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AsAb - 3926, 17) 135(28,97) 61(19, 06) 1(2.22) #
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APAL SR 7=
Antiphospholipid Antibodies (2)

Abnormality Recurrent Loss!
All <13 weeks <24 weeks
Pooled OR (95% CI)
NSI/LA 9.6 (3.3-27.9) NA 7.8 (2.3-26.5)
ACA (moderate/high titre) 5.4 (3.7-7.8) NA NA
e IgG ACA NA 3.6 (1.5-8.6) 3.6 (2.3-5.6)
— moderate/high titre NA NA 4.7 (3.0-7.4)
e IgM ACA NA NA 5.6 (1.3-25.0)
— moderate/high titre NA NA 4.0 (0.8-19.3)
B,GP1 NA 2.1 (0.7-6.5) NA

1. >2 or >3 consecutive losses (depending on study)
Opatrny. J Rheumatol 2006
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(Miyakis et al. J. Thromb. Haemost. 2006)
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(Miyakis et al. J. Thromb. Haemost. 2006)
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. EBREE/R (Russell) iEkpEadE (DRVVT)

RVWE BEHEFX— B MEE R ;

LATFHUR MBS ER & S 4R, A~ DRWT T ;

DRWTLEE (BEM¥EK: IEERESEMMHK DRWT) T:
APA (+) ZXFI1/FV/FX/Fgl

FEACHYDRVVTEL (B LY IE B IE E D LATRTE -
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SCT ERADRVV ik LA

Sensitivity and Specificity
120
100
80
° O Sensitivity
8 60 o
B Specificity
40 -
20 -
° APTT. DRVVT>\ DRVVT/
SCT A PRWTger | apTr-LA
@ Sensitivity | 53.3 | 31 31 57.7 | 48.8
m Specificity| \96.6/ 100 = 98.9 \96.6/ 98.9

Staclot® LABURLIME S5 MHHRIT100%, MLABRE. %55, FIOBRIRIERELA; HERRERFAME

#EADRVVT, Ukl 57.7%. DRVITLLAPTTXI A EAPATE 455 . (B2 I8 LUFRIA
IR B BE kB N+ EE.

WE A R 24N ) J5 B A A I B R ASE I 318 ] o Grypiotis, Pengo et al




LA SEI8%FE (ISTH, 2009)
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See instructions in the product
package insert for the correct

procedure to calculate N.R.




figBEuis (APA) HYIEM

itk B (%) RN s K & X
LA 6~34 (SAPS) 79 (SAPS) APSiZHfT, 43

20~60 (SLE) 77.3 (SLE) SLE4y3E, SLESAPS:(ZR
ACA 21~63 (SAPS) 86 (SAPS) THI%APS

20~60 (SLE) 94.8 (SLE) SLE4y3E, SLESAPS:EZR
8 ,-GP1 90~100 (SAPS) 80 (SAPS) APSS&Y3E, SnigEx

20~40 (SLE) 75 (SLE)

* SAPS: HEMIMBASEFEAIE; SLE: REGMHLIMIRGE

B,-GPI SIEFREX1E72%; BACA, LAKEE
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w1 R ZMEAPSH U E BRI TE— B

(hieE EMRMEZE 2001, 36(2) :93)

2z, 30%. $E20 B UM B ERANE LB, 7R, A EORNBR.
BEfESE : —FRITE20 AR B RINEEIR, BaotfE. LRk & = fE.
t&é—ﬁ Z/A%HA 3/)&@9}‘/)11.

SMl, E:Hgmsg/L, BPC 55X10°/L, KPTT,FVIII:C,
LA(+), ACA-lg(+), ANA(-), yRIE: ZEMIR%E
2[R A& MHEAPSfE UM B BRI TE
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