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[ Abstract] Obstetric antiphospholipid syndrome (OAPS) refers to pregnancy with persistent positive
antiphospholipid antibodies (aPLs), with or without maternal thrombosis. OAPS may increase the risk of
adverse pregnancy outcomes in the subsequent pregnancy. Proper management of OAPS can effectively improve
perinatal outcomes. However, there are many controversies in the diagnosis and treatment of OAPS at present,
and insufficient recognition coexists with overdiagnosis. The Society of Perinatal Medicine, Chinese Medical
Association proposes this expert consensus to standardize the clinical management of OAPS.
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it B M % & 4E (antiphospholipid syndrome, WAL Z BTk, &5 R TR, K

APS) E—MAGMHE & RZIKRF, £UMLBD R
I RREBEEIR EE KL, WEREHERE
K 4 M 408k g 407K (antiphospholipid antibodies,
aPLs) fIMW — A EFEHEY, UheBEKHhEE
& R % F B #F & o # ¥ APS (thrombotic APS,
TAPS) , DUJG I 4R 7 £ I IR 45 AE B AR O = B
APS( obstetric APS, OAPS )™, APS 7 DL $ 4k % 4 |
AR KM APS; 4 LA S H A B & fxkm £ R
T, sk APSH, MO BBERT, &atE

K KA APS, KEMAPSHRE™E, FAEH.

OAPS E & B EMIKRWER 2 —, X E&HE
OAPS, W LI R H & HIRk% B, #4, OAPS i
WRmE T FEHZFWN, ARIARELEL T AL
7, KEF IR 5 B BN 45 KR 8 % ( European
League Against Rheumatism, EULAR) # “& A
Tl s e e EAEN £, A EEK
BRAALE R0, UMTE OAPS M ilf K & 2 .
FEEIFENEZ, OAPS iR A 5 T 1 & & & 4 o 7=
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HEA, SYEFERNTHELESNEAZHRE
EREEEHE,

—. CHitRER D E

(—) APS % i 7k ¥

Y APS bR B A& E D 1 BUlE RARvEM E
b1 B g E AR

L RArE: (1) mErhs: E/EFK
AAKELRK LKA WSk, Mo %
BEH, HOBEHLAARBRFIALEFIEEL,
HH R R e R, H e 3 AL E o BT
mERKR, (2) HEMEEK: OEZF 10 ARXUE
KELRRLIRUEFEBBENBEIREN, #F K
AU ERAARSFEMRYE; QEZ A2
WEFRREEF MR EW AL 2"
TR PR T BEIVKREmE. B3k % S 38N
ARG RRSMme k., FAITD, HAKEAR
JEFH R ENE 10 B EUT) FrEcl ksl
KU EOBIHEFZEMARLRENET; OKFE
0B AAT K £ %L 3R 3KRUERRMENE X
M=o A REE (RRERRBEEERET
) . MEEMAN P REREZRE .

2. £ EAE: (1) ¥ FRBEH A (lupus
anticoagulant, LA ) 2 J &l 3 fEp, A e 8] 5] f5
F /012 A (2K F B B % 9% % M % (enzyme-linked
immunosorbent assay, ELISA ) # | Z| i1 3 & i f
& 7 E 1gG/IgM A i % B JiE 1tk (anticardiolipin
antibody, aCL ) . 1gG # aCL > 40 GPL (1 GPL
BP 1 wg/ml 4ifh 6y 19G A aCL & &40 & gt )
IgM # aCL > 40 MPL (1 MPL 87 1 pg/ml 4 fb, &
IgM # aCL &R W &M ) , NFHE>% 99 ¥
g EOEE 12 &I 24k, (3) A ELISA
A 2| o 9 6y & E 1gG/IgM AL 4R B, HE
& B 1 4t ¥k (anti-B, glycoprotein I antibody,
anti-B,GP 1 Ab) . BE>% 99 B %), %
g 12 BRI 2 K.

