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High density lipoprotein-cholesterol (HDLC) is regarded as an important protective factor against cardio-
There is an inverse relationship between its serum levels and risk of cardiovascular disease. However,
in cardiovascular disease, diverse components of the high density lipoprotein( HDL) proteins, lipids or microRNAs suffer al-
terations, which propel a shift towards a dysfunctional state, where HDL becomes proatherogenic, prooxidant, and proin-

flammatory. This review is to summarize the structural and functional changes of the dysfunctional high density lipoprotein.
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MR R A7 K2 40% ~ 60% , A3 45 I FE 8 ( cho-
lesterol ) . H [# B% B ( cholesteryl esters, CE) | %% i
( phospholipids, PL) Fl H ¥l = fig ( triglycerides, TG )
A E AR ENEE A A 1 (apolipoproteinA
I,ApoA 1) (K& 70%) . ApoA TT ( K4 5
20%) AN E H (Apo E Apo C.Apo L1 Fl Apo
CII %) FIREE (K204 10%) . ApoA 1 & HDL
i R AR E A, HoAT DL T HDL ki Hod
i ATP 454 &2 f5 H ( ATP-binding cassette trans-
porter) ABCA1 #47 RCT, 4158 ApoAT B S L% IR,
HDL ANBEAE 2 [ B3 1, HDL 3= 2 iy 3 S0
SR R, PL U 5 1B [E B (free cholesterol , FC) A7 15
S FF R HDL SR Y 5 Z 4544, JIE 5 BEER 1 TG 4
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o MR A A 4 5 A O A G Y A
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PLTP) ™ |
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WAL BUEAL AP R 16 P, 5 DI AE IEH B HDL AH
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FH o FESIITK S B R Ak A S0 Ak I 0 R R A A5 T A B
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FIREARIE EL AT DL R A PON-1 | 2 BE/K % B ( platelet-
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S HDL A9 A ORI T e, LM I o X i 3%
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PRA VE AR 2 BH 7600 M4 0% ApoC TS 2k 1)
AE HDL AW EBC R, ApoC I 2 %54 T HDL 1%
T /NS A, KR 13% 19 HDL Sk rp A7
A ApoCIIL, & % ApoC I Y HDL ek 9% ik 52 5 A 45
B CVD KU X RS S R S0 R At
TEAR Bk &AM £ AR B A2 3% 4y B Y HDL 48
TR T 2 I RE 24 1 TR i S8, R
H3 S HDL H ApoC I 5 {d B A2 i34 A L &5 B 2
ey, HoRe & AR, MRE 7 B A& mik
S ApoC I A% DL R LS8 TR 76 14 PN Bz 4t 0 7=
ARl (HEHLH R A, M o — s,
HAWHGE E & ApoC I i HDL ASREXTHT 8K 40
AT P Rz A A R T L X B HDL Sk I
ApoC I AYAFAE T U HDL M IE B 4837 18 F i AR
SRR St koG R B AR VR T 2R T REARZS . ApoC T (1)
RS TTREMERE T AT 44 = HDL /K i #1254
AEERLIIFEAE CVD XU

5 RINEBSZEIEEHS microRNAs

microRNAs( miRNAs) J&—Ff/NMGIE R 5 RNA
el IR L N KRR I H S 5 204 Wi #2
MPBIR TR . 2 microRNAs #7308 760> ML 455 R
Wk A ARk HDL #5747 19 microRNAs F25A [H] K 3
PERYEAE AT RS e HD R i CVD B & R FLA
J& . microRNAs 715 10 35 R E 5 2 5 RO | M (& i
PR, 48 1k N7 R R LR 28 T A CVD R oG 1Y

