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[ E] BH HiTEnddhiFii p2-4E% G 1(B2-GPl) Fik KT 5 21 2h Bk HEAR AL (CAS) BE R & A 1
REwMmEr, Ak RR303BIFTHREELEL LR RE % L858 FNRTHIT TR FRN REAL
CAS sEsh Bk E R AN B E 0 h = d Rsesh Tk F 4079 4] A BEH Rk % 20 98 4] A BE3 A 42 % 20 126 41,
HBE AR ELET | BIE 41 01,2 B F 34 6,3 B0 % 30 41,4 B % 21 #1, KA ELISA #0l & f &
B2-GP1 F MK, A By ikl 2 ot 4 Moy Z B A B A2 B BER-F | B4R o A AR E E AR & @12 E B (LDLC) &
BBREREOEEBE(HDLC) KF, 8 Atk LI FH A B L F A A ik A5k F 45 hF R p2-
GP1 #uAkAK-F 5% 4 16.02 £16.23 kRU/L.21.43 £16. 15 kRU/L.34.89 +19. 15 kRU/L; A 5t 3 T3k % 40 A BE 3k
A E B EFE I B2-CPl HAKK TR B H T AR AIEFLH(P<0.05 K P<0.01), Fresk AL EHEH Q
A B2-GP1 HARK PR T A B AL FL(P <0.01) ;fiF 3 B2-GP1 3R KT [ CAS Bk F A2 69 38 Hn iy 38
%, Logistic B2 47 B , 3L B2-GP1 #kK-F 5 LDLC KT Eutak, it  &FdR B2-GPl kAL kAt
FRACE TG %, K e, LDLC & o i 4% B2-GP1 3R 38 & 69 Ik 5 8 e B 2, e 7 30 B2-GP1 AR ST 4E 4 CAS ¢4 e i A 4L
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[ ABSTRACT] Aim To explore the relationship between serum levels of anti-B2-glycoprotein 1 (anti-B2-GP1) anti-
body and carotid atherosclerosis (CAS) and its risk factors in patients with cerebral infarction. Methods A total of
303 patients of anterior circulation cerebral infarction were recruited and carotid arteries were measured by vascular Doppler
ultrasound instrument.  According to the presence of carotid atherosclerotic plaque and the degree of carotid stenosis, the
303 patients were divided into three groups: no plaque and stenosis group (group A) with 79 cases, plaque but having no
stenosis group (group B) with 98 cases, plaque and stenosis group (group C) with 126 cases.  Among the 126 patients of
carotid stenosis, case number of 1, 2, 3 and 4 grade of carotid stenosis was 41, 34, 30 and 21 respectively. The serum
levels of anti-B2-GP1 antibody were measured by ELISA, enzymatic was used to measure levels of blood sugar, triglyceride
and total cholesterol, the direct method was used to measure the serum levels of low density lipoprotein cholesterol ( LDLC)
and high density lipoprotein cholesterol ( HDLC). Results The serum level of anti-B2-GP1 antibody in patients of
groups A, B, C was 16.02 +16.23 kRU/L,21.43 +16. 15 kRU/L,34.89 +19. 15 kRU/L respectively. ~ Serum level of
anti-B2-GP1 antibody between patients of group B and C was significantly higher than group A (P <0.05 or P <0.01),

serum level of anti-B2-GP1 antibody was the highest in patients of group C.  As carotid atherosclerosis stenosis pro-
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gressed, serum level of anti-B2-GP1 antibody increased.

with LDLC.

rotid stenosis and LDLC was the independent risk factor of increased serum level anti-B2-GP1 antibody.

Serum level of anti-B2-GP1 antibody was positively associated

Conclusions Serum levels of anti-B2-GP1 antibody play a role in the occurrence and development of ca-

Serum anti-f32-

GP1 antibody may be used as one of the serum biochemical indexes of carotid artery atherosclerosis.

