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Autoimmune recurrent spontaneous abortion: controversy and outlook
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[Abstract] Recurrent spontaneous abortion (RSA) is a disease which seriously threaten the physical and mental health of pa-
tients, and it is also an important factor leading to the impairment of fertility in women of childbearing age. The etiology of RSA includ-
ing chromosomal abnormalities , autoimmune abnormalities , maternal—fetal immune disorders , thrombophilia, endocrine dysfunction and
abnormal anatomy of reproductive system, and about 25% of patients have no clear etiology. Therefore, the diagnosis and treatment of
RSA are of difficulties , and inadequate or excessive diagnosis and treatment are common. Autoimmune abnormalities are one of the most
important causes of RSA, accounting for about 30% of all causes of RSA. However, there are some uncertainties in diagnostic criteria,
examination and treatment of autoimmune RSA. This article provided an analysis and commentary on the current controversies and hot
topics in the clinical diagnosis and treatment of autoimmune RSA, as well as existing research results. It also provided an outlook on fu-
ture development directions and proposed a classification and screening strategy for autoimmune RSA.
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& KA S (recurrent spontaneous abortion, RSA)
Je— i DAY AE YR A AE , o A2 il Defs 2
F A= Fl2# 2 (Royal College of Obstetricians and Gyne-
cologists, RCOG ) ¥ RSA x& LR IEZE 3R K LA F AT 24
ARG BN L Z 5 A4 A A I IR s WA A S A B
5 R Jf 2% 25 (European Society of Human Reproduction
and Embryo, ESHRE ) ¥4 HoiE R & S2 k4 2 ik & L) |
TR 22 JA TR RGBSR L2 2%, HERR AR AR I IR, 3,
I A 9 CE AR 121 T E R 53R (2020 J) ) Al
(R 2 TR L 3 1(2022) ) 45 & FEAF 2 bR, 4
RSA R SN 5 [l — Pl 22 K A 1 2 I B L) _E Bl 28
JE AT B R iR BIR L 25 %, A0 4 i 2k AR I AR AL AT
R H TR SO, 545 A T 1) RSA A 4
FEAE2E 5 ORI 1Y) RSA RTHRN 1% ~ 2967, M7 3
[ i B R R 1% ~ 5%, o1 TV 2 52200 3 SR
FAELA] , RSA (52 BR A0 4 T BT /&

RSA 9 R B B e i e , 4% (148 i AL AL M5
SR VR DR 2R ISR R 38 W R T, i A 4 iR e 1
RSH 5 B AR R FERUTT Y R b B 3R
AL REAR AR FRRAS BRI 2 I D BE SRR AL
AR AT HAh B 2 25% I RSA B TG
PRI A, FROMAS B SR &2 & PR3 (unexplained re-
current spontaneous abortion, URSA)®, [ 5 8 7%
J RSA Y F BN Z — , 2415 43 RSAJR A 30% , %
FUHE B B S 5 51 RSAFR N H B i B RSA
UTARSR , ORI Z 1 A B S 38 bn 5 B 5 RSA
AR XIRTE T H B e RSA I3EWE , Bk TR 2
Gl ASOH E AT F B e 8 RSA I R TR R A
e 1L AT TS AT T 3
P, DI AR & e d S e S e

1 BRR2BRERSAHSE

FI B G B RSA A IR 43 4 B vk B e Sy
FES B RS E H B S RS i ds 2 4
Stk A B BN 5 A AR H B e e R R R
A9 H T UE B 2E R SRR 5 RSA BHAfAH
R A BE A B e i A DU IR 25 A E (antiphos-
pholipid syndrome, APS) KA1k 45 4% 20 21995 (undiffer-
entiated connective tissue disease, UCTD) . & 4t M 41 B
T (systemic lupus erythematosus, SLE) . T4 25 5 1iE
(sjogren syndrome, SS) | R G ALAE (systemic sclero-
sis, SSe) MIZE KR 575 & (rheumatoid arthritis, RA) .
Horp SLE (SS . SSc il RA By J5t & R BT AE RSA , {H 4R Pk
I SLE (SS.SSc . RA 2 Hi Il RSA UK , HALAH 2 2 4
SV R IR R 32 2R, B AR TE NG F s LY
HEVRFPEEURYI BT, TGRS, 5 SLE (SS SSe
RA MG RSA HiS Wi 2 MGE AR B B2 2 ) 7 RS XU