Simionescu 25 S YEHL T 35 (R E RS 72
1) 2k etk 3h Ik 25 A A AN 30 19 f B 7 3, 4
HDL2 F1 HDL3, i 3 microRNA %¢ % 5 2 46 23 7
7£ HDL2 F1 HDL3 H' microRNAs B4 A 150, 45
FW N CVD B #H 7 2 19 HDL ', miR-223 , miR-
92a .miR-486 1 miR-122 Y 7K T+ i, miR-223
F miR-486 7£ HDL2 1 & f& fix F & U, miR-92a 7E
HDL3 W& £ & 1Y, i — P F5IE T miR-92a
F1 miR-486 5 CVD MG [ X & /N ifif %5 LDL Al
JU)6E HDL A ¢, 4/Nifii%% LDL F1’K Zjfig HDL Jf:
AERF  miR-92a 1 miR-486 7K - FH i |, 45 A BEA: i BF
FAEFRIAN , miR-92a Fl miR-486 5 5 M CVD Y M
HHAMNET
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JA5 % 1/2( ERK1/2) 164k Akt 553 #% S eNOS
TE IS A K 20 Serl 177 ROTEIR 1L 1 Bl A 5617
FEARIFEZ IR E A CVD B HDL fioki i S1p &
T AKESE HDL XN 2 ERK1/2 Fl Akt 9761k B
Rk eNOS 1) #0% B 3h ik &7 5K A9 VE AT 3k mT g
&R HDL 553 7 S1P 2T 41 g Ko H:Ath 290 Jfa 3 5
ApoM {5 K AR AL SN
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Rached 2" WF 5% % PUAE 2 PE ST B v AL
1555 A, HDL 9 SAA & & B 8 Fh &, Jo FL 2 A
HDL3b WAL R4 53 06 1Y) SAA AT BES §:3K
ApoA T F2 A0 i B ¥ 3 AR A BRI HDL SOk 6, 7
AV, BRI SAA BUR ApoA T 454 i &
FIBE, B HDL i 32 2288 F L), [RII) Jayaraman
SIS K P SAA e SRS B/ AT B AR
PER] HDL (4450 Fifeoe v =R 52 m vl BERZ I SAA
MIER TRE, 5340, 5 0 5 i i il — 2, SAA 7 R
LB (F ABCA1 489 ApoA 1 #9516 BH 14 1
HDL [ 7% B % A% HDLC #9 7K F, £ B 6 35 o /Y
ApoA T F1 TG (34 1 &% PON-1 7K B REAK > %
SR TRER B SAA B R AR ILE I 2 &
B, W DA HE A 2l Dk RE A TR e AT s
HEE ), F5C b, B A2 T B, HDL il
[ Y B8 15 HDL B9 SAA1 F1 SAA2 & i Af
KTV G AR R T bR SR BB IR (tumour nec-
rosis factor, TNF) Fll IL-6 Ft = AF U5 TE SAA BYZR A,
AT SAA 148 K38 73 9% & B S HDL A ¢,
SRIMT,EERH ApoA T 7KSF-BEARTETE e T SAA 19T
LR TE R E i FE th SAA ITETEAR 24 S5
HDLC K F-HIREAK, SAA A1 ApoA T 7KF-4H . P [F]



312

ISSN 1007-3949 Chin J Arterioscler, Vol 25,No 3,2017

PET I AL R FE 2 M RN ApoA T 1R
R TTREFS A3 F T SAA 3k A3 i £l (4 51 T A
FREE T N T A fa BRI/ BRI 2 E A5 o HDILL
BT SAAT F1 SAA2 fY 5 42 mT LA s/ AH [ B I
EL WA J7774 F3 1 S

8 BliE%kINEE HDL FENEMER

8.1 IREE

R B AEAE ] LS80 HDL A9 it = ol 2 i
15, PRIE R AE 3 26 B 42 LA K 45 Rk 25 A vh
I T EE A, E 5SS bR AR LA DG
FI B e M 0 U0 28 6 P 41 BRE AR 9 A 28 XU T 56
R KT fe HDL A fE7E f& W BH 1 LDL /) %4k,
[FIRE |2 ROE R B2 i I BRRZS AT 3 it ApoA
T AR 3 b 5 S0 ) o A ) K% rl 1 v R RE 5 1 kS A
HAb A2k, 645 ApoA | #iE F YIS/ SAA W |
OB | EEt
8.2 EFEE