20 Bl ik 585 BE A 4L ( carotid atherosclerosis, CAS)
SIS B HEVIR R, FNANE A KRBTk
I 2 609 AL et G i A 2R A A
) B2 1 CAS BEHR B R H: A s L o A 52 42 ]
B R i 2 T S0 5 IS W A R AR D
FARYTFFBe, AR, BTN H B RN E S
S EBKARERE AL Y A A R BOREZ 4 1i PRA
S A IR 5L, ANMUAE BB IR 25 A 4 (antiphos-
pholipid syndrome, APS) i 35 v, & = 78 — it A\ B
=8| ,EF}T 82-55%% M1 ( B2-glycoprotein 1,B2-GP1) Pk
58l kR RERE AL TE B DIARSC AR BIF 5 3 gtk
303 I RTIRIA N AL LTS ST B2-GP1 HLRIKF
Lot CAS i, FRVT I 5T B2-GP1 HLikK-F-15
CAS HEHRe K AH I 18 B A 2R 2Z ] - AR DG

1 XEIMITE

L1 —fgss

HI 2012 £ 6 A £ 2013 46 A&k
FE e B AT 08 21 R0 AE B8 B A 303 Bl E A FT R AT A, M
B 164 6], Lot 139 ], R b 34 ~ 87 ¥ P
64.55 £10.39 ¥ . H #7470 . O#] 48 3 i AE 7 B
4 2007 4 E R A R B 6 46 R ) ) 4 BT AT
4 KE CT 2 MRIGE 52, @2 A4 R o% . B &
MR, X E I >7.0 mmol/L, & 5 2 h M >
11. 1 mmol/L, & M i A% 3t & i 4% A 7 T BE A T 4% &
BRI R R A" ERK. K% E
=140 mmHg 2 47 K & =90 mmHg,ﬁ%@.ﬁ%—lﬁlE
T EAEERABE SN R, QF I LE. ZF
% B [ B (total cholesterol, TC) > 6.2 mmol/L, H
= B (triglyceride, TG) > 1. 71 mmol/L, 1% % & fig &
& A [E B (low density lipoprotein cholesterol , LDLC)
>3.1 mmol/L,%%E{ﬂEﬁ' }é}ﬂﬂ@@?(high density
lipoprotein cholesterol, HDLC) < 1.2 mmol/L, 2 IE &
EREREAY s EE R ,ORE.FRED I
MEBER—FHAE FEED | F,088:. FXE
D1 E HEEDLET HRATEATES
Eoted AHEMHBETEREHE, KR
RN KR FOG IE R T e BN # AT RSt
i EX CT ELE6HH,

1.2 ImiE#H B2-GP1 Hiff . Mk, Mmhs7K i E

Pra BN TERKE RS XM KD
5 mL,2 mL J F it 3 4t B2-GP1 A3 i 7 & W B 42
E W5 A 8, & F ELISA Il &, 3L AR & # & B2-
GP1 FUR,3 A7 iR & B KA K 2 kRU/L.20
kRU/L.200 kRU/L, /™ # % P8 94 80 4 BEAT # 1F ,
RAFERZ AR 1:201 F B, ZHEHFERTR FE.
BmAELMAE R FR. R FRE, B 0L LR, B
FEBLTF 4507620 nm K K AL A 8, AR AT E b
LHERSEM, 3mL Rk A T miES
i A, O kB L N E fu bE, B #E 5  E LDLC AR
HDLC, B 331 & TG #1 TC, i1 & 4% B2-GP1 4k #
AT BRFE S F i F L 20 KRU/L fE R E# £
PR, # 3t 20 kRU/L 7 FA 1%, 1% T 20 kRU/L %7 B 1,
1.3 Ak &8 =&

6 T 17T F A5 T 7TF 2000 i A # % L E
%Sk A S 9LAMulti-D, 1 % 9 MHz, 4 45 4% »
O3 3 ik W K Ji£ )2 (carotid intima-media thick-
ness, IMT) : % 3 Bk BE & 4 X 4L 1.5 em 40 & i
iR N R R E, BTA Bk IMT 78 5% 3 ik
A XAk 1.0 em 3T 48 & 3% 37 i 4 B Ey IMT B £,
B3 R, EE M, @3 . F 3k IMT 7 HL 3
E>1.2mm ¥ AN EREL R, RIEHLFERE
FIAENABRF RPN A RBER TR FA AR
T EH AR HEEL, X8 BN 1A H =
PREMERELE RERE (%) =1 -/ EHM
B E S BLAR/ O 3w IE B ik B 2 x 100% ,0 .
mMEAFEER ;1 R mEKE <50% ;2 % 7% %k
E50% ~90% ;3 R M E 5 E 9% ~99% ;4 % . i
THE,

