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High density lipoproteins ( HDL) are heterogeneous lipoproteins, the HDL subclass exhibits different

The distribution of HDL subclasses also changes dynami-

Drugs that affect HDL function and subclass distribution may be more effective ways to pro-

This article reviews the detection of HDL subclasses, anti-atherosclerotic function and its

association with cardiovascular disease, and provides a new perspective for the prevention and treatment of cardiovascular

diseases in humans.
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Figure 1. In vivo transformation process of HDL subclass
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HDL FIFEF /N HDL 3 5 AN

Bl IR — BT 09 HDL V284600 75 2 | 3l 5 BF
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( paraoxonase 1, PONT ) Jifi P 46 I 45 | 27 O IR 2
FGEEAR B0 K 4 1 2 57 5000 R, 4K T HDL 45 1.
BT Bl K ok A B8 A A B 550 OG0 1L 48 5 9 1Y
KREHIFATE R,
2.1 SEERBREQIRS5EEREYEEIEZ

H Tt tR 3 bk P v I e Y B3R O S 3
ik sk E B Ak 1 G B8 2D B Y LA RCT AT LA3E & HDL
(W EZ TS ok FERE AL DI RE. HDL i i RCT i 72
A FI 2 A ST Vi AL 2 i A0 50 kB 19 PN 2 400 e
e[ B LR T e i 2 I D) A R R AR
HDL /53 F (# RCT 1 5.0 155 U 52 fr A 5™
Du U0 Y /NBURLECR () HDL SR 3  efy



1082

ISSN 1007-3949 Chin J Arterioscler, Vol 27 ,No 12,2019

R AL [ Pt 3 1 25007 5 1 Wk 00 R [ e A O
HDL () EEZRE 12— ATP 254 Gz E N
A1 (ATP binding cassette transporter A1, ABCA1) , 5
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T4 m & I E B AR RS, PONT 307150 41 7 i
I A A 3 ik ok R R AL AR AT R, /N
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FRHNEHE 109 B 52 me Ho i A8 R4 S RE . 7E R
JE A T T R B W g ( sphingomyelin, SM ) BN K RE
WA HDL K 25 9% 248 it 35 T It 20 P I 5% v JH 1l
AR, DFTE R IR B AT P i ) AR B D
IRREA RO B SM B B HDL 728, AT A 450
I BRAP VB TE R AL

KT 5O A B A S ) HDL ME & B i
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HDL W72 55 00 1 45795 9 IRURS: 19 4 G 1 7 T —
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HDL3 K FHE " AR 28 A AF 1 A I B 25 L
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IR, BB 13 P K Y HDL A 26 B A T F 42
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S Wi NN SR Y RIS P SR I =R S
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FHOPR MR T R o R A 55 L 1 3l ik s 9 B 6 O
ARG A C . BEEE &I, HOR BR T BEUsGR
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HDL/ & Hh =R A 55 A 19 20 Jok o A B Ak 1 13
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ARG HEN  HDL3C K-, A 2 HAB NG 8 F 457
AT L A A — TS I R R AR A
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BRI T 58 2 80 /R HDL 3. 28 7] BE J2 il
NIy ok ok 457 A5 £ 5 XU B8 - 04 AR DA iR . AR
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HDL3C fl HDL2C AR5 H A A FEH 1) 250 30 ok ok B
AL 35 AH DG O A — TR A rf o AT 0 I A A
A 10560096 FR 3 AT HDL W28 075 , At A W42
FBFWOIMAE LT R 5 S HDLC (/E {7 HDL ¥
RZ IR AATAR S S Wa 1 i & HDL W2
255 CVD MAH MR ST SOk AT 25 26 BT Je 4R
A B HDL 7 AR 2 m BRSO I A5 S
PR &R

ARA &, 45 5 HDL 45300 2 5 A4 BV FH (9 1
PREHE Z [ AE 7R 4R I, 18 WL 26 A0 B % Ji 1Y 4598
AIRER R TR SC 00 i S e v AR Ml s
NS B HDL WS by )y e 2%
A, P, FRETE T RGN R LG T
HDL W 2 5 .0 18 KRS 22 18] 19 56 &, LAH 2 HDL
) A e I 288 B L O it A AR R

5 FEAANBYESEZEEEERTIXNSH

HDL 455025 1 73 A PR A6 1) 56 1) 22 55 1
ASA, PR FRLE R S B T, B
KAEEH R HDL ¥ FE A, midE % /N i) HDL Y
WEERG AN, 30 HDL (1973 RO 80/0N 5 201 A AR
JEH /N HDL I 2 v B 75 1 o g e
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HDL WAk BEAE B i T

