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[ ABSTRACT] High density lipoprotein (HDL) is mainly composed of apolipoprotein A1 ( ApoAl), lipid and related
regulatory factors. Its structural and functional abnormalities are closely related to the occurrence and development of car-
diovascular diseases. HDL mainly transports cholesterol from the macrophages under the endothelium of blood vessels to
the liver and expels it through the reverse cholesterol transport pathway, regulating the lipid balance in the body. It is
found that the structure and metabolism of HDL have changed in patients with cardiovascular disease, including the abnor-
mal modification of ApoAl, serum amyloid A instead of ApoAl and the change of miRNA content carried by HDL.  This
article reviews the structure, metabolism and function of HDL, which provides a new way for the diagnosis and treatment of

lipid metabolism related diseases.
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B CVD PR E b 2 H, MR8 A= BRI RE A4 4
AN RDEE HDL 2324 B8R HDL 52K HDL, 7
FEAZ 20 L N U %) JIEL ] P 2085 25 AL (apoli-
poprotein A1, ApoAl) ik & A Pr &, R LENE A% O
TE R B2k HDL; [R50k HDL #F A VG 4 5 gk 22
2252 LT P 5 4 O A, £ 4 B %Ik HDL ) 35k £
HDL %46, Bk HDL 5 4 A [0 e 1 2 5% 22 i 44
M FEHE S, 5¢ BIH [ B35 7] 4% 32 (reverse cholesterol
transport, RCT) , #£ RCT i 2+ HDL B 53 S 2544
RAFREE A2 4k, #E 20 HDL 2 fg. A
SCRF R TE B A B S BT HDL 4544 AR5 A
DIRe AR 4L, LA HDL fAF 5T B R e 7 I R A 536 K%
BTN

1 HDL BJ%5#

HDL J2 A B dm /0 | %5 8 d Km0 i IS 26 4
HDL BUk. T2t fg Bi% O S se Ak, KO & A
DRk PR JOEL [ T2 P 0 /0 kil =, 90 5 JOEL T P |
NEAZNEE S E IR B DIESAME, ApoAl &
HDL e EZWENEE A, 294 HDL &8 1) 30% ~
35% 5 HoAt 25 1 R0 20 1 VE B3 AE A A (serum
amyloid A, SAA) BB i AL [T A5 Bt S 4% RS 1 (lecithin
cholesterol acyltransferase , LCAT) X %8 Wi 1 ( parao-
xonase-1,PON-1) | IH [& i fig %% #% 8 H ( cholesteryl
ester transfer protein, CETP) &5 | $L[7] 2 5 HDL Ayt
JLIFRR
1.1 ApoAl—HDL HIEZEHIEES

ApoAl J2& HDL FZL (A2 R AL 47, 42 20 A o A ]
PO 1 ) E 2 AR, 2 542 HDL B i, A
ZA ApoAl 432 243 NGB R SR B2 ALY £
RS, FEGEELT RN o 180E, PIPE o BREAR
PR IR IR IE P I AT 73 A 22 500 0 A G Y =Y,
5 A o SRBEA E, G RUBEE Y H g T2 B A AR R
KM, N oisf 1 ~43 (L2 FER R IEIE N G A o
WRE , i K ) L SROK TRTI A0 AR 44 ~ 243 {2
FERRBRIEHES 1 10 A E S AR A B o 1R5E, H:
AT C o Y EE A 8 3R B0 R e Y 2R R Pk
ApoAl B9 C ¥ 5 N 3 fE %S A 4 I 0 25 S iR B
TE Wi Y B RE Zr b b, N i 2 B IR 1Y) 32 B4 4
Z—,C Ui MR 45 & ML 2% . ApoAl 43 T
o BRTIE AT B | 58 TT S Wl HC 422 32 A0 g D JIEL e ) 9%
37 ApoAl 15 41 il K = Bl R R 45 & kB 1k
A1 ( ATP binding cassette transporter Al , ABCA1) #H
HAEFMS , ApoAl By C i 5 20 Jifd JI5 3 T 2R 46 i IR 48

Fefil, C ST PR ERE AR N o SRR, FEHR A BIBEAE AL
S F2EM 5 ApoAl 1 N S MRS F SRR, G
TR E BT ISP LA 38 0 A5 G SR A 42 ke e AR
4 ApoAl $25Z I g ik B A5 |, W iE s PR 3T &
T 55 2 B 2 T I 8 P 4 o, e ¢ 5 T 4 L R
WCOAHTA: HDL, BB 400k HDL' |

