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Risk prediction value of antiphosphatidylserine/prothrombin complex antibodies in the patients with positive lupus anticoagu-
lant

CHU Yaxin' | LIN Bozhi* , ZHANG Yuncong®, GUO Han', QIAO Rui'( 1. Department of Laboratory Medicine, Peking University Third
Hospital , Beijing 100191; 2. Department of Laboratory Medicine, Peking University International Hospital, Beijing 102206, China)
Abstract: Objective To investigate the risk prediction value of antiphosphatidylserine/prothrombin complex antibodies (aPS/PT) in
the clinical events of the patients with positive lupus anticoagulant (LA). Methods A total of 167 patients with LA positive tested for
two or more times at intervals of 12 weeks or more were enrolled in the study from Peking University Third Hospital during January 2018
and September 2019. The patients were divided into the group with clinical events (n=115) and the group without clinical events (LA
carrier group, n=>52), and the former were further divided into the thromboembolism (TE) group (n=18), adverse pregnancy out-
come (APO) group (n=91) and TE+APO group (n=06). The anticardiolipin antibody (aCL), anti-B2 glycoprotein [ antibody
(aB2GP I ) and aPS/PT of the patients were detected by the chemiluminescence immunoassay, and the results among different groups
were compared. Results The positive rates of IgG aPS/PT and IgG/IgM aPS/PT in the group with clinical events were significantly
higher than those in the LA carrier group (37.4% vs 9.6% , P<0.001; 31.3% vs 5.8%, P<0.001). Moreover, the concentrations of
IgG aPS/PT in the group with clinical events were significantly higher than that in the LA carrier group (49.2+5.2 units vs 20.1+3.4 u-
nits, P<0.01). The positive rates and concentrations of IgG aPS/PT in the TE+APO ( 100.0%, 125.7+40.3 units) , TE (55.6%,
76.3+61.4 units) and APO (29.7%, 40.9+50.2 units) groups were significantly higher than those in the LA carrier group (9.6%,
38.6+22.1 units, P<0.05). The positive rate and concentrations of IgM aPS/PT in the TE+APO group (100.0% , 116.3+40.0 units)
were also significantly higher than those in the LA carrier group (38.5%, 46.5+£52.1 units, P<0.05). The positive rates of IgG/IgM
aPS/PT in the TE+APO (100.0% ), TE (44.4%) and APO (24.2%) groups were significantly higher than that in the LA carrier
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group (5.8%, P<0.05). There was good consistency between the positive aPS/PT and positive aCL/ap2GP [ /LA groups ( Kappa =
0.114, P=0.012). In addition, the concentrations of IgG and IgM aPS/PT in the positive aCL/aB2GP [ /LA group (64.6+62.8 units
and 84.3+51.8 units) were significantly higher than those in the positive LA group (19.7£16.7 units and 29.3+40.8 units, P<0.05).

Conclusion The patients with positive LA have higher risk of clinical events when aPS/PT is positive, and IgG aPS/PT is more cor-
related with clinical events than IgM aPS/PT. The positive aCL/aB2GP [ /LA has good consistency with positve aPS/PT, and has the

highest risk of clinical events.

Key words: antiphosphatidylserine/prothrombin complex antibody; lupus anticoagulant; thromboembolism; adverse pregnancy out-

YUBENg%E A 1E ( antiphospholipid syndrome , APS)
Je—MHFSE 4 A BB IR HT 1A (antiphospholipid anti-
body ,aPL) i) B B i . A4k 2006 FEE1THY APS
SYRBRUE ISH APS A DI AL 1 AN R AR
R 1 AN RARE 1l JE S50 B AR e TR PO BRI
K (anticardiolipin antibody,aCL) . $T B2 B 1 |
PR (anti-B2 glycoprotein I antibody, aB2GP 1 ) F
IRIEHLEEY) (lupus anticoagulant, LA )3 Fh aPL &/
AL TG BEPE" 5 I BRI 1 2 K 2 APS A1 G
RIS DR S A7F 1l A% A4 ZE 5 ( thromboembolism, TE )
FIA BG4 5 (adverse pregnancy outcomes, APO)
&, Hor LA 220 APS 1yIhfgik s, & F Ky APS
fEBR BT BLIAR, 5 TE I APO Y36 R,
SR A A R ECA D LA B 5 IR R AR
TE 5, APO, P M7 25 1l AR S5 44 AH DG 1 B 4 A 48
PrEfi B aPL 3% JEAT FE RS B R0 M . B0 i G 1 22 24 PR -
BE I B I 52 5 W) DU AA (anti-phosphatidylserine/ pro-
thrombin complex antibodies, aPS/PT) J&—F i g 24
HEAVUA, TR LA AEMPAZ —, 5 LA B
A RUFH—ZrE ANy aPS/PT a2y LA 1Y
e v R E e T BT BUR DR R 2R 7 1R =N .
VLML IR ( phosphatidylserine/ prothrombin , PS/PT) 47
AL AR I aPS/PT, #F5E K& BL, aPS/PT 5 Ifil
B & B RN OGP, BT ST AR
aPS/PTIE i A M H A APS 12 W1 aPL i (1) 87 %Y
aPL  ARS FERFST aPS/PT X LA BIPE 3
TR A ek R A 1 £ 5 T A1

