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HEREAN B HEICPO—-NELTHERALE,
NSOBEIVMHERRL T HRIZEAL .
2) ELISA
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® 1. RUABRAKERIED 8 0 S

£ H PS/PT Hitk N—7=R # oL/
L 2 1F Uml)  FSERT PGPl Rtk
I +(DVT) ¥(104) - -
2. +(DVT) +(352) + -
3. R +(29.5) +
4 . +(29) -
5. + (LR +(24.5) + -
6. - +(24.5) ND ND
7. + (FRER) +(22) + -
8. + (2HER) +(19.3) + +
9. +(DVT) +(19.1) . .
10. - +(18.2) + .
11. - +(17) - -
12. . +(17) + .
13. - +(15.4) ND ND
14, - +(15.1) - -
15, . +(14) . .
16, - +(133) + -
17. - +(13.2) + -
18. - +(13) ND ND
19. . -9.) + +
20, + (L) -(8.8) + -
21, +(DVT) -(8.8) + +
22. . -(8.1) + -
2. ) -(1.6) + +
24, . -(68) + .
5. +(DVT) -(6.2) + -
26. - - (<5) + .
27. - - (<5) + ND
28, ] -(<9) + .
29. - -(<5) + .
30. - - (<5) + -
DVT, IRESIRIRIMEGE: ND, not done.

IgGEHAPS/PT itk (U/ml)

1000+
100 - o
8
(o]
58
____________ :'—.gf_
10 1 o 0
¥ 5P
| n=23 n=47 n=5
1
CTL SSc SLE
(n=33) (n=112) (n=30)
| P |
_ p<0.05 _ p<0.05
p<0.0001

Bl SScE. SLEBE., BFA (CTL) M DK PS/PT

ik

i PS/PT Hifh% ELISA ITCHIEL 2. HGIIRHESR
(5 Uml) T, #BOTHORFIIRHEREAXRBOEARE
¥ o ML CTL OFHHERISD 2O W L7 cut-off {li % 77
o BV RBOESHEETRT,

® 2. HPSPT MEBEOSOEMEERE OBRIER

L PS/PT Hifk (1" L PSPT K ()
{n=18) {n = %4)
RAEEM (F), mean 2 5D 41120 4615
% Bk 414 9:45
BARAM (), mean £ 5D 544156 5370
Em
mTSS 14.7+12.0 10793
FEE R 2 T2ee 32
I3, Tt S ig* 17
L]
R LA TR 36
TR i 1 2 564 18
%VC DET 61%* 24
%DLeo PET 89+* 54
8 89 63
SR 39 20
B 17 3
] 44 22
i1al 11 14
BEFR
{1 topoisomerase | itk 56 32
it box Tk 22 39
i/t RNA polymerase ffidk n 9
{iL UIRNP Hi#k 6 7
ESR it 33 24
CRP L5 22 12

‘i3 % %R+, mTSS, medified Rodnan total skin thickness score,
**p<0,01, *p<0.05, vs. HE PS/PT KERTEBE,




REFBREMARTEES @RERBERFAER
SERAREE

MEEICBITD 7+ AT 7 FFIINEY HMRFEEFIZO O E
FEDOBER & FRER & ORYE

WRBHE LR
hE AREE

whE BRI
EEMEE EME

MRERE

SIRRFERFGE R FFTE MR PIHR
BIRRFRFREFZRAARERREERSE

BhF
REFERE ELRE

BRRFRERELRPIFEHEERE  HAD
ERRFRFREFRFABEERFE &R

RV BEEREOEERED | 2LEZLNSH 7 oo Vo OBRBEICB I ABERLBRER
OEEIZ- O ELISA 1255 2 FEEOFT v MEAWTRHML . MEEES BV TGOV IER
REEHETAZLRAREROAREREDERA T Thot. MEEEMIZOWVTHTART7FF L
FUARTEHF T aba U HER@EPS/PT)IT 20.2~31.3% & B RICHBME THHI LANMIAL K. 1gG BY
aPS/PT HUEITMEE BT AMREDFKRE T THOMREEIRBRINTA, 25D aPS/PT 148
B3, BAof iR R THBLOLEEZLN, aPS/PT MEREICEVWTIRAEELZETILOLE

