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binds to the negative lipid components, such as oxidized low density lipoprotein (o0x-LDL) and cardiolipin, thereby forming

B,-glycoprotein I;  Oxidized low density lipoprotein;  Antiphospholipid syndrome; Atherosclerosis

B,-glycoprotein T (B,-GPI), a main autoantigen in patients with antiphospholipid syndrome ( APS),
a stable B,-GPI immune complex. [,-GPI immune complexes and the immune response induced by anti-f,-GPI immune
complex antibodies significantly promote the formation of atherosclerotic plaques and vascular injury in patients with an-

This review summarized the formation mechanism and the effects of ,-glycoprotein 1 immune

The mechanism of B,-GPI-DV

tiphospholipid syndrome.
complex and the effect of B,-glycoprotein I immune complex in the pathogenic process.
blocking the formation of 3,-GP1l/ox-LDL complex was introduced, which provided possible drug targets and therapeutic i-

deas for cardiovascular diseases, especially atherosclerosis, caused by ,-GPLl/ox-LDL immune complex.
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GPI/ox-LDL .aB,-GPIAb/B,-GPl/ox-LDL & & ¥ 7] #%
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Figure 1. Schematic representation of open and circular [3,-GPI
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O LA TG () — S FE R R
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GPIAb/B,-GPL/ox-LDL %5 & & ¥, 1 aB,-GPIAb
H St 1gG BLIfAS = fa kit A B HiR A 7E
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T Ak S siE )N, B,-GPT AR B J& —Fhdit 3 ok A £k 35 o5
K+, 7E aB,-GPIAb NAEFERT, B,-GP1 5 ox-LDL %¥
SEPESEG, I TR R A ox-LDL A% A 05 RN 45
U AH 2, 78 aB,-GPIAb f£7E BT, B,-GPI F1 ox-LDL
EERY aB,-GPIAb R4S G X =0 E &
TRZE R Fe y3Z AR SR T 1 106 200 6 1 70 e R 5%
B,k APS f835 Sl KR A A AL T RN A e

5 B,-GPI & E /WXt M ERIHIHER

£ APS B E RN, B,-GPL/ox-LDL & & ¥ F
WG 240 M TR A P A I 51 ol R A I I, 15 % Il
B ik ks A BE A0 R i A B ; O HLAEBum ks v bt B,-
GPL/ox-LDL $LIRAF/E RGO T, 3l 0 5 shdr S
FENFRE M RAE 78 APS f 35 I3 H A% I 3]
T B,-GPl/ox-LDL —JoE & W WA, H vk 3 Bl
T TR B R 78 R G L0 BEAR A LA OB PR %
P B IUE 95 55 R R N BRI ) T B,-GPL ox-
LDL 2 &WIAELE S | B,-GPl/ox-LDL & & W1k
MRS BRI R SIPIRAS B BN R, 5 Atk e
ARBh g i ™ B AR B ARG IR A 5 e
ol Jey B M R RE B AR 5

S RNERIE R G N1 EARALEE — B ik, %4
T B P U A B A 5 R 07 22 3 o 7 1 %
NERRC ST AR E e R, A SR Rk
HLAY ox-LDL %5 N PR A5 5 3228 b i 52 IR B 1 4%
W, A R 45 4 5 R AL Z5 M 1l NOD #£3Z 1A& (NOD
like receptor, NLR ) FEAR 2051 52 44, HE 5056 % 53 F
Nodl ,Nod2 Kz Nalp3 2" |5 W 20 i 8 i Fe y.
CD36 Fll LOX-1 4§ i i K 32 (K ¢ 5 M R0 aB,-
GPIAb/B,-GPL/ox-LDL %8 & & W) - 4% A ox-LDL
ox-LDL A7 {1 NH [ B LA K 3R 4 22 R ADL 540, 26 31
FRo s R A D RE 4t 2h T 0E RAE 2 A0, 0
BB REZAYES NLR ME540T
AV R gt SUL 2F 5056 2 W | 3 ks
feBE b = Zh NLRP3 RORE R A I E ™ . R
SiE A A5 AR TG i T S8 P A A0 R R 5 W 4 i R 3k A
RIGT-FE H Caspase-1, 75 T 40 il [+ 9 40 fg /- R
1B (interleukin-18, IL-1B ) F R RN 43 1h | | 1 B W
2 B R TV S R AR K Fe yRI 25 £ Fh 52 1K 3K 11 11
PR B ITR E AN X ox-LDL 1 B,-GPL/
ox-LDL “E W) R Y7 THALRE

FASERN LA P B2 110 5 I 400 i K 45 W B, -G P
F1 ox-LDL, Wi 24 it P 3ok 2 1L (7] 15t & R R LAt L[]
Pt AL 5§ TG S5 2 B ) R 2R 4 s 4 L P T AR 3
KA AR EE AT A N R REEER
MRS i RIEE GG L IL-18 5541
PR 7 [ S 2235, 60 T APS 2l ik Ak 50 46 Stk 245
T fi A5 i — A B ke B A A

5 s 24 e 2 2 L R 1T 9 Fe y i3l aB,-GPIAb/
B,-GP/ox-LDL Ht )51 5 &4, % B,-GPL/ ox-LDL iR %]
R R0 A W o LR S R Ak Y HL R o
TLR4/NF-xB {5553 % 1) 386 £ 05 5 1055 240 Jfd o 960 7K
A0 AV 4N B Tve ¥ =Rex /by A BN i)
GRS RN, B,-GP1 1E R =08 AW —R 4y,
CEVRTARTS ALK B,-GPT F BE5E 1 450 20 M, 7 4=
FHILHY aB,-GPIAb, XL TR T B,-GPI
LA B,-GPl/ox-LDL & & 4 541 B,-GP HL i 45 5t
255 T S50 e 4 O e ) e s e BRI IR A
& APS ShKEE AL AR I ) [ B Gt & ALl
TR P ) — AN CEEER Y

