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[ ABSTRACT]

high density lipoprotein;

can inhibit the progression of atherosclerosis ( As) through various pathways.

glycosylation, methylation and miRNA modification can result in the structural changes and dysfunction of HDL.

atherosclerosis ;

miRNA;  ApoAl; paraoxonase 1;  sphingosine

High density lipoprotein ( HDL) , as an important substance to protect cardiovascular system in vivo,

However, in pathological state, oxidation,

This re-

view focuses on the research progress of HDL active components and their modification in As, which is of great significance

for the exploration of potential targets in As diagnosis and treatment.
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1 #FHAEERB Al

HDL U R 2 2%, ApoAl & T 5 1
‘B, 2y 4 HDL 258 F 1Y 70% ., ApoAl 1!
i 5 G, S 243 A SRR B RE A 18R P S
HH, RO R o180, 7T 43 2R 2 3
SN TG, HARF I B4 4 SM T 4%, ApoAl
1) FEL DI RE & 71 97 HDL 41%%, Jfai it RCT i B4
2223 VL[] Pt DA 71 J) 2 28055 Tl JEF IO A LA DL [T e e
SV R T EEAER . B ETIR R AT R
Z KT HDLC 259 (B4R AR IR A TT 26 | DURR2E4E )
FFE B 350 43 55 35 I ApoAT 1) A i A/ s B 1K
ApoAl WICIEIA 5, BRIT As fEHIZ A1, ApoAl iR H
APIR TP PUBEEIIRE, ApoAl ] B HEEE
i £ B 45 & % A (lipopolysaccharide binding
protein, LBP ) [8] #% 4% & Hg £ # (lipopolysaccharide ,
LPS) , 1 LPS 7 P4, 0 4 Mk 2 T AR 5w hE R
ApoAT VS —Ff Pk S M S A 11, AT 400 ol k4
b P RL 200 1 R T 22 b A8 AE A B 5 A B 3R AR
181, ApoAT I 38 528 47T 1 /)N A 2R A 448 5 JHE XG0 JE 1) £
PR IS B 2R 2 BRI ORI VR . ApoAL i mf
308 3 R G T T RRT I3 VS I A T BRAVE
IERPZ IR SN RN SN S N RSN SRR
R R g e 1) 2B R A RS

ApoAT FYTRAPINBEIF AN — ALY 7R As
Hofth 5 P95 v, B8 5 456 P il ( myeloperoxidase,
MPO) 7E VR 20 A | 52 W 20 B | P B 240 B v v
Fik, TEALBHT ApoAl 51 HDL DIfEZ&IH . 2008
4 Peng 55T BIFSE K BR, (652 (Trp ) JRIEIE ApoAl
SEARAR O 1Y UGB AL, 73 7 b 0 2 R IO 5 =R
J5 BT ApoAl 1 g H [ B 52 14 1 T RE ke 2%, T
1S R A T AT BUZE ApoAl X MPO P BUREE
2014 ﬁi’ Huang %[8] Wrot S ox-Trp72-ApoAl TE I,
TR S A (R As BEERINEN S BE 4, 1A
HNSEIS BN ox-Trp72-ApoAl AUAE N ATP 454 &
iz ik Al ( ATP-binding cassette transporter Al ,
ABCAT ) 4753 JIH i Pt 13t 52 44 1Y D RE 5€ 4T 2%, T
H ox-Trp72-ApoAl 7] fi¢ #F N K¢ 40 ffl #% Kl 1 «B
(nuclear factor kappa-B, NF-«kB ) 7% 14 F1 IfiL 5 210 ffd 25
[ff43F 1 (vascular cell adhesion molecule-1, VCAM-
1) AFRSE, TEIR RO MER 02 B T, ox-Trp72-
ApoAT 7K P T 50 MU SR XSS 15 i 2 i 2 T AH
X, XS MU AR ox-Trp72-ApoAl 7K 1] 7 A
W As B EERAE

ApoAl BEIEAL Bt X} HDL 1CIF A As P2 45 R

RSEMA A DR B2 2 A B AR b 5 A
WM o280, L) BB T 51 S ApoAl R il b
FALRGE A B G 81k, AEEEEREL ApoAl UG
B Big - R [ WA 5k 4% A2 18 (lecithin cholesterol acyl-
transferase , LCAT) FHE /1 B 3 BRAK , LCAT K5 o418
IR HDL %54k MR HDL, M2 7E T ApoAl 7E 1L
WAEFR R BYTRH R 3 A] BE A 2 BUBE R s F1 2R 0
93 BB TR A7 7E HDLC FRAKAEZLR A . ApoAl
JEEEE L ALAR AT HDL Pt AL PR P B It
(VARG