PERLI Z2EBHIME , HA2 Wi AR AT B IR
F6F , Z A PR A A I RI2TR Ty Sl T AR
SCAEE S8 . A SCE ST 5 APS UCTD #H ¢
RSA I RIZIA A TRl

2 APS BYIifi K12 I 5] &8

APS J& — 28 iy BB 5 HT 4K (antiphospholipid anti-
body , aPL) 5 A Y 4 B PE F B e i, IR R BN
S/ K LA T R R BT R L S R R 42 10 J R
RSA 2210 J&l S LS8 E AL 7 B0/ 8 45
HREA A By FL AR DU B IR A Ay i R 3R
LI APS FR N P BHIUE R SR G ik (obstetric antiphospho-
lipid syndrome, OAPS)"", OAPS 5| ;£ RSA L A
B, AT BFSCUESE 2R B, aPL ] S 80CRE iR A1 145 Y
B A5 Jr B AMACTET | b VR 40 R A 20 i R A
S5 AR | RS AR TR J8C, 52 R JUR I 1l A2k 5 KA, aPL v
BB B, WA 11 T TR (anti B, glycoprotein I antibody , a8
2GP1) A] 5% 37 40 0 2 T 32 1A 45 5, 3 300G SR 20 i 1
B ARZR TR BE S TR kS| AR AL DI REA 4
aB2GP 1L AT A F T 050 I SR A , 5 | ot AL o 24
AR e 2 AU, HAh IR AT B 22 1) OAPS A BIL I 1
Rt o 3% B A5 PE 2 23 (American Society of Repro-
ductive Medicine , ASRM) . BRI A ZE AR 58 FIIE G 24 h 2
(European Society for Human Reproduction and Embryol-
ogy, ESHRE) | B Y 470 X1 %5 BK % (European League
Against Rheumatism , EULAR) J2 38 [E 945 5 LA
OAPSHL N RSA e ZL (i Rl 22—+ 7071223l

OAPS BUAT B2 bR T 2006 4F- 26 Je 2> il 1 1Y
ZJEFRE, I 20 AFE R HHT, [a] i 2 — 25 M LI TR
PRIE + — 2R LA LY S R AT 2 Wy OAPS, L& 1.
BREDIA B RAS N5 F5 G A5 TR U BER) (lupus an-
ticoagulant, LA) . $7T 0> %% A5 9T & (anticardiolipin anti-
body, aCL)IgG/IgM J aB2GP 1 1gG/IgM , 3% = # g FK
N “BRIEaPL” o {EARSEHE M , BT OAPS F Il R K 55
B EHRERIEC N AR VF 22 BEBERR) OAPS B SR Tk
BRI s R T AR TR IR LR S R
(non—criteria antiphospholipid syndrome, NOAPS) f*) #if
AT T AR I S50 = s v A L s PR AR 9, 77
B OAPS“ it Rl PRAR 1 + I SR S0 3 R ofe” 5 LAY
S A AR + AR MR R AR B SR AT L2 B
NOAPS!T#7251, A iof 31 4F f Bl 25 Wi IR X OAPS 11
NOAPS AR IR , & I NOAPS T3 A A 1o 3 ifr A
BT o VFZ bR aPL” AR BE B LI PRER B AN 2
NOAPS bRUER B F AKX OAPS HUbRIEIRYT HoA R 4T
M IRBOR . A7 22 Rk S B 12 B AR RRIE OAPS,
AT ESE NOAPS YRS R R I . A, IEAVF 2 h5
SN aPL AT A, W0 0 bR e S aPL B BUESE S
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A RIEYRA 5, IR REAE T OAPS FZ I AR K s

AFAESHL

%1 OAPS R NOAPS 2 li#R 220
Table 1 Diagnostic criteria of OAPS and NOAPS

PR it

S A R

AR

> 2710 K = 1 KORER
BEIIEFEE N B AR B IS 25
KL AT

< Z134 JHRTIREERE T
Jo BT H B ™ B M RG2S T RE R4
(B ORISR oREG LRSI
IIE RSk 23 e A BT 5k
FHAIm B g 2D A
IRE RGP ERERS 10
ML, T s = 1 kBB )L
IR L SRR R,

< 10 HIES: = 3 IRNREME
R i e o AATHERS I
B (TERFE IR G AR SR
I8) JRE GRS IS N R

Bl
FFHS o

RS AR

< 10 JHESE 2 2 IRKNGEMR
RO RVER T . WATHER R 5t
P& (FE R N IRIG TR (O R SR IE
1) SEHI S RRIN D I E IR R
.