5 #:k HDL H1H ApoAl i % LA — RIKRIE R
FEAE, P 2% R4 v i) B B06 52 )7 9] 428 O 1) ~F- 47 HE
G|, Forh HS A% B AH XS TE BUBR A 1 0, IF LA HS
R 3 AL SR AR R T B 4 3R T, T B RUBR A R 2
P MRREE 1 S RKEE 2 B N SmAH T EE T, OF HLAE
1 ~21 fE LR AR I S, AR E « RO 4544
5 2 ANkt BRIZ A0, IKEE 2 T N 3R 36
PLEFEIR ) o SRBEMEIFIE R AL, 25 IKEE 2
N Sty 449 5K ) B 5 152 48 1 ) T i A%, T LR AL T
“ AR TR B S5 A, 4 A o B A AR RN N B
() D A% i 5 2 14 R PO RS 1A N i 55 K 2 19
N i (4 & (R) B, DA 455 /N BE AN« BRA ™ 1 B, DA
T AN A KN R
1.2 ApoAl HILZ1E4

HDL A= ¥ 2% Dy e O T 25 1) | T i ¢ B 1Y
ApoAl , T 7€ 58 4E LA K 2y ik o8 FF 1 6 5 48 ¥ 17
ApoAl £ 3z 3| 48 o %A 1k ¥ 1§ ( myeloperoxidase,
MPO) &M, MPO J&Z Rl A AR LI B2 S
53, 58S R R IR Y — SR A & A
PR MPO AL R GE. T8 MPO I EIEAEHTT
AL AN — AR E R RS R AR, iF— 2D
ik R A AL Ak s MPO i nDRE S Ak P 3 1b o Tk R
YA R P i A A B AR B AopAL 143 F
ghFg ) ApoAl KEE I AFAE 2~ MPO 1B 3
SR OKRERE 1k £ 2 0 6 BRAG I 25 SR 4R R ApoAl 1)
SRAABMZ A 192 1 i R vk 3L A S AL 5B 72
PSR B AL DL K55 166 37 45 42 B2 ik 56 1Y) il it
B> AopAl JIKBE L BIEE 159 ~ 180 13 2 JE ik ik
TIN5 1 1 70 2 R B 1 IX S S LCAT 1Y
FELEH (HIETES 166 7 R 2R ILILE 12
FEEIXT LCAT PYIKTG RE 1 T B, 1828 HDL 3 i
B R E R AR AL, R FR AL A IE [ G A HDL ()
BRI, NI IS5 HDL B985 HE 711 ; ApoAl 55
192 o B S R AL B2 55 72 o (0 B IR B AL 3405 1
ApoAl S ABCAL (A ELAEF , 4 At py IF [ i
T D B ApoAl TG TR LHT 4E HDL it
FUHESIK N B R sl Hof 4 40, 4540 52 % 1Y)
ApoAl A NEMEFEHY ApoE BRI B Y, 45 51
7R/ B B ook R AR A 5 A8 B | B AR
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TR,
1.3 SAA Xt HDL A9 %20

SAA JB THIRERFX B W s R EA T, 7E
EEAMANE T SEBEEASEN 1% ~2%, A
SEAE SV RN B A P M R RE PR B LT, R
iE T A A % 1 (interleukin-1,TL-1) \IL-6 g3
IFEH F o W HFME R 525 10 SAAL (SAA2 BETA
I f SAAL, SAA2 5 HDL 454, 38 4+ PE Bt
AopAl 8 HDL FEZ AR E A, (B2 SAA JFA
HAAHNRRE S, X P sy 224k HDL Difedt &5
SRR &R LR R H, T SAA BUR T
HDL E /) ApoAl, ffif3 ApoAl XF LCAT FY i 3% v
b HDL W2 AR B8 Sy itk — 2 TR 7E 5 i 412
g 5 200 e S % 1T 4 B T RB A5 15 SAA 255
HDL ¥ 88 76 i B 41 27, 0 1 3K HDL i B2
a1 0 O VT 11 B N N W N O
ApoAl BRI AR, Lt SAA AYIRBIZ K, ApoAl
S-S 20 %oF v % BE AR 2R 1 B[] B (high density
lipoprotein cholesterol , HDLC ) 554 S, 1T SAA
5 IR A O A2 AR 45 A 23 in HDL 1) 25 98 FTps
fiet ' (L SAA 5 I8 e AZ MR A 05 AN ) R T
YA T HDL f) 5 90 AR g 8 in, B#AIK T HDL iz 2%
JIR I BEA 5%, Hh AT DL ZE R ) B HLIARR S T,
HDL 8 B2 2 s R AR ARk, o ApoAl (LR
TIhBE HAE 0 T HDL (#8085 AE /1, 1 40 SAA 1E
HUR ApoAl ZJ5, 50 T HDL [ 24 | iz i Fi %
fift fdi RCT 2[R,