2 IR 1

PON1 J&—Ff 43 kDa FIBEE A, th 354 P23
FRF AL, RI7E 20 22 40 AP0 B ik & LA KA
LB AL S I RE i d 45 . PONT H FIEA S 20
WE L, FE ML, 95% LA LAY PONT L HDL
S5 TE 76 HDL $i R Ltk iReh L8 T
HEMEH ., PONT (36 M5 WA 5 45 5 0 5% VI A
K, — ML FEEH I THS , Ay 5 b s A G
F— MOy, AT REA B TR A R i R
P B G R 25BR A5 B 7 4 AN vl 36 1Ll 3R PONT 3
i, PON1 ik S PE32 5% 55 K ¥ Spl B 1 C
(protein kinase C, PKC) Flisk & Ak 1) il 44 344 5 19 934
1% 2 & ( peroxisome proliferator activated receptor,
PPAR) (45, 7E /40l v, Spl i 3% 3k ml fie
PON1 %% 5%, Spl ik 2k 5] 6 12 K& IR i 5t A 0 2,
PKC M358 T Spl 5 PON1 3 shFM2EH1 47, i
P S R VR

PON1 2R BT As EZEHF 22—, PONI 2 &
FIR S JAE R As, T4 PONT BB/ B, B
AR B T, Bl VK ORE 980 I, I 40 i oY
R SR I IR e B R A, S Ak R SR A T
M % 55 19 PONT 8% 5 HDL 454 19 PON1 ¥y7]
i LDL 19484k, K% ox-LDL 45+ v i 1 E Ak i
Ji§ s PONL & H#EHT R AF JHHE T HDL, PONL 5 ox-
LDL 555 7 P B 4 B A £ 8 4, 58 24t i) 285 e
41¥ 1 (intercellular adhesion molecule 1,ICAM-1) 7K
SEH R TF 5 ox-HDL 085 7 i 0 2 A 41 4 4
FH,ICAM-1 7K FEA 3 45120 PONT 38 A] 4 gk 4 J&
55 055 290 e L T 2 7 37 bt R — T A 95 i
JE T IEL B A= 13385 I, 3#07% PPARy-LXRa-ABCAL 15
IR, 93— J7 T, PON1 251 T ApoAl, 7EH 44 25
M S A PR PEIR eSS M . 24 PONL e & 1774
E v s, BI AT {23 ABCAL A SRR FIIENS 1S
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R B BN , 295 ApoAl B{ HDL [R5z &
J774 EREAN MRS, PONT & 0 [ B 40 HERON oA &
TIVEFITS s Ak, PONT 3 AT 7K fife [7] 784 2 e 42 1
PTG , LA USK /0 T e ) PR~ o SR Ht i
miRNA &7 PON1 23k B i 4 i 4 v & 4%
#8AE . Holland %' 3 Fl miRanda %K 14 7F
PONI f9 3> UTR X %5 T 25 4~ miRNA 2551 55,
Niculescu 2"V HIFSE & 7 0 5 £ 35 1ML 7% PON1 7%
P£5 miR-92a  miR-486 il miR-122 7K - &2 1 kH X%,
Aoi ZEMIE SERRSEE BT miR-486 7E 1ML I 6 FF
S el /b ik AT RS AR 2R A IR R 2 3l 5 PONL
TR R E Y Lin S0 R A4 B
ST EE R & BE, PONT /2 miR-616 il 1s3735590
() B bR S 3 [N, AT B 3 R 0 PONL ik, 74570
1s3735590 SEAFE N C 1Y FURLZ5 8, miR-616 1) il
T PONI R FRIk, SR, 7F 1s3735590 HHH T ik
C F#MIK T miR-616 5 PON1 3£ F177, 5 PON1 FE[A

ROS

l

PON1 ——> PONT1 in HDL

=

'—% = T’: oxLpL ‘eameetiomaten, A

iR, BT ST IE S miRNA-616 1s3735590C-T
i R0 0 A AR T S o gk s 2 RN g
BHZEPE Rt = KU AH 5

PONI 2 4L H B S s T X CpG 7 4
[ Akt AT 98 55 PONT {64, Strakovsky 457 &
B AR IR R SR A BE BT AR R O A I 1
HELH PONT 225 11 H4 1 2 Tk Ak R 22 i 5k 3 4
AR A3 AL, S B 2 i T PONT 4%
SIS . Gomez-Uriz %574 405 S35 L4 DNA,
Sequenom EpiTYPER J5 43 T PON( =231 ~ +250
bp) Ja 31X 22 4k DNA H 34k K, 25 30 /R +15
bp Fl1+241 bp &b CpG H Fe4b 5 J6 H X 52 £8 2 1)
P | R R = B A OGRS, Al AT & BR
PON Ji5 8l H A0 72 B2 B v, G N JiE £ PON
TG, HEAP IR AR AT T YT
MR ZE AT AT 2K PONL K516, 5t
R 2L A 25 PONT MK Y22 5