1.4 Sit=ZEH*E

HER U vxs FR, HAR LKA B %,
HHRERA B8, £ 408 LR 7 204, 4%
M7 & A Logistic Bl 3 247, YL P <0.05 % % &
HHRITFRE MK,

2 # OB

2.1 IMiEH B2-GP1 ik T Lb 8
TCBEHR IO A H 5 79 ), A BEH C A 4H
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98 i, AEEHAA A AR 126 6, =B ML
Pt B2-GP1 Fr ik K435 K 16. 02 + 16. 23 kRU/L,
21.43 +16.15 kRU/L 34.89 +19. 15 kRU/L, A K
TORRAE A AT BEHAT P2 21 5 35 Pt B2-GP1 Bifk
AP TR TR AH (P <0.05 3 P <
0.01) , A BEHUA BeZs 413 IV B B2-GP1 HLidsK-F-
B & TABEOZEZH (P <0.01)
2.2 IniEH B2-GP1 kK5 CAS BRFEREHX R
A CAS PerE 35 126 15 (41.58% ) , J& CAS Jk
BB 177 191 (58.42% ) , A CAS Be7 B I i
B2-GP1 Hiik /K- 34.89 £19. 15 kRU/L, W1 i &
FIC CAS A ¥ (19.02 +16.37 kRU/L, P <
0.01), 1 ZM7E B # 41 (13.53% ) 4], 2 P
F34(11.22% ) 11,3 a7 /34 30(9.90% ) 91,4
WRAEBF 21(6.93% )], FE1 ~3 9 CAS B &
FH, g Bt B2-GP1 Bk K P A B EES (P <
0.05) ;{HTE 3 ~4 9% CAS B B FH v LGP p2-
GP1 $iAAK P 2R (P >0.05;% 1),

F 1. REFBIEKERE £E MF B2-GP1 Ik FILE
Table 1. Comparison of serum levels of anti-B2-GP1 anti-
body in different CAS patients

BRI %k

L& B2-GP1 Hifk (kRU/L)

1% 41(13.53%) 24.85 +16.34
2 %% 34(11.22%) 33.73 +18.21"
39 30(9.90% ) 42.61 £18.55"
4 4% 21(6.93% ) 45.66 +16. 68"

aj P<0.05,5 1 ZIbE; b P<0.05,52 JIbE,

2.3 IiFEH B2-GP1 /K ESHEXBREZHXR
X CAS 45 HH S AE RS R 2R ST 01 U5 43 B, & 3
P B2-GP1 Bk FH 5 w5 il 95 B IR 9\ TC.
TG M AR G JC B A SE (3 P >0.05) , 1
5 LDLC \HDLC W% B 2 AH G (3 P <0.05) . %t
HIEAT Logistic 2 & [IH 44T, 25 5 s M5 $t
B2-GP1 Hiik P R 5 LDLC B34 (OR =2. 83,
P=0.001,%2),#&/~ LDLC J& ¥ & 431 B2-GP1
UM A ST fEf R &R
% 2. MiEH B2-GP1 Hkk FE 5 X B EZE M Logistic
B3 4347

Table 2. Logistic regression analysis of serum anti-$2-GP1

antibody level and the associated risk factors

- EVEEY ' 95% CI
W g Wald OR fA P —
(B) TR ER
LDLC  1.040  11.929  2.830  0.001 1.568  5.106
HDLC -0.263 0.580  0.769  0.446  0.391 1.512

WA -0.580 1.678 0.560 0.195 0.233  1.347

3 i g

AR EAMIF A R, A B e 2R 5 g ko
FEREAL IR % A 56 Ames 2524 F 4 TgG 2K aCL ( H:
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BRI R s K m R ARAF I e, sk e v I
R ORBoANE) RAEMER R (SR HF 41 gh
o> 155 R e 1 (B WE 4N . T 400 . B 40
PiiksE) . HETHFEE AL, BT B2-GP1 AT fE ML T L
AN T R W) 3 ik ok R AR LR BEBR R B D4R
W3 20 AR B4 I 2% B AR B 1 5 @5 LR Jm s f
RERRAE LN, 3 B A P B 5 40 , A 2l Jok of e 1 4k
R R EZEA ;@ TRE MR A C KIiEEEm
RV AR BE AR 1 @ B8 o PLT RS2 R
WA, Bl 1 6 A P R AR | B A i 45 T X ]
FEAE AR/ A HOR W R B SR AR | B JE TR A