2  HDL Byi5t

VA IR R RE Y £ 22 48 T 2 HDL 7EHLIR N 1
PR BRI Bl 2R A2 1k, 5 RCT BB AHH,
RCT S48 FFAIM AL P i) R 361 s 30 2o 1 V70 24 e i
2 JHIE, 76 5% A6 8 BRI R HEBR AR Ah i i 7
5 AR 3 0 | R R R A R IRV R X 3 AP
BT RCT F— 42 T A1 200 it AR 297 1, ApoAl
ez i ANE A ABCAL F532 [ IR B BEABE AR , B A%
[ 2R pre-B-HDL™ s RCT £F — A 2 Ui 5 IR [ W5 1
Btk # HDL W61z, 434 T8 4E HDL 3% I Y I 25
JIH B2 LCAT Bk 5% 7% 205 A% O, %0 v I [
PR B g, Hoh = mEs D B AR pre-B-HDL H
TR /INTT 2% BE 38, 6748 S BR A HDL3 , HDL3 7E IfiL
KWRe i ic EAERS , #32 W) % iR & A K
FEERGER 1 AR BE R 25 11 (very low density lipo-
protein, VLDL) %5 RUkL (B A5 |17 &5 i Wi 2 , A8

Wi R, T R ) HDL2 |, 28 I Y8 A6 B0 55 B 2 )T
ks RCT f J5 — 2P 2 AT, 1L 3% i) HDLC H
JHF IR T Y HDL 32 U4CE5 3 ST REe T 51 P % Ak oy
JHI R HES . 7E34 RCT i A2 , ABCA1 \LCAT 4§
ZHE S5 HDL IE A5 B, I 24 0 [ B
HERAL SRR ) Bh A A Mk s
HmAEB G R I R F  HDL iG-S RCT /Y
A o A

ABCA1 BRI A7 T A QL Ak 9522-q31 b, &K
149 kb, 1% 50 NAMEFFT49 NS T, % G
—~H 2 261 MREIERA M IFESEN, 56 2
MESEA A B 2 DL IRES B4 1 DR 545
B, TEVR RS TS, N ABCAT KR 3%
REER g 4.1 B, CHERY LA S5 M B 3.9 38, H
ABCAT T figiE i “ )ik A (lateral access)” 75 20Ar
G40 M N R B E ApoAl, JE 3 RCT™
ABCA1 FE R 1 58748 N AR 2 251 (single nucle-
otide polymorphism , SNP ) {45 41 fufi_[- ABCA1 [t
FBE R, 51 RAKN HDLC K ER S H, B &M
LA X1 ABCAL FEF 2845 8% SNP i 554 90
ZA DUR NBEFETE R219K 22485 76 R219K £ 48
PRI RR (\RK BRI AIHEH 4 1) HDLC 7K1 B A
THEHT KK DR B g A4 388 5O o 35t 4% o Jetk:
AR

AN LCAT R0 F 16 S afk 22 X, 4K
F4.5 kb, BT 6 MHMNRTHS DNNE T, B
LCAT i 416 MR EMRA N, &K 67 kb, LCAT By
P DI RESR R BETR sn-2 g I 19 35 o i 2 L0 e,
P22 W J i A8 Ry i /K %) 1R i1 P2 6 2F A\ HDL g 52
ol A HDL ARG i 29 H T BERY R 46 A1 HDL
FI R RCT B 25 LCAT 1454 Bk [ B i 2k
T3 RCT SZBH, #0242V I 2 v ) it 2 R i e -
15, IS0 K ks 5 Ak 1 7R . LCAT Zmfih X A7 3 4
ZVENL S B 608C/T 911T/C  1188C/T, 7EH [
ANBEF 911T/C 1188C/T 8 F UL, LCAT A9 608T/
T K #4 % (9 HDLC /K °F &5 T 608C/T #
A