(=) OAPS t 4%

1. 2 71 OAPS: % B & 1 % 3 4 4k B9 s IR
FRUEAR 1 TS I F AR B APS,

2. 4£ # % OAPS ( non-—criteria OAPS, NOAPS ) :
# 4 OAPS X 4 & APS ¥ W7 47 o ¥ 89 Il K 47
% E AR E, WA h NOAPS®. NOAPS # 4
KXaH. EAAPS #HIEREXINE & A B LK
ERrAr (2% aPLs P, (24 Bt (8 18 g/~ T 12 B ;

IgG/IgM # aCL ## / = anti-B, GP I Ab % 20~
39 GPL/MPL, =i E X % 95~99 B 2 L # ) 5 =
FHEWGERERL (EZE2AFHEHRRF; R3K
BVl b A S R R H s B & AL TR AT
SRR, BEFR. BHFT) 5 APS F
I % ARk 9

3. OAPS iy # & . B, GP I & #i |£ aPLs # A
HZOAPS HH X EHmME Sk, BHE B,
GP 1 M d &kik, OAPS A& th it & R JE
KORL b e TR BRAE S IE LB W, I R R .
AN LI RS A R R, AMEBE M anti- B,
GP I Ab AR AT K EEERA .

—. APS iR 51T

aPLs & 4t 3 &k g ok e 45 & & & 09 5 301K
Y, TEEHE L B,GP | fk i i Jg 01,
aPLs 1 7 & FE M 7T LT 4 B A B DL BOHE S MR .
2oy TR B BOR IR A . KW E By aPLs M
— M ABEH 1%~5%, RAREHR Y WAFTHN ALY
K 2%, & K VE 4 B ik 3] 15%7, aPLs 4
% IH M E APS B E AR S .

THhERESFTAPSHW LB EATE, (£
T aPLs 8 5 T M DL RF |l 52 36 % K Al 69 aPLs A
TR ER, FEEAMEE. RENE RN A,
2019 4 & AT By I e AR AR T B9 I K R & R
WA R A S RS — k. xF TS APS B,
# W FE B AW LA, aCL #7 anti-B, GP 1 Ab, L
Nl R i N e = o A L W

(— ) APS ¥ Wik F 1y aPLs

g E A E P A LT 34 aPLs &l .

1.LA: B4 s e &tk Ea
1gG. IgM = # # & & & #y aPLs, 7&Kk W (2 3 @
Bk, e LB P DL K B o B R, 3
A LA FE K 8% fR 4R B0 B o KR B B A R H) I
LA®HFEA, (1) LA®KRIN: LA FHEEEE LK
e N\ e BT [ B 1) Rk e kB B B B A By
AT L3, HTERERSMNFERZ, TXA
ERRHERE . ERHREELNE 99 T oL H N
FAE, KFTRMEH AW HMEME, (2) LAGME:
FRNTHEREEA, FEREERJERN BT E
0B b LA AR BT A2 400k 25 40 36 97 BT SR AL 2 4 15
BRMEE (20 1R) &R &Emgtra 2,

2. aCL: aCL & # J 6y 22 4 & & 45 0 8% g Fn
B,GP I. # L4 Ml aCL-1gG #1 IgM 4t f&., aCL
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oA W A APS By T B R AR M, (B S
SMEAEEFTHIABRMEESE R,

3. anti-B, GP I Ab: Z 40k #  th # 51 F &
FAMAXRFIARKR (E2MH T ~V) AR
B,GP I, &AM B,GP I ~I1gG 7= IgM ik .
B,GP I W A HEEEAH, E—Matféam
¥EA. anti-B,GP I Ab 2% B,GP I 4t
M, FRILAEF K. B,GP I Z aPLs £ Z iy
wHRE., B,GP | EbREralkE LEKEX
w, BRAIBEERE, MNERER B

A aCL # anti-B, GP 1 Ab & 4t 4t 7 0y %
Wy, & F ELISA 3= 4l aCL #7 anti-B, GP 1 Ab,
HFEEREZR. WFALARINE. RALHL
TEREFWESNRARAER G EERN aCL #
A anti-B, GP I Ab By # 7k, 24 Fth K E#
B, BERHENA TERAN LR E Y,

