7 (¥ IDL A1 LDL, & J5 v] B AT LDL 52 4875 Bk, M
M58 AR 50— 26 M B2 3 10 6 02 @ g . MRt vl Re g A
ST B B R, AT B T E BB As BRI R

INERANZRIE CETP, [H M #% 2 K 5 38 1% CETP o] B & B& A%
3% HDLC 7K. FH [ B g 4% 12 8 A6 = < 5 3 HDL H CE
&M EA B G E AN RS, 54 HDL # CE ZE .
TG B&{%, VLDL 1 LDL " CE ¥k /> TG 3 i, H 3 & HDL I
i, U2 As B 5 IE M. CETP 5 HDLC FlIl As = H A1 HI < R
. CETP SRFA T REXT & O 5 A (R 37 78, 5t BIF 52 FR
AR As IR R, 75 H A A BE A 8 A HROE CETP 2 K 6 B
P24 T A 91258 = (0 HDLC MR A AT KSE, Hx
B RAEAEKHEY . BIHAT L, HAERERKIE 1

M BT, CETP F1 As (1) ¢ F A1 2 A B 1, 0 20 F AR
HORWWHERZRXFEREMR. RERTHZRERR
UL, CETP B 8k [A 1) 44 & F - HDLC /K~ & w1, 1
FIE A As RAEMINTT . BRG] CETP )35 v] S48 5
M3 HDLC 7K, (HIEA — 2 REFEAK As BIRBE PE. CETP 47
TEF A T BBk BB As t — Al &3 ieE A B fiF
T HEH CE 7] LURE LDLC A1 VLDLC /K ; Bt As T —
AL B A1 A HDL 43 5 5 i BHDL % i, I8 44 i
i B IH [ B A BT BHDL % . Bh4h, RCT L2, 7E CETP {E
FIF A BB HDLCE B& 7 38 1 45 2% 52 4 JiF Wik 43 B BL Ak, 38
TG 9652 A 3k N FE B Bk BE TR 8 41 4H 21, B ik BE R
CE % BARAE(EHE As K B . CETP BRI &3 1+ LDL i
R OR, 54 MR LDL 52 44 56 A 77 BRI, S 80Ul 3 LDLC
KT, BREFER As FI—ANEBERE .
2.3 FFReRnls

FEHG 5 ( hepatic lipase, HL) Al LPL % X & & FZ [F 5
P, B R Kk . HL 8 H SRS &, & 6T i
SEJE [RIBR N A R T, 5 HSPG A ME A

AILPL #H[F, HL A TG FI /KT 14, {2 HL [F B 387 B g
M. N2 58 BEA B BE A KN, KE VLDL 7
HLAD IDL, 38 5ok ) 4K 5 &k 2 FO {2 3F LDL /42 o HL tH
YEF T LDL, 7K f#t TG I8 AR, M T J% /& /N F50RL 3L % 1 LDL,
HL 125 HDL 1A, 8 K B0RL HDL, %78 /N 1 250 % 11
HDL; .

JFF e i g 34 A5 #7482 16 L @ i HSPG 5 JiF 41 M 35 T A
e, SR EUEE O B AR G M HDLC, A {23 44
M B B G R A B 2R AR B B R HDL = 0 AR ] A

IEFRZS T 3 b HL 3G AR AR, AT R 5 HL IER 7
T AN E R HSPG, Rl e 4 R 5 HL 45 6, T8 CnT ¥ 1t
“HFE-HL 2497 B A, 46 1 57 4 HL 55 1 05 3 &
FE/NBURT NS, w1 I 2% HL & M A) B M 2% HDLC /K7,

J%/INTTT 25 9 HDLs , 1 HL k2, W A A % 4% 4 HDL $#87 .

JET i P T 1) 56 [H] A2 46 6F ifiL 3% HIDLC 7K T [ 5 i X 2
il N — BB, W HL th 5 e R L F/E A A4 Be G
B R UR

JFFRR Wi BT As B S AR &2 4 . — HeRR AR IE HL 1)
ERZEMESHINE As KU HE, 25 — S50 L RF 75 8 &
FZ o ARG HL 0935 ¥4 AT 0 B 42 % HDLC /K-F, {H i T HL
WM 5HBEA B BEA MR, Hh M HL X As F520 5
ek, RIEAIRE HL SEZ 8N T As FIRA, 80 As R
BRI, 75— TR AR BT K As KB 5L
H R B HL B3E MR o R AT e AR AE — AN ELAR M HL 3%
JIKFE o KA HL &M HL K Fral Bl 5588 B @ B B &
F1 R0 19375 Bk, AT 398 om0 I 95 1 XU, T oK T 1 L
PEFTHL KT M &A% HDLC 7K, 38N T As 16 B R .
2.4 MNEHASHHES