< 10 ARELE = 3IRRHE
FRREME B MR = AZHER:
R (T RFZNM IR R ST
EHE) SRS 5 AN 2 A5 TR
ERH.

> 2234 AR EE T
ol AT HH B ™ ARG AL T RE R A
(ELFERAOE IR AR LIRS
JIE T AR 2 BRI A B ATk
HRHEAIMF A e D (A
IREIER RIS ERE 10
EHORHLL )RR = 1k AR L
TEAF AR W SR 7=,

> 34 [N T el I T
AT e G AT RE R 4
BT = 1 R BGEEESH) a A

PR

MIEHTLA 2 RE IS RHME:
REMSTRIE]R > 12 JH.

I 75 H A7 £ &5 1 B2 aCL
IgG/1gM. AR ELISA {23, 1gG
MaCL > 40GPL(1GPL R 1pg/
ml 2L IgG B aCL 45 &30
M7EE) , IgM L aCL > 40MPL
(IMPLEN 1 pg/ml4fi by 1gM 7
aCL 45 & P A9 i k), 27
BE > IR ABERYZE 99 A fr
BRIk = 12 A 20k ansk
RO SR flE RN 2
.

R 00 380 L 7 R b o e
aB2GP I IgG/IgM. [ > 1F
HWONEER B 99 T ) A B, H]
0% > 12 R 27k . FEHEHE
MNIZTEE,

IR «

Al “ UL TR bR v (HIRIFE <
12,

[ “ PR AUFRIE", {HaCL . 2B
2GP 1 IgG/IgM RS IR A RE
795 ~ 99 1 7> hr k= 18], 75
AR B

e RV R KIS AR e 1 A R AR T A
OAPS,, 4w ) B i#h 21 & N6 RARAE Ao 1 S0 dE S A 09 SR 0 FARAE " 3
14 AE A B IS JRATAE Fo 1 K S 36 F AR T4 B ) NOAPS..

&1 NOAPS Z 4y “#RiE aPL” PR B2 BT S
IEAESR | Bk B £ 1 RSA B 3 1512 61 OAPS 5,
NOAPS Jf #2532 7 FVE 093697, SR 1 A 1R K —#B 43
RSA B E RN “Frifl aPL” FHIE , (HIG R A5 A F]
NOAPS [HiZWibrifE . X FIiX e B H 5K HAR
FAEARHE NOAPS, Bl NOAPS (IR ZS , WA T Hi 4%
RS NOAPS £ 2 OAPS., AR5 I P 512 B v 268 3] 11
T, 4% PR & AN AR RES SR B FR E , DA

HENOAPS B4 R 2Py 6 gL . it B HBa0F
AR, AR aPL” BHPE 20 BRAT R (9 fa 16 P 2217 AN
O B R . I BT 2R e 6T
R BE AR fE aPL” PHE B FEIG R R IATF A OAPS 5K,
NOAPS 2 WibrifE (A5 DL T, N 5 3% B2 bs o aPL” BH
PEBRE AT RIRE RO B, L 20 24 B UCK IR B A
7 aPL” BHEA8 A OAPS [ SEI a2 WibnifE . X B
W RSA SlAEAE 2 R BRI IR F ARG s A bR
NOAPS [, R AR R TG L2 K 4 NOAPS, H U AS
TIRIT B PR IR AN R 4T R &5 I 1 XU 38
HB BRI T R A SR AL XX SR )
B, A S AR (AR P A KA
JEI 28 A B2 N DA G RRE R R 3 b
aPL” IS5 5L M4l , 256 A IO IR R R AP (7 278 |
PR 4 RE DL S A 0 AR A R 3, PEAL AR AT U i B
kg B 0 1) JRURS: , 6 A7 10 T R sl A B,
A A 2 B SO S PR S UL S B AR R
FIRR TGN NOAPS I PRERHE , (HIX — o5 i AEAE
G,
2 NOAPSSHitRAE Z SMUTER
Table 2 Conditions outside of NOAPS
PRI SR