(=) L WArE s oy 2 aPLs

KT XaPLs thils K, IAEFERET
INFEAR B W E MR B B 5 AT xR B & APS
B G RAFAE ) — R ABESU A I APS B, — it
T PATH AN

i B,GP T £k T Jufk. Fukk i 88 R 01k &
ik MR Bt 2 A B | B i BE R B & WK H 1E A APS
By 52 3 % BT 46 AT B B A B R BT O

Tk EB CEBENA. MK EARK. T
JEEKE AS FLEBEE A2 ik, B A SRS R
OAPS & Ji H t 1E F, UL B 3t OAPS By ¥ i Fn X
BRI RS AMME, HEH-FHR, FHREHAT
# AL SR A ) RO

( =) aPLs # 5 JK iF i

APSt M HUTHAESHATRE B M.
(1) AW aPLsif; (2) 2R HEALER
J& (systemic lupus erythematosus, SLE ) = X fts
B & wxMEkm; (3) A m#MR & fomEE
IR & o

¥4 9 & % aPLs, AR LA, aCL. anti-B,
GP I Ab I Z ¥ APS e ZH £; LA
MR % e APS T Jg 9 4 oL 2 e B &, 7 H T APS
B ARG B, aPLs R Bk £ & 1,

=. OAPS B4 HA 5l

OAPS & 3 4 #f #i 19 M I 22 58 1 AR AL o

(—) EHhEhE

1. e NAR T B R ALER . T A R 4% B

F 1 MUBIRUAR R 5325

s b
IS LA B M, A7 8T8 o i % aCL 5 anti-B, GP T Ab IgG
5 IgM BH

XU LA BAPE, HhEsiii aCL 5 anti- B, GP 1 Ab 1gG 1 IgM BT

RS LA BIE, 3% )% aCL 5 anti- B, GP 1 Ab 1gG 5 IgM FHTE
e fIKIEE aCL 245 19G AT/ 5 IgM 7 aCL f 20~39 GPL 1k

MPL, > %5 95~ <% 99 I 4 7 8 LA: RIEHE Y (lupus

anticoagulant) ; aCL: $i.0@fEHifA (anticardiolipin antibody ) ;

anti-B, GP I Ab: #it B, W& M I $iik (anti- B, glycoprotein I

antibody )

RARBREEH, RTRREFEAT, HFHMER
FERIEIAFEHRATEN. FEEE, mLARKD
WmEAZ, BATEBHR GRS ERE D,
APS B F i MRIH R D B WA A FE L R &
BB & U, M ARE MR BOK T, A R
% T E LI IEEIE T o

2. %L Ro/SSA #u 4 La/SSB i 1A fif & . I T 4k
K M APS B &, 4n R 4 Ro/SSA fr i La/SSB %t
I, BANEMAHENBILCEERRAN
2

3. aPLs By s Il . 44k #1 aPLs & & & 1K, B
SuiR&Rmmx ey T M, B, Xt FE
E RO Y APS B, 4Rk ¥ aPLs Hi K
AR AR BLAE 7 4 0 B R R SR 2 B AR HE

X T aPLs P M2 R 4 & APS 4 B 41 B9 T JE
R gLl BE2EmREERERN KNG YL
B, EAWPEEEN, LEABRBHFLTWE L
o FHR G MR 4 R = 1 oAk B DR, A HE
At T2 <10 At B 4w 7, aCL 3 anti- B -
GP T Ab Tl 418 # F % # 0,

(=) BILEN

PREMBERERERE, BRI 6E 3~4 A
BEIREEILAEKER., FAE. B3 Mok &M
TN T

M. OAPS HI&Fr

(—) #EHRar

At F it X 4F Ok 8 OAPS B 2, # WA 4k
A R B /N F & E AR (low dose aspirin, LDA )
50~100 mg. *t T % # ¥ 7 %k Mk & OAPS, 4 3
SLE s Htha & 8 & xR m W APS, & Ak
aPLs ¥ fn A it R # B9 OAPS & %, Z W Ik
AR B 00K L % R L, B R 48 200~400 mg/d.