W 40O HE G B8 ( endothelial lipase, EL) & 1 v = Big i
FERFIEI—AF R, £ F 451 15 LPL A 44% (1 R
P, 5 HL A 41% K RIJEHET ™ . 5 LPL & HL AR ¥ 42, EL
BH P R AH A RO TE AR B ER AL AR . EL F ER IR &
i M i3 P A K AR TG 35 1Y

B I (RIS BRURT A b v 3R 0 N 26 BL FE TN, AT B 2 AR
#% HDLC 7K°F, A1 /% EL 2k Rl Sk [ 1) /) B 2% HDLC 7K°F &
T, R Y EL £ HDL Rl — M EEm !> 2,
AN, 4> FRAT R T A R I EL B R R AR LR IR £ 1 B
HIRZAME, Kb 584 OT 28 5% HDLC /K7 F £ #H &
HISRHE™ o BL AL T M Py R 4, B R A 2 AN N T
R BB P EE Y] A R T, L EL I 5 R JR 0 B A% 4N B R B
AR I EECY . DL BRI, EL 7E As BT R thile 5 —
SE RO FH, BT R id ik [0 32 B2 ma i 3% HDLC /K7 B i B 35t
I BE T A R R T B AR A B IK AL B AR SR 2 5 As T
AR R

3 4ERIE

% B R AR AR B B A%, W R — R AR 7 4
MR E S A SRS & A A eSS, %W HDL 7y
I EE 2 4 AT §2 0 HDL fR) T B A0 AX . T HDL AU 5 As 1)
KEWMRZ T, AR H LK HDLC 7K T 177 BH ) Hi: W %
As U, KRB ICRMERNE MEZEHRE, WR
HDL AR o BAAN A5 OGR4 F AT AR DN B E WA, B
EERAEE.

EfF—#KE, 25 RCT A& HDL K 5T As 1E -1 —
B3, HDL 384 $1 5 B 00 0 % o i e MR 219 454 T LA
BRI A B2 Thee, 335 5 As fEH A % HDL 3 A AEH
] fe 5 X A BB ( paraoxonase-1, PON-1) U2t /N AR5 Ak
F LK R BE ( plateler activating factor acetylhydrolase, PAF-
AH)PVRIE A A AL A2 MUY SR E R 5. RAE
F 3= % 9 40 i) LDL 44K, J8 2> B ox-LDL 17 4= 1 480 4L 8% fig
(oxidized phospholipids, ox-PL) 5| & 1k % & /E H; 725 %
IR _E A8 N B2 48 P (endothelial cell, EC) H1ZH 3G 2, tnE
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UM F la, 75 510 105 41 B RS B 23 F (vascular cell adhesion
molecule-1, VCAM-1) « 4H it [A] ¥5 [t 73+ ( intercellular adhesion
molecule 1, TCAM-1) H1 E % £ K (eselectin) (1) % ik 257,
HDL 7] i i3 {51 35 28 B3 E 10 n FE AR e 1k, I AE N Bh R 7
Z 580 C BB, ] /SR 6 R B4R, IR BRI R
TR TR TS 2H 4 4 Y T TR A R A e RS P A ) 7 1,
A B M R P AT VA B SO AR R . mEERE
] 0% AL A (nitric oxide, NO) &, {23 NO 1)
B R P BIETE NO AR R R LK 5k Jg, i HL 40
11T 1 UL B £ 184 5 5 3T A% L L /MR BB 4R L LDL ) AL L B
ST R L /N ERD RS B % 96 0 PR B A S S R B A

2000 435 H 0 I K 1 2 (AHA) 1K HDLC 5 WA . &=
I v AL S T 0 oy KO — A S e o 8 PR — S B804 2 Je e
F#. £ HEFHEEBHBE R 3 i & (NCEP ATP E) ¥
ik HDLC[ < 1. 03 mmol/L (400 mg/L) 11E ANk LDLC Tt LA 4k
R B fE RS R 2 —, UGS 0 BUR a0 fa R R 2
S35 A RO PIST AR HDLC K P HETRIT . B &
HDLC 7K T 1) 1 B 25 9, — L 4k T BF 55 B B 1) 25 ) T 40 2 050
JiFE HDL AR AN RCT . ABCAL BiERZ M RE (2 i As 3
A b [ 24T L e RS L AN A, A R T L I As IR
ALVRE. HANZIYIEF CETP 357 5 B S Ak 1k 4 58 )
WiE B % R a ( peroxisome proliferators activated receptor,
PPARq) #Bh7I5F . il %k R 4 R 2% SR-BI.LCAT B HL
HIZRIE, AT 520 HDLC 7K, (B EATIRT As 5 8k 14 1 S50 4E i
TR B . BAAHDL R HEHE S, 5 As X RIE %
W, {EAT 7T HDL AR A 58 JE PR & L 56 R = 7 & — A
BIRAEE JIHPL As HBERR, BA T mEEME L.
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