- cholesterol efflux

: % HDL
et o
monocyte

monocyte adhesion Pt endothelial cell

miR-92a
miR-486
miR-122
miRNA-616 rs3735590T>C

B 1. PON1 IfBE5 miRNA f&1f
Figure 1. PON1 function and miRNA modification

3 1B

|- 2 B (S1P) B IE R G iz —, &
BRI TLUARM | /NS R P B2 AR, 9 A B rh
252/3 SIP 1776 T HDL Pk, £ 5 ApoM %%
A, % T HDL 28 ALY~ Tiig. DS1P 5 S1P 3%
A 1(S1P receptor 1,S1PR1 ) GG TEIE RN B i
(B S5 % % B e Rr N R bR R R OB R,
Bekpinar 45 1% 38 B 5 H KK F /Y STP A] g X
N R Bt B e 7 A AN RS2 e, DT S 380 B
INERASHT 2% . Wilkerson %[26] B £ FBH HDL-S1P
Fe B 45 A 10 S1P B A R 75 4 0 ot B sl o,
IFH & BN 5 HDL-S1P #1 ] SIPR1 [l 47
K, @5UWEE K SIP SAE AL AW SIP I,

veam,T @),
o “adags

vascularwall 2 <’

HDL-ApoM-S1P 47T P4 B¢ 40 i U T-RE ) S5t , 7R it id
e, Akt Al ERK 985 Btk 2 20 19", B HDL-
SIP 55 SIPR1 455 Jm, 2T Akt/eNOS WEMR 1k K
Wit I ) PR R 240 LS % A O A5 A o, FE X —ad R P
JZ BE Wil ( endothelial lipase, EL) A& # T 2815 /F
A, @HDL-S1P ] il 3 3755 N % eNOS 55 1L
ek, SIPR3 Z A%t HDL 755 9 il 45 £F 7k 30U
FIOCHE L, E SIP3 JEPR BB /N B 32 80 ikobs As o
WA A T RS ) HIDL-S1P i vl 3l st i
A A 2 (cyclooxygenase-2, COX-2) FIFTFI AR ZE 12
(‘prostaglandin 12, PGI2) ##77 If1. 45 5K 1 (303
SRTT, AR BDIR ZS R SIP By K- 20 A 5 9
& J& HDL HIfgRift & V1M 5, Soltau 45 R I8 7F
As PESS ke 72 FAH R S ks v, 8 ILvE S1P
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P 83 T A RO (< A (o P g 11 2 R T TN
HDLC i, S1P /& As A JIMF81E, M TIAR As
AR Tl fEE—E A B S2 T HDL 3f i S1P A
5 AT R B 4l REURYT R S1P KT
150 Brinck %7 SR FHAASI O WLAN M85 75 A 1A 0
FIEA A SR DL 34X O LA B 8 5 i), & B
PRI e HDL AN HDL 78 i B 4801k 1 3805
TR DR T %) B8 HDL, I B 3E LR T HDL
SIP & WL AU R% HDL 19 S1P & & 5 % kR
P LA LA 2 B ARG, ZERE PR £ % HDL
JA S1P AIRAE O MELR AP D fE . ek, 1 AUBE IR
I (type 1 diabetes mellitus, TIDM) 83 245 HDL /K
ST R AELC IG5 5 095 1) e B T A8 n 3 vl g
F1 HDL 1 SIP 484k 45 3¢, Denimal %% SR HI A
gk ER I, X 54 9] T1DM S5 & F 50 i) 1E 5
A HDL2 F1 HDL3 H#hg HHRE 47 & & 50 Hr, A
T1DM 3 HDL2 F1 HDL3 H1 (%) SIP 4351 b Xt B 2
R 11.7% F114.4% , Frej ZPH HEFE SR, TIDM
# ApoM-S1P & &%) 1 % FE 55 (%) HDL [n] % 5 4% 1Y
HDL 4 | [ali} &% P42 HDL ki A RE G Ak, H.
% HDL ki ApoM-S1P Xt i SR FE I F o (tumor
necrosis factor-ac, TNF-a ) 15 5 ) ICAM-1 38 35 4 41
Hil4E A N # HDL PURL R B 5, I, ApoM-
S1P Fil HDL UKL Y 20 2 FE T4 15 M 7 I RUR K
%o BEERIE B I I S1P KPR DLk
WFFE A, 3% & HDL H S1P 5 B al 78— & 7
& LG RIZ W R SR ke S