<10 ERTESE > 3 ROAREMERR IO R, RISl =
HERRist & SR BIESANN IR SE R R bt

< 10 HESL = 2 ORRERREI B A e = HE IR SEIg =

RIS & SRS A B 5 P
<10 HRELE 2 2 KORRERRRERY E S . Mg SER 3 RR

HERRI L SIS RN i R i %

< 10 JERHESE 2 2 RAHERFRER B R e 7 ARIEAYSEe =
HERRIB % SRR i TR FE A Friteo

< 10 RS 1 ORRERRRER B Mk = HE BRIBURSEEG 22k
BRist & SESIE AN L B T o

< 10 JEARES: 1 IORREIRRERY E A i = HF AREI R sege s
Bt SRS IR R i

AR RREAES RN KR EARELA
S 2 SWTARAE SN EL aPL B9l R Rz

aPLJE— R HT FA BRI A/ B AR 45 A R i A
BHAREFR, H A& B aPL i 20 F . STARRFST
BRI, HRAE aPL” BPEARIG IR R BLAF & OAPS 3%
N A — 50 %F OAPS IIFRHETAYT I ERCR RAf, iF
— BRI, X I N AR AT A7 AE 2 R AR bR i
aPL” o TE“AEFRUE aPL” v, P R 0k 22 22/ 5E i ity )i
2 A W BT IK (anti—phosphatidylserine/prothrombin anti-
body, aPS/PT) IgG/IgM , 470 B2 B & 11 T Z5 # ek 1 Hr ik
(anti B2 glycoprotein 1 domain 1 antibody, aB2GP I D1)
1gG .aCL IgA F1aB2GP I IgA 57 H A X o i AUk
ARSI, [R5 27N 86.0% 1) APS i AR E8 K
Z /01 Fh IR aPS/PT BH 1, 50% B IIf PR 26 B4 &
OAPS, {H “Frif aPL” B4 495 A HAs: I 2] 28 70 1 i
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T aPS/PT B4 , EHL aPS/PT 5 955 34 R 25 D) AR 581,
B —I A ST 7 aB2GP 1 D1 1gG A0 T 9k A fg
A 0 G B0 G i i 114 DRSS, 2 3 k4 R G
U YR I & 0E B 8 G B2, 58 e BH aPS/PT 5 LA 77
TE— 2B ARG, 7E LA K WA (5 T Jg (145 0 T T AR
LA (90T HB, aCL 1gA F1aB2GP 1 IgA 5 HAl H
L Wi LY aPLIL[F B, o7 7E A OAPS 2 Wi (=
B B2 KBS RS aPS/PT 1gG/IgM ,aB2GP 1
D1 IgG.aCL IgA F1ap2GP I IgA 7E OAPS 2 Wi i) #h 7
W A 7 BBAE R AN OAPS FUIZWiARER S, 2 H
I8 Il PR 52 B v, 6T T Il AR 3 B0 57 2 04 BE OAPS &Y,
NOAPS 1 RSA %55 A, Wi s “hiifl aPL” B , 7] 25 AR
FERE AT aPS/PT 1gG/IgM . aB2GP 1 D1 IgG . aCL IgA il aB
2GP TIgA, 4 iR $sAn B HHEBR AL B ARSI, i) 2
% NOAPS [RIRYT I B IR SNAYT o

3 UCTD Wit 5 limR1274 8

UCTD 2 ABE P 2 0 5t e 19 4 B ME B B e e g
g 2 L0 2y R B B BRI 20% ~ 25% , 55
LRIGRZI R 115 ~ 1017550t B U Ui 0 e 1 A
BRI A Bk A B RN, AR IR A 2 b o
RIK2.5%, Hig N ZAb—Fhah 45 41 230 A RE R i
IRAE+ 3 BTG S8, (HRT AT T Hofth 25 45 2 20
W2 WiAR RS UCTD W] B X2 B4 R450, IR
FIALFE ST IR R TR s A RIS IR
J B L LT R B AR OIS S 55 . 50% ~ 60%
95 AN I AE 37205 1 BE TG BIPIR S, 20% ~ 40% 38
WAERIRBIH 3 ~ 54EUE R ARG F B e pin ,
1M 10% ~ 20% FI &85 ff . MLURPT 330 25% ~ 30% 1)
UCTD 1% & % , il F 80 5% ~ 10% () UCTD HERE . 4
UCTD 5 A FE S BUREAR 12 4~ H YA i Sy 5 — B A
H B BB, WK ZHE 1045 5 IR EE R Rk S o
HATIAN UCTD j&—Fp s 19 A B E Ve . IR
| UCTD Wi i 2 WA A~ 2644 : OLL Hep-2 411
TAE R T B B a2 0 928 9 Y61 (indirect immunofluores-
cence, ITF) ¥ I (19 & J& 1L 7% 4% PT K (antinuclear anti-
body , ANA) 135 B > 1: 80, B [& AH I 52 12 i 7 - R4
E 1 BT BHAE 45701, Q)4 25 2 21 2995 1) IR 5
IRAE B RFF A Hofth 45 25 20 239 1912 Wi b 781, —
T 19 %k FRBIFIE LU AR T 41 A 1 UR-& 31 UCTD 2215 5 82
AR AR AT RS )5 , 25 5 R W UCTD 2211 9.5%
A RSAJ o2, i fi e 22 1 1.29% 47 RSA 52, 55—
WG MEZ T 133 44 UCTD Z2 1A Y 224 IR I 1% , & F1
219 I T ARG AL IS T 100
£ UCTD 22 I R AR W45 s , R A8 11% 88 1 12 )
ZHTHY AR, X BERIF ST 4 SRR VK UCTD
YR RSA B AT B, (R4S AE T RSA 2758