ARG E X TC R TO R AE AT BEH OB A
BBEHA PR = 4B MIE DT B2-GP1 HLi KA
DB, 13 PT B2-GP1 FLik /K F-1E A BE b A e A
B E PR, A R R A A B E PR,
FETCBEIC 28 4 A K- ek, 76 0 ~ 3 i)
CAS B B v | ILIE P B2-GP1 FLik /K -t & B¢
ZEFRE I N T, 3R BT B2-GP1 Hiih S 5 T
SRR Ak BE B 8 %, & L {RAE 3 4 9% CAS
WA MG P B2-GP1 Hiik K VI 76 W 3 1
E5 MABEINITE CAS I > 91% i, IfL
Bt B2-GP1 Hilk KXt CAS Pz F A ik — iy 5
M, {H %5 16 3 ~ 4 Gl ks A8 R AR A /D, 5K
ARG AR 2 | T B IR A R 5T

AWFFEFEIR BN 7E HRIA A AR Z 5 CAS M
Keffaks FZE o LDLC 5 i Ht B2-GP1 Hifk
IR, 24T B2-GP1 Bk BHAE (4l 57 fE I PR 2R
LDLC AT —A B r, ) 8835 i3 T B2-GP1 A
FIMESR I 22 AT AY 2. 83 45, i ey ML L I A4k LA
FI Kok R RE AL TR M B R R 22— 5 i gE
BHMIEDL B2-GP1 H LM WA 5 Passam' ™
ML 2 WF 5 — 3 {H [ | Frostegard ,Chen' "™ 2587 5%
R, MIEP B2-GP1 Pk /K5 iR 2 IEA 5, A
Pl A HIREAS B AR o A R[] Bl i/ S H e A
ZESEMR R 22— T H AT E N A G ) i R E oY
/b T S E AN R R R R

CAS & i 156 38 & A & e iy b 7 fa b I & 2
— U kR AR AL BT AR K R O R RE A B
#8550 PR ARAE RN AT O, FL e s R A T
TeHEEN MG P PUALE A1 (antiphos-
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pholipid syndrome, APS) J&—Fh 4E RGE M A B 3%
PRSI IR 1 DL & R AR 3 Ik | # ik ii
FEIE E U™ 45 Ry T AR R, A g i
7SR I PN LA 8, 5 SBORH IO JUE 4% 71 2R S8 4 2
RES®H o 7E A2 3h ik ok A Bl Ak s kb b K 5l iy S
I e ARG I 51 22 B i B A ( antiphospholipid
antibody, APL) , e rh 146470 B2-GP1 ik, E4FE K
B, HUBERR DU AA B A B 5 0 S B M, A (6] S0 B B X
PL B2-GP1 2N WY BT IS A AN ] e 40 7™ A HUAA, TEHT
BENEDURZE AR BRI ) b 452 1 SR I, Ty
PR TEHT L Bt e PR 7T B SR EAT Y,
S5 RN PUBEAR PR AT Be- S 2 3l ik ok B A Ak 1Y
S AR, BV o 73 M 23 P A 0 J 7S B sl Jik IMT
) N NS SR 3111 51155 o v R A= [N ES I N
MAERH T, BT B2-GP1 H A I 2 £ iy 191 By
KRR Ik 22—, A Bt B2-GP1 1E3)
ok sk AR A & e AL eb e D0 VE RIATS A 5 Tk —
RS (BN H ETE N AM SRR E T B2-GP1 &
5T HR AR R Z AR J0 K D i 7 bt B2-
GP1 HUAARIKF  ANLRE Jy Sl hicoks e A AL e (Al By 12
WA , T BE B - b S 1T 5 7 A AR AR 119 2k
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