4 HDL #83% miRNA

ML AGEERH ) miRNA AL LLAMB AR I Rz
y, HDL UL op L 77 7 miRNA, miR-135a . miR-
188-5p Fll miR877 7E{@HE AHF HDL & & fe =+
B, 1 miR-223 miR-105 Fl miR-106a 7E % %M 5 H
[ I R HDL & i m Y, Hod, X F
miR-223 MIF T8 IR A, 78 A K RO L2 il
W, miR-223 b 9 5 A OB 4% 12 B 4 ( glucose
transporter 4, GLUT4 ) | fi& 575 )0 0 B BORD A T, 45
PUBRS Z AT, miR-223 £ 0] F A AT 401 B
B 1 AU TE K 3Z K (scavenger receptor B class 1,SR-
B1) , 5 T 40 i £5% B HDLC v /4170 i 52 i
RCT, A HE % AYE miR-223 £ 57 HDL Ayt
RAEH], 2014 4, Tabet 2% BF 57 8 7%, HDL $T 4
PR R/ 2 8 1 HDL-miR-223-3p [] P B2 40 it () %
I ICAM-1 () EHF M SC 0t N2 45 HDL

I F 5, N R 41 miR-223 /K F W3 Th s,
HDL ' miR-223 7K~ i 2 AR, miR-223 )i 7] 35
AEBR N B2 40 J5 , HDL X ICAM-1 25 3 263k 19 3 )
YEHITE 2%, miR-223 ASRETE N B2 40 i 9 5% 5k, (AL
HDL H1 () miR-223 W] B 322 8 (] 410 ] ICAM-1 19 3%
ik, ddlr, WS A A E— PR S HDL-miR-223-3p
SRR T B Mg A, i HDL 7] 375 5 B W 40 i b miR-
223-3p B A L, X — i 232 SR-B1 - 19 24 il
JIEL RS L A 4500 R FRATT T A
21 AL [ P Ah 3 -HDL-miR-223 - Bz 20 B 4 i 2 o7
PO AT REAEAE LI 2R (H B  F2E 0 5 PR AR 5T
A BT, R, 4 BOR 46 fE HDL-miRNA J43#r H:
5 HDL P RE A1 As 193¢ & v] 6 B A #2210 1l IR
=8 G

Bk T HDL UKL 48 47 19 miRNA , H Al 2 Fil
miRNA 7E HDL G 52y fig vt & #7220 15 1
o miR-33 A T [& B3 45 TTF45 5 8 H (sterol reg-
ulating element binding protein, SREBP) N 7% % %]
o EIESERERS VA Y HDL IhfiES As #E/E . miR-33
1E/N R I 2635 S 30 ABCAL F ABCG1 FEaki/b
A o HDLC AKCFREIL, [z, #5$0 miR33 Kk
Al SEFIE S ABCAL/ABCG] 26355113 HDLC 7K
SEFFEY, miR-33 BB IE T IH T R 4 2 1R AB-
CB11 A1 ATP8BI , miR-33 F KT 2R S BOIA I v ]
SRR, HDL /309 RCT B3 fE R K2K3h
Yy, P miR-33 497 AEIE NG 3R HDLC 7K F17
AR, Allen 5512 B BN miR-33 AT LAV (R Ah
T8, ST 25 e & 25 ] fig 7= A6 B[R] AR
FH. BE miR-33 #b, miR-758 . miR-144  miR-26 . miR-
27a/b .miR302a .miR-148a .miR-128-1 Fl miR-19b 1,
BEUE S BE 0% 52 Wi G 20 AR A0 I 40 e e ABCAT %
KM E AN M miR-302a PUERHS N T ABCA1 3
KN T B AN AR RSN 2 ApoAlL, /&P miR-
302a WUFETIG IR T HFE ABCAT 235 5 I 3¢ HDLC
K I SR RERE AL . miR148a Al miR-128-
1 3 23R B R/ BRIV PG 24 R HDLC. AT A
ABCA1 7K1 miR-10b  miR-128-2 . miR-18a il
miR-378 A #l# ABCG1 ik, 75 40 M I8 [ B b HF it
T RS VE ™) HDL 5 RF20 M0 4 Sk
ZAK SR-B1 45 & HIZH R T, X 2 RCT 1Y Q5D
PR, miRNA 7] 3@ 33 )8 15 SR-BI 3% ik 5% i i ik £
HDLC, 7 AT #0 Jfl, miR-455 . miR-125a, miR-185 .
miR-96 i J¥ F 3k 1] F i SR-BI 35 F1 HDLC )%
B DL RS AR R miRNA 6 45 A5 iof £ 5k R
FIEVEY %5 HDL SIS EE .,
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HDL & — i Z2 DI e 8 FH 0RL, Xob O L8 R 4E
HARZRRIPER . 2R, HDL 5 %Z i 4, H il
ORI RE LI AR 7EM BLZ& 1 T, HDL 4%
o & 8 KA U T R BOL e R, E— 2
PRAFIYEE HDL 2% 20 53 G5 i 8 18 5200 K2R As
(-2 W R A A BT I A B
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