AFEAFIE HDL W28 43157 Je D g ol P A 22
5, JF ELR m HL AR M R I KUK . 5 R
RN, 7 A 0L 99 9 XU R 501 v, %o G
A AFH I HDL 33647434, & B8/ HDL P 1) JiH
[ P R A 5 IR 4/ 00 A et B s 5 R
NHIH, IR TR AR /R 1 HDL fFt & ke
1 PUR G MR E SN B S 2 R AR
JHEAMIE HDL KA & A AL tE T £ F RSN
2 BRI O I ) LR AR X I, WF 9T &
PR N A PN S TG AR T SR b SRR A
AL AR FE, IR B £ P B K HDL 5 245
%, i B P AT X Fh 22 0

F I AT AL, AR TR] AR 0 1L A5 JXURG: A 6 B 2 B
H2E00, 5 HDL W40 A5 AT RELE PN LS 28k
AR S G, Rk BB 48 AR 22 5 A ML 9%, si4F g
RN M AEBEIR I BRI &

6 HYXMETERERREITENZMN

BARVFZ M5 38 HDL A ¢ 259 vl A 5% AIK
D ERIET 2, 2R YT HS I HDLC & & iyl IR
RIS H 2 B e, A HDLC T 1925 #0856 ok
REIAFIE HDL Ty kst A0 B O i 38 =5 18 % A 1)
BRREKF o 2570 I 55 5 95 58 19 32 30 BT HE AR A
VT SBT3 & KRR A 7 I A U HDL ¥ B A
ifg, Won 7T VA7 3 HDLC 7KSF , {H R BE 8
HDL ¥ B 5 KR A1 7T 2 25 P B A 3R 97 X HDL ¥
JERIFZ AN, I H A RE G F EAI A ABCAT ¢
SPEREE EEANHE % LDLC ZKSF B 435 B
0.7 g/L 5ol FR A 16 C &0t AT TR )7
T AR AR 183 ks T HDLC #1 TG /K -F- 5
HIFRAE 36 4~ H BIBEDTIVIE B G R

S HDL TIRE R 28 43 4 1 25 W36 97 9A
AR T, R -3 A R S AR
Yyl LR W iE W % HDL (9 RCT A4 1F 52 mi , It
HAEA Rk sh R v ) sh kol R4k L B
I — T R O i 22 1 AN B A O Tl R
SRR O I A5 RS A A B A 2 0 o, AR Jel A
BT Z W e e R R T AT IR T, BRAIR
/INHDL/ K HDL HDLC/ & HDL FU{E LA K IR 45 i
5 Z R PUFE £ (lipoprotein insulin resistance index,
LP-IR) ™), & UEHE n-3 Z AR FIS 15 R 19 A 15 £
4 A B AR HDL [ 51K 1) 28 5% 78 iy i 34, JF

BN Rl BE 5 HDL (9 40 3h Ik ot 4 B 1k 45 15 A
K3 Ak 38 3 v #E EE HDL ( reconstituted high
density lipoprotein, tHDL) 3% HDL K Hl 24 T
RERIA Ay — A e RIS T BB 8979k . rHDL 2
DA T IEL B 2880 05 2 P9 AR A1 BT A P i,
5PN RAR Y IR HDL 78 A= A D g 77 ik 5 2%
W rHDL AYTEABE 1 A7 0 ML XURS: A8 3 L[] P
T BE 1Y RN T LR AR AR A R IET [F
5 B RRE AL SRS/ /AR DG

FIRTE A2, PR ali iy 259 1 Hil$2 = HDLC 7K
BP0 AN BB 1 B A AR i A XU B PR AROR
5 HDL [ B AL, 7 48 i svF B O B
RAFET LA HDL HyRE S 2734 19 25 0 A fir
HE— 2L BIBTTE , LU E 2 15 R A1 S8 4 Pl RS i

HDL AT 43 A1 22 4 R ) REREPEAS TR A0 .2
KT 28 (9 4 20 Jok ok 4 18 £k T B DA S A 4 A
SRR X TR AT T Cx LA B I B A R R
FEERE L, WTF HDL S, H Fi R s 4 )
FEAET WA HDL W28 5 AT 5 1 2 (W Bt 3l fikots +
WAk D6E , WFFh HDL S 7RI R HoxsbCo o 45 XUR: A
S A T A, T 3 7 28 2 RIS A I R 5
FARMHIER . Bz AT LURA E A S HDL J2 Hi W 2%
500 ML P SR A A — 2 AR DGR AY , 1fiXT T HDL
2R A TR TR A FRAT TR o I 45 58995 P AL, I
A JE A 2 T R RN ARIR T SRS AR A
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