BN Z W W HDL B 2 g, 7€ Nicholls
UV TR T R PRSI R B R LT B
TR W R AR £ ) 32 1R R I AEFEA 6 h Ji5 HDL
BT ARG PSS , T 5 1 AN TR R AR 17 R TR £ 114 A2 3
BRI AR REm
8.3 HERIE

B 5 FE ML SO0 R s B 3 i i 3 AE A K T R
HDLY | i AP B A HDL 3 B4 i 0 ol 2%
SHUNIE & TG = CE iy HDL k(1B /L,
ApoA T J At HDL AH ¢ 0 & 11 BT B4k HDL g
J AR R N Y R A s Y HDL S A G
(& TG fifk= CE) BB MW AE L AE ApoA |
FIZERE  FRARE MR IRSE A ST, XA SR AR SE
i) HDL foichr BE 76 7 B0 rh 4 05 B, 53X HDL 7%
LR R REAIG 2 TR PR HE A 08 1 48 i 3 it
M HDL (8 A B 2 34 55 HDL M I3 75 B
B, 7E3k 2L 8 3 SAA JKF 1Y I+ B A HDL 2% 1
[ ApoA T FrJCAhEE (1 5T, PRI IG Ik i B

2 HUBE PRI A6 PT IR ApoA T XF4E+F58 4= HDL
FUEME 5 LCAT M EAEHZ 5 RCT MFEH, i
iR 53 5 T LAAE SRy A A I A 1 8 051, 5 S0 0 0 ik
ALK 7= W) (advanced glycationend products, AGEs)
SN O - S BT A N O e ! I R S
LCAT F AH E A FH BELAS: A 135 5 DA 200 A 4 5 0 240 i 9
] HDL, 3 LI 55 T HDL 76 3% WL M v i Bt 48

W

S J6E HDL £ 2 BB PRIEIR A N A Bl F i 4
PN R 451407 , 3c SE AR ) HDL W] LASSSS SR-BI 1463k
Je G Akt AR A4 A 53 I I RO 8 7 1 Bt
SEE BN B2 NO BRI 30N K DI RERE DS
8.4 MWRYE

WG KA A 3 FH 58 5 Y 15 10 5 I HDLC 7K PR ¢,
TELC PR S HDL FORL IR ¥ BE R, IR 5 1 1Y
HDL DIRERE T, il L #IH LCAT . CETP 1} i i i
AITRE , [RIRE T AR SRS 38 WA v] A5 |
A DB i I T SR M N BRI T B AL BB 1 R R AE
2 DIHE HDL3 SOk Y 7 A= | DL RO THP-1 240 i 45
HU 2 Wk B LDL 41 i 250 2R 48 22 19 HDL2 U kE 1Y
[ U

9 k E

Zo Tl P 5 P ik i Y R R B e B 1 2 A N )
R AR (o L5 A8 LA 4R 43 1, JC Ik 4R 45 9 B2 1)
s Lo ROIem mE IR R A" . HEikD)
fiE HDL/ ApoA T B 1 A4t 3 ik o83 1 £k 114 5 7 4
A 3% HDL DhfE, $255 HDL /KX F0 A8 s
FAIY EXRE S, CHHES AT LIgE HDL ThEERY
FEE D7 T T 100 ZE A HG AR 25 T M 25 06T .
2459 1 190 3 B A= 1 7 20 AR R R R A 5
YRIT E AT JHER A1 CETP 41 7,
M ITIEAIE YT T IR GE AT L3N HDL f93hRE, +
. HDL /-S43 3t ABCA1 75 & 19 15 I 48 f L [
FI%E . MEER AT LA THE HDLC BY/K S, 3 BT AR
fik TG FM & ApoB MR & 7K, CETP il
S LA T 5 HDLC #4 7K -5 HL AT LA HDL
DIReFRssAd T, TR D8 HDL %O i 38 5 A
[ B B i) 2 S i), e sk 2 HDL YTl RE il oy ik
ARSI A (H B AT SCT R TIEE HDL ML AfF
FH AR TE I AT IRARE
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