TFE5 45 A LUR I REIR , (R B R RSA H JG HAth 25 45 40
ZURRER Y B F TR FEER A BET 2 UCTD
W3 w/AABUCTDHZE

H BT ANA J32 W T RSA i A 0955 IR 0 25, 4%
ITF A6 14 ANA | anti-dsDNA F1H¢ ] 48 B0 5 5 P 44
(anti—extracted nuclear antigens, anti—-ENA ) 52753
T3 % BRI 5 119 25 2 3 H 2 B RSA 5 Al ANA 11
BE 1 23R B S w8 - felt B 2 ) s 35 [l i A 37 0 5% )
ZERE AT I, FANA B AKH L, ANA BH 55
N K RSA B AR B &, Atk ESHRE A3 [ 1
PIHERE R RSA P A AT TFF 25 ANA AG I A 5 12
e H B PUARTER I, anti-ENA 3 1 5 Bt SSA
PUARFIL SSB HLiR 5 RSA (X R BAES] THESL, — %
) 1gG FIHTIR P ZE SRR 16 ~ 30 J& 285 i 45 B B ik A
LRI S IR L O IR EE A 805 = 245 R LA
HBUR A A BB A, 5 AR L O EAL S B
P A SR ILAET, B — R e G LO E
& L, 75 5 1 R ZE KA 4 mg q.d.RYT o PLSSA
PUARTIHT SSA FUIA B R AE 42 16 ~ 26 [ LE T TG
JLHEE .S W, anti-dsDNA 5 RSA Ay G & = i
FEAUESZ, {H anti—-dsDNA J& SLE B SFYED A , X RSA Jig
AT anti-dsDNA i ] 45 Bl PR 2= A= ) s 53+
SLE Ay KUBS7-81 %5 RSA 95 A i £ anti—ENA 5% H ) H
i H Btk R 2T H .

T UE BE 24 RS 2 I ANA J2: RSA JlST (A 5
W2, RIS IL W Ry HAh 45 45 42U, AR A
B LG HT$2 T3 ™ Y R A Ak 4 4 4 200 (pregnancy
loss related undifferentiated connective tissue disease,
PLUCTD) (A, 48 T AR R B2 Wids e : OFFEEI1)
A1 JE I TIF 3245 00 ANA T8 B2 > 1: 80, 3 anti-SSA/anti-
SSB BT ; @7 RSA i, HHERR aPL FHE ARG ik
SEH AR WA S A ARG RSA g RS0
RSA J AAF- 16 HoAbgg A HL W) s 3 22 UCTD (32 Wb
e, 1 % 82 W RSA 4 F UCTD, XFF PLUCTD, ]~
S IRYT I S M AT IR I 48 4 ) o R 4 il 551) , L
AR50 2 U 3R, RIEE ST A BB IMCAR D , b B ) 4l
PIPLEEIRTT o PLUCTD ¥ A\ 5 B A 2 1if S 23 (i FH 4k
YR 2 4 i S e Sl 300, A8 3R 245 9 Jhy 36540 (hydroxy-
chloroquine, HCQ)'", Z #i {di Fff HCQ 7] i 2> SLE 9 A
B BT A L0 WA S BELIAT 1 IXUBS 530 HCQ A2 4T Uk
G IF SLE (SS ¥ ) — & H 24, A R APtk
(HAR M HCQ sk 2218, 2 2 ~ 34 H 5 4 g
EAEH, i D2, e 2T R T HCQ. R &
PR, X T2 R B S s HCQ B9, 78 22309 3
A~ A HCQ + /N IR e M A T B IR YT gk 3
RAFRIT R ikt LR iay 7 e o o Bk
JE | BT B H O A RE AU, o] LA A 2R
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A Al 37 5 ) S5 T A SRR A IR A 1 S B A R
AN, 75 7R A2 OC T N B &8 46 A, 20 H 30 B o
aPL” BAPE (D- RS s 45 Dy e fmi ), B 5 1 kR 4k
K APS SR A AR AR A 75 A0 FHARR ) £ ol )
P Kk (low—dose aspirin, LDA ) #: 2 B 5K 7 F I & (
low molechlar weight hearin, LMWH VAT H L ERE TR,