Bt

A. HFREN

7l Y > 5 ® #1 & fiE & B¥ (antiphospholipid
syndrome, APS)iZ B - FpARMARE E/id
THREXFEERLTIBCRAERBLEZLN
T3 U APS IR TYF < b —F A(SLE)E
LD ETOEEMACRERBIEGHTHIL
BHONTWHH, MBEEILBTHEFREL
BT REOBEIC TR E T DRV,
AL 14 FEOFFERXHICBV-Thhbhud g
JE 2RI B HTY - BE H 1 & (antiphospholipid
antibodies, aPLY3RBMEL72DHBE T 52.8%L 8
RTHY, aPL, HFIIN—T AT Far7sFoh
(lupus anticoagulant, LAEEA%: B Tl MR ED R
JEEBRENERDIEERELLY.

LA (HEERMEE AV ERRBRETHY,
EORE BRIk~ R8PS, HE,

LA ODXERFIBHETEIIEHR, B -
glycoprotein [ (B ,-GP I ), kb7 Obr
(human prothrombin, hF I} Td:Y, % H 2 BEMHIC
1 HMEBhREOREREF THOLILNEA
birdleoTE V. &I, SLE REMKBALH
ERWREMR REEREEREE (primary
APS, PAPS)TiZi 7 nha B Hitkd@55, hF
IEDOLDIKE TR abarering
{anti-prothrombin antibody, aPT) itintefiEsd
BIEMEIEL, BUHBIVERTHL 7427
7 FF ¥ (phosphatydilserine, PS), Ca® A
FUHET CebT e eS8 T5 PS K
TEtE aPT(aPS/PT)A MR SE LR < AR T-H 2 L02
gEEIN TV

FIC, AEEITTO aPS/PT H387E FIRERS 2
T o immunosorbent

enzyme-linked assay



(ELISA)3¥ >4 FAVNT, SRR AEL aPS/PT KRS
HESEEEA R DLLbI, MEIEICISITAER
FER E DB MR O ERETLT-.

B. BF&H ik
(& BLUF ] RKREE F B
FHERE P OSEEFEAES 99 B (B 12 F, &
H8TH, E# 12— 185, PRES4R) 2 He
L. BEARBTRIZERE ERRESELY
retrospective (ZEEfHL /-,

aPS/PT i3 2 #t XY BR &N TV D ELISA F ok
FROTHIELRE. A #oXyMIFL—MIbhL
Ml PS Ma—bhaxhTeY, £ bFOIRBLY
Ca¥ ML T PS/PT complex X, #
D%, BIELFML TEEL POX E#lITEH G
PiiEE Mz 5247C 1gG & aPS/PT #HIET5b
DOTHDH. B #HOF M CIREIERIZT L —MZ PS
BHEMLHI—PENTVES, hF T Fiids <y
Z7—% CafAA rLEbicHiMUI-RiIcREZ
ML, Beipki POXEERRIED [gC F2id [gM
kLA 5% b THD. LidioT, B Ho*
v CiL1gG B, [gM B aPS/PT 2 JNIETHIE
PRRETHDELLBIZ, Ny 77 —R LB S
X7 AR 77 F FAL I E0LDILHTHH
& (anti-phosphatydilserine antibody, aPS)%: #fl] i
TAZERTRETHD.

C.HFEREF

1) BREEICIH ARV IR E Bt R
MBREEFICB TR IREREOR

HRER 1AL, 99 5l 66 B (66.7%) DIE
PICMoADHY IEETENBE TH-72. b
SLLBBIZBHE Thot-MEiIN—T AT
FaF /7 MLA)T 3486% Thotz. i

PS/PT HiiEast, A SR EX v P CIE 21.4%,

B #8%o b 20.2% CRBME Th-o7o. BHEL
FohZLSD [gM-aPS/PT BtEFIL 31.3% Thho

7.
2) HRBEHE I J613 B i AL 1 98 i S EE

BHR LRSS N TV EERER 48 Flod
L, LD MR EARERZIESIT 15 #
(31.2%) Th-7-. BHARMARTEIL 9 FITRHL
N, LIFEEN 1 Fl, TOIZHO 8 FITIIAEE
# (lacunar E LS {r) Th-ot-. BRI
7 H TR, WIRLIESERDLRLE THY,
9% 2 BITTIIBA LAV RIEEL D bt