1 X A5 ik

1.1 BFRNS #EL AEAL T K5 = R B 2018
AE 1 AZE 2019 4E9 2 % 2 YRELE LA K B
(e, EL ORI el 12 J5 &% AL, 3t 167 41, 4F
5 (33.4+6.3) % 4ok 157 i, 5505 10 4, i
FHAEN LA B FHPE RS, U HEBRAE i =70 J4
B o W AR BB I AR , EAR R APS f4
KERAE B SE R 250 N TE 41 APO 4 TE+APO

. TE & SCNAT A L2 s 5 1 gl ik i ik 20 i
) —REZ W AR ZE 1 APO & A PA T L
A5 <10 JETCREM R B V™, P BRI
FOKP S BRI R = 10 J8 & & IR G LAE
T8 TR EALREA 2 R B ™, B4 L<34 Jd,
X T LA RSl BEHE(H A A _E A 5 4 e A= s 91]
TEABETE o LR LA #5453
1.2 pRACRAE S
121 (MBCRAE S B0 LA R0, FAR 5% R
FRPLBEE R AR S8 M, FE IR 2], 2 000% g B0
15 min,2 h PNUYLEEZ 1L/ (poor platelet plas-
ma,PPP) ,—80 CA#fr-# F s £ x5 HoAt aPL gy 450,
PRI 0 25 48 R AR AR I, 2 000X g £ 10 min,
2 h WIREEINTE , -80 CAEfF# .o
1.2.2 aPL &GN LA A5G0 [ PR A 5 0k 2525
(ISTH ) 5 pig #E 77 2 /D e 45 2 Tl Mg ARG 1) 458 ] i
[ AS LA, LATL 3050 (7& 1[5 Siemens 23] )
AT Fi B s g 22320 56 ( dilute Russell’s viper venom
time,dRVVT) il /| Automated APTT &5 ( & /K 22
Trinity Biotech 28 7)) #E47 LARE /5 A 38006 791 16 %8¢ 1l
5 (silica clotting time, SCT) DAK N LA, 2 FhsZE6
BIAE ACL TOP™ [ Sh¥EML 53 HT X (75 BEF Werfen 2
w)) BiEAT. 2 A AL 1 AP FHAERD DY LA BH
PEo MG & 45, dRVVT 5 SCT ipruEfL it
{E 500 T 111 5 1.16 B2y LA R,

aCL il aB2GP T 1 : i 7F aCL(IgG,IgM,IgA)
M ap2GP 1 (1gG, 1M, IgA) B 45 I ¥ i 1 BIO-
FLASH b2 S 8 ST X S L ES QUANTA Flash”
R & (PYPESF Werfen 24 7)) AL 2% G5 73 M ik it
7o MIRDEIIAS, LA R EUIBTE D 20 CU, STk
LR R Z AR B

M3 aPS/PT & il aPS/PT 4l H] BIO-
FLASH k27 5 52 73 A (PG BEF Werfen 23 F]) J
QUANTA Lite” [ I 65 33 W% 7] £ ( 32 [ INOVA
Diagnostics 23] ) #4745 ULET 45, aPS/PT (1gG il
IgM) Y WTE M 30 units



I BEAG B 2 75 2020 4F 8 45 38 %45 8 #]  Chin J Clin Lab Sci, Aug. 2020, Vol.38,No.8

-+ 599 -

L3 GEIFSEAMAT I SPSS 23.0 HRPEHEFT Sy
B, GraphPad Prism 7.0 HCIF4 . 0K B 5
FOAER AR 7 R 9 5 AN [v) 281 (B 470440k 2 7K - 1 L 2
% Mann-Whitney U #5455, L P<0.05 HERAHSR
HE L,