(=) #iRHy ™

1. % T OAPS & &, E NIk ¥ #& 4k 4w A
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LDA #y 24 b, mFEK o F&AFE (low molecular
weight heparin, LMWH ) , 7| & Fo {# Ji B 8] 2 4R 4%
B LT ST AN R a0 2 B2 (1) R
K #y aPLs 3%, B 7l & LMWH, 7 A4k 4 4%
FRA; (2) #E AWy aPLs i, %+ %A
ELMWH, EEAMNERMEFNA; (3) BiER
BHREER A DR EMRRE, BTAE
LMWH, ZEMNER AL L A; (4) 45 SLE
REME H REMEIKE N APS BF, & RE RE
R whEat, REAFAR, FHETHAE
LMWH, 72 AN 45 4 41 4 5 5 A

2. 34 F % 5 7 %k Tk B9 OAPS ( X Fk # 76
OAPS, refractory OAPS ) , H ®l 8 = & & 7| 18
MEFEFEN —XRET T E. RENEBETTFR
LWMH 3 v 2] 3657 &; & 4 4k 0T I 46 (% F| LDA 1
AW EsE, WIRMTERWADNFAEKRE
M (FFEH< 10 mg/d) HE & H &y H AL R
ME, BRAESAEREARTHENE-—LX Y
23 Bl

.M TEHAL M. TR, aPLs FHEHZ
B, REFRERERB NG ZRH TN, TR
— WA, REFEHMNETFRE AL, (2
H#HEEANMEIRM 4 T LDA b7 @,

4. 5t T NOAPS, 2 P AR MK A KK (4
aPLs i, t+H SLE, BRAE®E ., HHREA KX LB
W), B {E B LDA S A LWMHP,

5.3 97 % 4. (1) LDAP. 45 B #lL 4 %
WH RAEHFE R mE KE, BEABEE;, W
/N AR R B A AR PR R B, B AT IR E
iﬁi J & N4 H 50~100 mg. RAE & F 6y 24

HEERERE DR RESEFERAENE, (2)

mewm W EH ot R AN, EEE T Z B

KRBT HEME, AHWRBEETHRZETH
BUHEEEEZ, RREREERERETH4%
%, (3) #E%P%, AR, REEF AR
o NAR B M, T MR LA VE M LR aPLs By 4R E K
B . 4 H 200~400 mg B A, WIRET A LE R,
MG OAPS BE T at B F, £RIEEFL
B RRBALTEFRRERAMZ ™, (4) BR
T & P WH R B RE, BT
R NFI BRI K RN A, FH 5~10mg B R,
o TG M OAPS, AN —% %,

HPLMWH &7 20T P (1) A E:

WM Z,4000U, FH1X%, ¥ THES; AIFE,
5000U, & H 1k, K THE4; AEFE, 2850U,
BH1IK, RTESH. (2) 3& 58 RiEFE,
4000U, #1281k, ETHS; AF&,
5000 U, & 12 /hBf 10k, K TFES. (3) BT A
= (FEANE) : KEMFE, 100 Ukg, & 12 /b
W1k, ETEA: kA&, 200U/kg, B H 1K,
& T4, #.100 Ulkg, & 12 et 10k, & TiE 4.

6. = EH: (1) LMWHTF B AEEDEH
12 h, #5067 A EF 2% 24 h B3] (R = 5 ¥ KR

A, (2)xFomRmEtict, 36 F%E
W 1= A LDA. 4t 8T 7~10 d 42 F LDA, # MU & k&

PR M % 4k 4 fE F) LDA TS| R E F R BB
M, (3) BAEARTESKhpHtLE (K
EHHOHNER) FE L, TENELS BB EF
%, AHSFRAM o E g e AT, B~ E ML
BHAREXENBHRTEA, (4) XTAANEF"
WY WRESRENRELT, FAWMED 12hEA
LMWH, Z#| & 6~12 h ja 1 f LMWH, 34 %
L R