3 HDL BIhAE

BT RCT ARG, ARG — 2548 ) AR [ Pt e
B RGX—F LS IEE R 2 2R G T R
HDL 7 i [ B 2 vh Dy 8E  HDL 5 40 i = [ (4 g
Jo A2 e LA K B s Jik ok RE A AL A F . HDL /4 RCT
B AR TR, HAZ 0 ) B 2 A1 T 20 B f I [ e
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T BB RCT, B ANE AL IR A FL,
3.1 HDL 5 CVD &5mR

HDLC /K5 CVD & A R AF — 5 16 i 2 1 A
X HDLC #8411 4 mmol/L, CVD 1 % %5 KUK [ A%
2% ~3% ;£ HDLC 7K~F-#i i 90 mmol/L J&5, HDLC
55 CVD RIS AR I 20 A R AR T
AEDSTHRH CETP il 50 B 4R T L) B 3 TR HDLC
IRV, FIAR BE AT R0 Hh B AIG 0 If 4 TR 19 KR R
CETP #4il | EAAHLHI b . CETP % N % 7] L5 HDL
ghd4, C ol LS LDLC 5 & VLDLC 454, Bk
HDL - CETP - LDL 3 HDL - CETP - VLDL =%
A S IR [E BN AL HDL ] LDL 5(# VLDL 568,
CETP #I5 GEM% 0 /> HDL B [ Bt g (56 7% | 42 v
I3 HDLC AY/KF25 ) $278 HDLC % AR fiE 58 42
3 HDL, “ HDL” i 5 T8 U BURL AR5, “ HDLC”
RF MG HDL () A% . HDL .00 14
AR R BEAE HDL G845 1045 P9 B2 R UL R ) i
JECI B, W46 36 R HDLC % B 9 S i 3l 745 b i ik
HDL %I K2 T RE BT i BRfig 71, 7EREIRAET,
CETP il 71 55 2454 £ SR 9870 HDL A%.C> v JIH [ e i
AR {H HDL 2 [ 4 W 25 70 © 2832 3 52, 151
W ApoAl HYEAL™T, SAA FLE RIS, & S5
HDL 2R B T R,

HDL 38 428 5 0 4 e A5 3% 18 32 4 /15 48 e 1 5]
Pt it HE I B b LA P B T TR T 3 R A AR T
2T 4 i R [ B H RE 7 (cholesterol efflux
capacity , CEC) F MM HDLC HEfg v HDL A INRE .
Saleheen %5 %f 25 639 44 BIEH VAT T4 13 41
BT, BF 5% 45 SR 4R 7% PP HDL K #5i fY CEC HE5iR
CVD BRI KA, HDL MR Y 5wk 20 i AE ]
WA 2 Moy, & ABCAL Y FIZ ABCGL i
H5Y . ABCA1 I ABCG1 A5 IH [ B 37t 4 B4 1
AR5 M, ABCAL MY BECAR A ApoAl, £ F [5 45 4R
HDL JJE A ; ABCG1 B EL{A Bk 7Y HDL, i#f — 1
KAG TR X IR # ARER CEC, 760k
[ 1 3% 5 5 R HDL Bk B2 5 ApoAl #5352 ABCA1
T R [ B A SR ASE T, ApoA T 2252 JIH [ Fist 37 114
FIRICR R B T 29 30% , {HL I 2% A 14 18 0k HDL ¥k
JEARFE A S T, 3R 4r HDL BB A 2 5
RCT, M B LA . 51l % HDLC e FEAH L,
HDL #4040 i CEC 2% 1L P B2 F G s
BRI L4 R W, RE B A5 | AT A X 1 A B
Pk RERE Ak 1 A K AT CVD 1 K9 KUK
3.2 HDL EEZ&EM4EWRTH

EAFVE PSP (age-related macular degenera-

tion, AMD ) J& B BAERFAIR R BT E 2L A Bl
FHHFEAN CAREIE N, AMD ) & % R iz 4 b
FE L AMD ) 3 ERRAE A N B (2K R 2 R TR
DURUFIE Bk 2% B /N, % AMD JB 35 (6 3% 1 B2 20
AT ARSI 35 , 2 BIL 3k 4 41 i A o 5 B Y
S SR AHOCHE R Y R 1 5 HDL AR AH G Y
RIS S 2552 AMD (14 & A2 & 00 $7R AMD FH
P 5 0 R ) S i A 2R LI R )