MARAEANFRH I 15 FH TS DY E
HEUEBE TH7EFNT 12 §, mERFEATR
HhNR 33 Bl A EBERIL 22
FITHh-Te. bbb, MARECHFE I ER
LA SRR AELER 48 IOV TRHM 5L
U R EALERBESIL 34 #1(70.8%), LU /A5
HIUEEGRES OHAI 15 61 (31.3%) 723,
3)A, B##® aPS/PT {EO+EES

A, BHRIEX ML SH1eG-aPS/PTH LI, B
HMBEXF v MILS aPS & aPS/PT OEEE B
.

B8 aPS & aPS/PT ORI [gG BURE Ti
r=0.998, p<0.001, IgMBI# & Cit r=0.625,
p<0.01 L REFZRIEDMHMAN RO (H 1),

LML, A, BRIt 1gG-aPS/PT DIHEIEL
I¥ r=0.089, Att IgG-aPS/PT ¢BHt IgG-aPS &
FEBIREIT r=0.11 THY, FHREMICEE 8
BT AL Rd o7 (X 2-a, b).
4)aPS/PT HUikLL AD RS

aPS/PT #ifkid-aCL/ B 2GPI & AT, LAD
FHEAEDLIDEEZONDIEND, SEEIESE
Bliz¥37% aPS/PT HlEiiZ LADH EIZ LD
L.

AMBIREX o MILD [gG-aPS/PT Hikffiid
LABMETLARMBIVEEL RULILOO,
BRI A B2 bitigh o7 (7.3£8.0
U/mL vs. 9.5%17.7 U/mL, NS}. —F, B
B E¥ T 1gG-aPS, 1gG-aPS/PT ik L




LA TREZRLZLOO, FEEIRS

NpHo7-(8.4+13.0 U/mL vs. 6.4+7.6 U/mL,

NS; 6.5=11.3 U/mL vs. 4.92£6.3 U/mL, NS,
respectively) .

B #MAIE N v bE RV TRIELT [gM-aPS 1
LT 1gM-aPS/PT HLifiZ >ELADFETH
BLIAER, MEESOLABMERETEL VERN)
HRELNILOO, FEERBDLNEN T
(8.7%9.0 U/mL vs. 6.5+6.2 U/ml., NS; 7.2+
7.3 U/mL vs. 6.6£6.9 U/mL., NS, respectively).
5) HREIC TR MM A E ks M2 fE
DREE

x ZRREOHER, MEEITBVTRL)HO

P REEPUEEE THZ L MR fE - BhAR d 4
E-BRODRECEFEOCABRAF ThHolz
(OR=5.34, p<0.001; OR=10.5, p<0.0001; and
OR=14.2, p<0.0001, respectively).

MEEESNC BT E MR BRI GmE
A2 SE D BFE R M IS DR VR EICLVRNL
1.

[gG-aPS/PT LM RIEL &, BRI RIEDH
BIZOVTEA, BT NOREF v MR
ThifEMIcEEER RN 2Tz, —H, A
HBURIE X o M L2 1gG-aPS/PT HUK M L 5 AR
MBFELXH THHTHIRVWRIVERICHE
L2 (24.5+£39.4 U/mL vs. 6.8+8.0 U/mL,
p<0.03) (X 2). BHBF S MIIVRIELI [gM B
aPS, aPS/PT HiikfMii MASMED#H HFEL ML B
THERMEBXAbN AT

D. 8

YRR EBURIIEE ~ 0 B CRf ik Bom
EZRETHEE 0D —07, BERAD 2-3% T
BHONAIEVNHALN TV VA8, BRIEICE
FHAFEOBERB LU RED R AL
BT A I,
S EORMT, MEECBOTHLRYVIEH