2 Hig

2.1 IREFAFAENDL 167 GIRTTEX Gerp A 18
19 (10.8% ) % TE F4F,91 {4 (54.5% ) Kt APO
.6 B (3.6%) BE &L TE A4 APO Fiff,
652 ] (31.1% ) LA FUR B AR S A2 i IR =5 1F
(LA #5475

2.2 aPS/PT [IMER S EAR 0L AR R B
LA BIPER A [ aPS/PT FHPERIGBLILE 1o A
PRFPER) LA FHYE S (TE 41, APO 21 fil TE+APO
A, BT A R4 19 aPS/PT IgG FH{ER (37.4%)
H T LA #5741 (9.6%) , 2R A Gt A L (P<

0.05) ; i JUr 45 S5 (441 aPS/PT IgM FHYE % (53.0% )
5 LA #4 H 41 (38.5%) i, 2 R LG22 E X
(P>0.05) ; i A7 HAE 4L Y aPS/PT 1gG F1 IgM [m] B
FAPER &4 (31.3%) i T LA #5747 H 41 (5.8%) ,
ZRAGIE (P $#<0.05)
Ll K I, aPS/PT 1gG FHM R TE TE 41
(55.6%) . APO 41 (29.7%) LI X TE + APO 4
(100.0% ) ¥im T LA #5475 241(9.6% ) , 22 R ¥ 50
J125 7 (P $4<0.05) . TE+APO 41 aPS/PT IgM [F)
FHE2R (100.0% ) 155 F LA 4577 5 41 (38.5%) , 22 5+
HEiiT2#75 X (P<0.05) ;1 TE 41(55.6%) .APO 4
(49.5%) aPS/PT IgM [ FH %5 LA 4747 3% 41 A1
W, 225 e g it 2% L (P>0.05) ; aPS/PT TgG Fi
IgM [R] i BHPEZTE TE 41 (44.4%) (APO 41(24.2%)
LI TE+APO 41 (100.0%) ¥4 & F LA #45 %41
(5.8%) , 5 ¥H G X (P ¥#<0.05)

1 AFIGHREIE LA BB E 1 aPS/PT fHER

IgG IsM IgG+IgM
Baiil
n(%) X2 P n(%) X2 P n( %) X2 P

Fifr 4l (n=115)  43(37.4) 12.167 <0.001 61(53.0) 2.331 0.127 36(31.3) 11.657 0.001

TE 4 (n=18) 10(55.6) 14.144 <0.001 10(55.6) 0.974 0.324 8(44.4) 12.322 <0.001

APO 4] (n=91) 27(29.7)  6.551 0.010 45(49.5) 1.199 0.274 22(24.2) 6.548  0.011

TE+APO 4{(n=6) 6(100.0) 23.016 <0.001 6(100.0) 5.936 0.015 6(100.0) 29.602 <0.001
LA #54 % (n=52) 5(9.6) 20(38.5) 3(5.8)

X P ARG LA 504 AR GE 2 A T as e

AN R LB LA PHME B CE 1Y aPS/PT ¥k i
TEOLULIE 1, aPS/PT IgG WK FEEFEPT A F -4 & T
LA #0475 2H , (49.2+5.2) units vs(20.1+3.4) units,
P=0.001 6( VL& 1A) . aPS/PT IgM ¥ ¥ 7E i 45 =5
e E T LA #1740, (63.0+5.8) units vs (46.6+
7.9) units fH 22 TG4 2 L (WK 1B)

aPS/PT IgG ¥ BETE TE+APO 41[ (125.7+40.3)
units ] \TE 41[ (76.3+61.4) units ] il APO £ (40.9+
50.2) units | 55 F LA #E47 & 41 [ (38.6+22.1) units |,

SEYAE Bii 2 L, P AR R <0.001 . <0.001 Al
0.018 9( ILIE 1C) . aPS/PT IgM ¥ E7E TE+APO 4
[ (116.3+40.0) units | I TE £ [ (91.2+59.7) units |
=T LA #EHFE 40 [ (46.5+52.1 ) units |, Z RN EH S