7.4 IR B AL OAPS Jt4E 3 & 46 4E, 0
KB A H A =R I KE, % 2 38~39 A IR 2 H .
WMRASFFRAMEESE IR ERKXA, T
A = R AE A

(=) =&Y

1.5 T OAPS W L, 2% B F Bl 7l &
LMWH £/ 6 B, DL B e R .

2. EA MR AR e, 2HE
fER P EFERBETAELMWH 4 6~12 A, 4
R E, MUK ERKRE T E.

3. At F # 45 aPLs [H M f2 NOAPS, R #E 2 fit i
e M EE, KAAMRNT A & LMWH = 2
T A2 1 A
MEER: FUH (LES—BER RS R 144 a4
e ) . BB LRk R ) , AT Chilk7hisdl

WEBER) , A QLR DR b )
SEREER .
FRER (BRI HT) « B (Rt ho il phEE R )

& (F‘Jllliﬂjt*kﬁﬁlﬁﬁ%#[:[&:) L, R (PR AR
TEEBE ), WA (2 HRZAMVE AR ), SO (MR
ReEpMHESE =B ) , FEREX (ZER¥FMEAFHERE) , X2
% ( rT“[ill—TﬂT BEdL At Eh A BE ) , X242y (ORI ES —
BEbE ) , Bt (ERERIREMm A —Bbe ) , 05 (EIRER
KM m A — BB ), RIN%E (2R 2Bt st bR ) |
IV (IR RIEEERLR MBS — BB ), BRZE (PR BE R R 2 b
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BREEEEERE ), Yl (WHEERIRASE TR ), NSt (PR
BEEJR o5 — L B R AR B ), sk ER (ERUIAER =R ) , A2 (1
T B2 e M SR B Bt )

REBRBR TR (EUERPFEHER ) « 20 CIZREE — BRI M
JEAasSLEERE ) XA S (R BRI B R 55 — B e / DRI R
Bebi) , BAR (hIEEAREBAC AR ) , M (e
R MR AL KAz B B )

KW ELR (FRIERPREHEF) « SE% (b [ 2R B AL T iy
FEERE ) , 2R (ol BERL B 4 8t R Bt )

Rl A VEE B AR 45 1 58

« T & APS B, E LR R A LA,
aCL #r anti-B, GP 1 Ab, VL# & i # W i =
AR B R .

« BB T AR D B 48y H M aPLs , R
U A AR

« ¥4 b ¥ F aPLs, DL % LA, aCL.
anti-B, GP 1 Ab [H M Z % APS Tl jg th £ Z &
%, LATEME ¥ APS Hl 5 th 51 /& 16 B &,
# F T APS ¥ i o R 3T A o

*APSEXHUTHEREZHIALRE R
oE R By aPLs i ; & JF SLE st H 4 & K #
HGREMER; RELRBREFAFEERY .

« 3 Fit X4 HR th OAPS B4, ZWE XN
Jl LDA 50~100 mg 3 4 # & M Edk 8, X T
MIEIT KWy OAPS, A f SLE st H fl 4 & M B
g o k. & A aPLs it OAPS, #E WA
YR AT T 46 B B A%

« X T OAPS £ #, # 4 %4 5 J§ LDA 1y 3
w b, 4R B A H LMWH, LMWH 7| & #1 4F 4%
4 Fr Eb B AR BE B 2 R AR AE FE AT AN R AL &
i

« X F & M BT K TG H OAPS, 7 4F Ik 7T 7
YafE Fl LDAfn R @k i ab £, A kM
FNF B KR (R H< 10 mg/d) sk FE % 7
WK E.

« Xt T NOAPS, # PR AN R (4
aPLs i . f#A SLE, BLEE =, k& X mp
k), #4{E A LDA #E & #F F LWMH.

o X TR AT S AR SR B T #1519 OAPS &
#, WiRP aPLs B BAE LM THEH LY A E
A B AF 2 IR A

LMWH B EF AT ED 12 h &2, FEFHE
6~12 h Eik &, VLW H i J .

FokE, WHEZF 38~39 Fitk o, wE et
FRAT BB ST R NIEREN, NRES
AR HE

o R TN PR B R AR ] B R R T

* OAPS St #| & 46 ME, W R A H /-
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