6 B,-GPI-DV BEEF B,-GPl/ox-LDL #HX &
EHRIT B ALE

VFZ W EERTEARWI IR R APS H B fe 2 1k 1
B AR AL DL SR ROR T IR S . H AT
XFF APS B2 2 LU IR aPL BRI R 3, ¥4 97 LA
BUEEZ ) Ry £ Li X 29 ] APS B3 LG Y
ox-LDL 1 ox-LDL/B,-GPT & A WA Tk, 45 5 &
P29 i APS & A 21 B8 ox-LDL BHM: , BHE: R
N T12.4%, R B 25 )RS R B R KT
B,-GPI/ox-LDLA &% i, FHYER N 86.2% , Jf H.
29 1] APS H & ML H ox-LDL /K-F 5 ox-LDL/B,-
GP1 Z AWK -2 r 60 0.95, J& F = EEAH
dE— 2 R TE APS O I8 B0 1 kR R,
B,-GPL/ox-LDL FI aB,-GPIAb/B,-GP1/ox-LDL %
AL APS Bl ik A A6 R il A T8 1 A B
P, Y1 aB,-GPIAb %t B,-GP1/ox-LDL %% & 45
Yk S FOILZ I =00 2 G WY BN B R,
B,-GPI i D VIR T B,-GPT 5 ox-LDL 45325 &
LSRN, (E R EA aB,-GPIAD H S PR B i 4t
JRYSE 7 A 9 aB,-GPIAb 45 5k R 1), DR ot B
B,-GPIZE T 45 #4 3 T RS2 1P = 05 B I i i i
WIIRERR, Zhang %5 Al Li S5 4 Bl i R A%
ELRK R 2 RIA R GRS R 20 B,-GPI Y5 T



CN 43-1262/R  h Eah kb4 2017 4F56 25 B4 12 1Y) 1277

SERIBE 1 (P.xB,-B,-GPI-D V) | 5 ox-LDL HA7 &
SRR ARSI LS & T3 R W P.aB,-B,-GPI-D V
] B,-GPI 35415 ox-LDL Bt {4 i B P S b 7o 5
R EE Y 0-COOH FEEELS &, vl B & PR KB, -GPL/
ox-LDL = 70 B & ¥ W IE W, H W H
P.1B2-B,-GPI-DV R & A aB,-GPIAb 454 {3 A, [
I8 T aB,-GPIAb/B,-GPl/ox-LDL = T & W) 1)K
. APS H1f% B,-GPL/ox-LDL — e &Yl aB,-
GPIAb/B,-GP/ox-LDL =J0 & & ¥ i /b, BEAR T
I A AR X 3 52 A 0 R A A RO B
W — e R G2 il T LA AR SN, I/ APS
{18 Sh IOk R A R e A%

W58k W, b JE A8 B,-GPT 7E B,-GPI-D V fY
TRRBER RS | SRR R AR T P A 1 LA A
H 28 G O AT T T H i 4 v AR B AT, £ B
IEHLAT S ox-LDL #HE5 & 11 B,-GPL/ox-LDL 54
Bt SFEAL, FAAFR SR, 875 B,-GP1 Al
4 p38 MAPK i [  JNK 3 [ i i B8 Ak /K - , -4 il
HF i Caspase-9 . Caspase-3 B2 136345, 18/ CD36
mRNA 7KF-SFe /b A 2 fr) 48 A 400 441 5 e 40 i
JIEL P AL B L 9 A A TS B 0 AT
15 28 1 523 35 A I 40 M 9 K A, %o ot A% e 5
T ER

APS It K i A B Ptk A Z 5, 1 aCL | aB,-
GPIAb LA, 5 H B Hiik & A Gase SOv (4 H B hils )
AR T, HASME— U0 B,-GPT B¢ Ifil B J5L ( pro-
thrombin, PT) S HE 55 X Sehi i Hiik 5 APS &
F B S ER KRR TS B i /N D | R SR M T A
KERA VISR APS (IS W = ZKSE
S Bl R aPL I /N 25 22 T3 A 14 46 0 R
SN, DA SOR 22 Rl R RE IR 25 0 52, O ik AR 2% L4
JGi o APS R4z Bk 2 E RS0 E 1 H B e gom , I
IR I A o0 i 28, A & A Sh P i R,
XEEHR A APS BB TSR TR R

2010 “FHUBERRTUALA Z 2 H P4 13 Ji E RSy
BRI, ST T 38— E BRI APS Iifi PR 2= A Al
IR E ZMEBA S, WK — 505 % P A
7R APS IV P95 1) 2 s HIL T 55 6 7 AS T 1) i 45
H TG, TV 54 50 3% BRI 2 4 A
Z 5k 4R APS R 5T sk A Oy S DY
B,-GPI [ HARE & AW APS I % vh ot HiJ2

FES KR FERE AL h I EAE L, [EFRATTXT B,-GPL/
ox-LDL EE G WA W A S Bk N 1
APS [ 10 Bl Ik A 5 Ak & ML AR o O, &
i aB,-GPIAb/B,-GP/ox-LDL = CHIERE S WNh T
1 APS AP HARPLHI, B B A7 7R 1R 22 5 ],
TR B G ga M I A5 B 1 & AL LA B
BOB A 0GR TT RIS ek 2 . RATHIE , bt 5 1
FEARWITRA |, B,-GPI XL A W7E APS M58
P05 T 8 RS BT ok ) e T A | A A Bl
IMAS APS SEXEIA B 1 B G s PR 1 15 B AR
7 R B AR
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