JF2E S, P AESY 3 0.005 1 F10.041 41 APO 4
[ (54.6+51.3) units | 55 LA 7 Z41[ (46.5+52.1)
units |, 22 R IGI2EE X, P>0.05( WLE 1D) .
2.3 aPL j%FHMERE K aPS/PT 7E aPL {5 ik B2 1% (L
167 IR 5E X S A 61 BRI WA LA FH:
(LA BPH), 66 Bl KRB 3 Bk M (2 FH) .
aPL EAEAN [A) I PR =4 1 PHAE SR A 00 L35 2, il
L aPL 3% 78 i DR = 78 v iy BH PR 24 0, R 3
aPS/PTRAMEA 52 AL AR L, — B PEf 50 Bos =3
— 3 2R Kappa 4 0.114,P=0.012 ;% aPS/PT 4
43545 LA B HALRDS PHAL 01T He 4, Kappa —S00PE
ZH0H 0.057 F10.012, P {E43 5 0.287 $10.810,



- 600 - I R e 2 7 2020 4 8 A 45 38 %45 8 1] Chin J Clin Lab Sci, Aug. 2020, Vol.38,No.8

10003

1007 ry u

aPS/PT IgG(units)
(:. "
[ ]
L)
[ ]

1000

o HF
100 _f v

aPS/PT IgG(units
L
L]
-
R
L]
*
*

s00000000

L] L} L]
TE APO TE+APO LA

B

10007
Z 1007
E]
=
=
e~
(=9
@
2104
1 —T T
Jits e LABEH #
D *
1000 4
3ok
—_ w 00.0‘00
£ 100 % _j;
g g Lu®
b1 A
&
£ 10 ROXE
o
*
*
l L] L} T T
TE APO TE+APO LA

A B AR T AL LA 5 E 4 1eC T 1gM B aPS/PT {3k BEAE B0 ; €D 433 AN IR = AR LR LA 457 5 4R TeG Y TgM 7Y

aPS/PT ¥ FEff I 3 #,P>0.05; % , P<0.05; s P<0.01; s P<0.001,

1 ARG RZEL LA [P E 9 aPS/PT WS 5L

R2 AFIEAKREI LA PR AR aPL i HTER (%) ]

LA+aCL [H 4. ap2GP [ B4 & LA+

LA+aCL+aB2GP |

415 AALABE oGP 1 Wi aCL BIPECRLTAD) e gy YT
TE(n=18) 3(16.7) 4(22.2) 11(61.1) 13(72.2)
APO(n=91) 33(36.2) 18(19.8) 40(44.0) 50(54.9)
TE+APO(n=6) 0(0) 1(16.7) 5(83.3) 6(100.0)
LA #4735 (n=52) 25(48.1) 17(32.7) 10(19.2) 23(44.2)

IsG A aPS/PT HL KRR A = FHAL [ (64.6+
62.8) units | 75 F LA B PAZH[ (19.7£16.7) units | , P<
0.001( WE 2A) . IgM A aPS/PT HiiA 4 J& £ = FH

A ook
1 0003
*x
#
— B saagspassain
AT o um
.\g] 100 by . a
g .
%% l;ial A: o
% 104
1 T T —T
LASAE KB “BH

ZH[ (84.3+51.8) units | 155 F LA M PHZ[ (29.3+
40.8) units |, P<0.001 ( L& 2B) .

B ko
1000 -
Aok
= oo sassmsptasen
Z 1007 Y Y
2 nhs
) als
£ Aapdat
7
& 104
oo
.
. A
1 T T T
LA LB =M

VE:A B, 1gG IgM ) aPS/PT #eHEAE AN aPL BITELL S U LB s #, P>0.05 5 5 P<0.01; s, P<0.001 .
2 aPS/PT fEA[A] aPL FHEZ & b B BE 17 1L

3 g

aPS/PT Je—FBENRAS & B A PUA, I B B4y
A APS SR S 2 W LRI . (H R E TR W

aPS/PT {£ APS [ E HRIU N R HMER, 5 LA B
ATIRAOCHE  Z T LA FAYER IR IN Z — AT At
Jo LA (AR SE kAT S g s A L BT R



I PRK B 2 75 2020 4E 8 %5 38 %45 8 1] Chin J Clin Lab Sci, Aug. 2020, Vol.38,No.8 - 601 -

1, aPS/PT Ji AR A2 ZE (ANTE A2 3 ok i 42 B e ik 1.
) IBE bR ABFIEE R A LA B
Hor A aPS/PT BHVEZR M e BE, PEAL T aPS/PT 1
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