4 FEFREERIREREHEXRSANL

if 1)

AR H B N T L RSA i D,
A A 2R A B e e R IR . A BRI ST
HEPE R BT, HUR Bk AL YT (anti-thyroid peroxi-
dase antibodies, TPOAD) F1 BRI BR 13 B4k antithy-
roglobulin antibody, TGAb) 7| & % H R AR o) GE IR 5
RSA B AH G, (0T BRI D) BB IR 22 B TPOAD F1
TGAb FHYE S RSA G RAFAEF L. WH5E /R RSA i
A TPOAD FI TGAD 119 BH P 8 15 28.8%!°, 25 %< 43t
0, RSA J A TPOAD I TGAD BH M 578 T4t e o
RO, (EL RS o 22 e FF R R 23R 7 X RSA J AT
W2 J5) JO ML) oy — T T AL G FR 56 1 25 45 4y
B U8, %o 10 HUAR BR B REsGR AE Y TPOAD 1 TGAb
BHMA: 4 Wi 30 e, 1 FH 22 T PR IR 28 1 TR AS R i
GRS AT BOFIEH R AR DI REGR 2B TPOAD
FITGAD FHHEZE 1, B Fr2# 58 A, £ R IR R
(thyroid stimulating hormone , TSH)> 2.5 mU/L 1 TPOADb
BH P C 25 [ o i 2 ) 2 e 3l 22 i FROIR IR R IRy i
Hﬂ—mISIO

oA RS B RE S B BP0 RSA 5 M il =
RAWEIE 0 B B et & . A B e R 1 b
PRI ST B A5 B R B B e OB & S EUL
PRIEH B A= BRI RE AL (AR 230, B hn Lo vk 4 iR
FERAE A, REON RIEUIRES R R A, X
ANJET RSA FIFE SRR N, B IEASTE RSA B R 2 oh
AT . eAh, BEA X A=l 2R G 1 A B BRI
Wi 2 K SR UEHE 4 R A BURS 7Pk brop 4t
LN TR R A ) T NN 1 1211 0 7 2 NN N 2 1 N IR i
M 25 T 5 RSA o, LA HEZXT RSA S A EAT L3k

LN EE Rl

5 BH%ZE RSAK D HKIGE R

RSA J&— AT BB, I PR TAE XS T RSA 1Y
o R A 7 A AE) iz AP AR X s
1 S R AL TRHESE 19 RSA g [ Ui A 30T H 154 — 7 22
St o IARIESE R B RSA AHSCTR AR, A L8R 1Y 53
W] WG S EURSA, K 2 808 b 19 5 W HUBEAE
RSA G 8 P 2R, JH: R 5C A% 1 G i 8 3 IE 4 5
B RSA SR —FRFER A 5 , PR T B2 28 B Y 2R

FNSERBRE O , T8 TC kT JR KA B DX 2% Hif s PR A
I, X PRI R THERIESE U A “ 58 87, 1 2
PR Nk AR 4 DG 1 o

H B Sy i RSA K A fE R B 2 e Sk
ARER R, 76 5L 2 XA R B4 20 % ) .
ESHRE , ASRM %5 [H #ME g XF RSA [ B S5 554 #0 0if
BHERE N B BONARST , {1 ESHRE {UEFEXT RSA Ji A G
# LA, aCL IgG/IgM . aP2GP 1 IgG/IgM F1 ANAP, ifij
ARSM 1 #E 7 i & LA . aCL IgG/1gM F1 aB2GP 1 1gG/
1M, R EC A 2R 12 30 L KR (2020 b))
XF B G2 U RSA K A PR AR (1 HEAE W Ay 4™, (5
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Table 3 Recommendation form for graded screening of autoimmune RSA
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