ABCA1 45 M [ Bt 3t 14 2 400 Do J6 €2 3R 1= 2 24
L 5% fft 00 Y P O T AR T 2, R SR
/N BRI 6 22 1 B2 2B Y ABCAT Z ), BT 2K
EWZ /NSRRI 53T R4, AB-
CA1 RS B 25 1 J 20 L S'e 1 SR v T %
FEEF I R 5 AT T 5 R Y e e 32 B Ok
Jei , SR 1) WAL 38 B2 1 2 40 1E 5 (RUR A RS AR
OB L i) 0L 58 1 o B e ) R s 18 T B R E R
RO E LM F 2R, SRR
R SR AR A0 A A P PR 1 R HE AR 4 i A
SE Y B 0 /IS B R € R b Bz 2 3% SR O
TN A AE ™, HDL % 1 n] U E (R B 20
it 2 R e B o i 75 1 =2 A 4 R R
PLRBETT, HELE AMD RYEE
3.3 HDL iE# miRNA

2R F K HDL Bt R Bils i & FLY)ag ) )
THAE RCT %z JH[E B, HDL W W] /E  miRNA
() FE 2 254K ( HDL transferred miRNA , HDL-miRNA )
SRR A 15 5 5, T B 3h ko R R AR
miRNA J2—2{UA 18 ~25 ML R4 MY Bk /N
3 FAE RS RNA 3 i 2 B AR e X6 J5E U] 55 e e 5
P mRNA 89 3°UTR & 5 UTR X454, 2 3] 8 35
mRNA BHEEAOVER 25 40 K 4 i 1m) (4 15 5 1%
i, H AT Z Y S R R AR R Bk
A RN HDL HPA7AE 100 25 miRNA |, Horr
miRNA-223 5 4 F &, miRNA-223 325 76 86 F 40 i
FIF- A M P 53, 76 9 R A MO AR /D55 5 0 FH i Y A
i) HDL % 8 P B2 4B J5 , miRNA-223 #£ HDL
S RNIOF) O o N S 1 D DR RO e i ) | A B |
HDL A3 P He A f5 , o9 B2 4B A H Y miRNA-223 7K
ST B A5 4R X B HDL g% miRNA-223 15 i
AR miRNA-223 HE A P 2 40 J5 R 45
Z AP IIEE , miRNA-223 feil L {2 dF ABCA1 YR IAR
{0 [ s [ T 1 0 e e i W )
TR, U A% 20 % 6 B, e A RORE I Y T
AN[E B BR S HDL-miRNA BRI & A7
FEZE 5, PR AL U0 R TR N miRNA-486 |
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miRNA-92a 5 HDL %54 175 , miRNA-486 3 3 4 [17]
TEHTAE A B R B T ABCAL, miRNA-92a
AL PON-1 A9 35 1, 38 5 PN B2 40 J 9 98 E 7
SR ORI B AT B BF 5T 4 S A A iR p
HDL-miRNA, 7] LX) CVD f4 XU #E 47 7, HDL-
miRNA AT ABCH —F6ST T B, F4R7 2 1Y miRNA
$5482 HDL, $28 [m) /E T P Bz 20 M 5535 4 i, 1+
TP I e A A

4 INESRE

FIA HDL 9 8 55 7 1) 02 28 48 1 4 1 A9 48 R
HDL 2 B o) A5H0 5 PRS2 AE L hfE . AR 3C
e 3t B A8 1 2% AN PR 2 R AF T IR B AR
Girh HDL 2549 5 DI RERY AL T ARG T AN R 1i5 5L
 HDL X1 5 28 G I [ WA Q-7 15 1 52 i, HDL
R A 18 FH A1 F 2 AS AT 22008 84 JELBIE 58 N B3 1
HDL (5 BR N Tl PRI 18 21 7o, He—,
HDL H 4 5 PR AR o5, 2 8O R BAH G —
Y, PR SR EE 1 AT M A AT R A R
FIRBIEDIR HDL )« XU 4 R 7Y 5 2R HDL
FR < = SRR ) 22 B B A, (ELIX P R 5 4
AR B A 25 1 AN 2 5 2L = 12 HDL 8 f i
iz BB A A S DR AT A WA, BT
B2, AKX HDL BTSSR 7 AR, il 3L T
— b u) 1, iE— A WA HDL 78 MG | 49 55 8 9 Y
PERT, AT e 2 D i ARG 7 LA 25 L | 30 Bk ok B il £k
PSR B ALHT 674 - FIH G

[ &% 30Hk]
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