LA 66.T%& B RICRIHSNDZED AL E
otz ZOBHERIOTNIRLNAERE L
BRLTEHBETHS. i, U EEREOR
HEEICLDbDEEZILNS. T7hbh, £#{D
R TRV VB AR GO, EHERETHD
N—T AT FaF s 7 oMNMLA)Y R REIC
FEHoTWBIELBFEL TV A, LAREMT3Y
CHEBBEAESTAIEICIVRIERE X FY
BRLEMTED. LIKoT, REL LR IR
mFh DM/ MRESEEITERE LRV EREOH
ALV RF L/ MREVERMERBY ISR
PEHL, LARHBEFEILTLEIZ & 5
BRTWAY, ELOREER TR LB OBRIE
HOFOALEE (3000 GX 15 4y, 1 [BE&E L) Lo
LT s i TARME | EFINE TR
TWAHIEBRFHIND, £, LAOKRBBE
AVSREILL> TOBRENKELBRA1D
PT, APTTHAIER ThhiL, TNLL LOKES
ToTWRWERMBE VI ELBELTWATRE
2D,

—F, U IRHREL B TH-oTH AL
HMREE ST Thi TRV, SEEBRE
EEY, MBREOCHEEICSERMLUAEEE
HEG] 48 B TIIBY REE USRS 34 51
(70.8%), MY AEEILIBAERRES D 15 B
(31.3%)THY, fil - AeH AR FI o dite fiE
ERHROLBAMIL 4. 1%ERLTEAR, Zhud
MU ETEDOY 7 27 AL MARIE & R iE
LT WHEERELICQORENHLEZLETR
WIIHRLEEZLN, SEOBRNNBETHS.

SEEEIC BT AMREREREIRE LA
FEFNZRDL, 48 FEFP 15 Hl(31.3%)EERT
HY, MY R H B A T MR ERE 0L
BRESFEBICRTAILALLEN. ZhET
D TR MARTEN S BF 4 D8 T
0% &THHMENE VN, SRIOKRELY,
SHBAEIC DV TOHRV D@ B CMARE M RIE



THIENEBEN. AEEOHRSHTIIH
FECEEERERFIIE 5 B HLE
DITH, MFRENRFET LR TVWD MEED R
BRENLEBEOBEICEIINEROR
AMEREFELENTVDHH, BRMICIE MR
LM EAEAELBEEILNBIEND, Y
VEERPROEEREEECLEREOERE
BT DENEDSHD, MAEICBS W THLH
UV EERBOFEEORELRMTHEELIT,
PR ERI CIEBR R MR EOR B RFEL,
MM RELZHRATAZLIVNERELER
FH T AIENTREN L LAV,
RIVEEREOEZEHREKIHRAL I
MEEN—FAT - FaT s F b ThHDH. 2D
B, V=T AT FaT I bOREILEE,
B 2-glycoprotein | {EFERAIA A Hilk

HAT b E AR TH B EABHLLD Y,

m7aba CRARESTOASLIIC R
7. BTy BRIV - AWEHer o
2 A EGPTIORIE DT, ARt
VR B B BE AN B A iR fiE LoD Bl
HEtE S B 2-glycoprotein | RIEEFLA V- FVE
YHEELEL THARW, A BERE RV
S LaL, BHFLILBEREOREL, Ca?t
FHET CRAERT Y -5 H (phosphatydiloserine;
PS) L& T 3T oo B LA K (aPS/PT)
MHV AR HFREER IS BT REREL
HMOBEEMRHHLEREL, PS Fa—FLT
L—HhZ CatdebFabo L (PTIREINT 52
LITE PS/PT A EIZH T 251 (aPS/PT) &
RETHLEERBLEY, TOER, SLEPR
BV BEHEABIERRE (PAPS) T,
1gG-aPS/PT BB ESE T Mt SE FEIESME A B L
Z&, —F, KL SLE X PAPS BIA Citizd
AEBRHEN RN IENBRESN TV

4[], SEEEEFTL igG-aPS/PT iIA, Bifi
HOFvhEY 20% L EOEF| TR T o7,

ZOZESLELS O B ER AR BAEFIZ B
Th aPS/PT MHBMEBICHHENDSILER
LTHRY, SESERRBTHARELRAETHE
BIZHDHLDEEZHND.

LaL, A, Biifto* b T aPS/PT ERBE
DHBAZRERP-Z(G2). TDHREELTE,
OFMY A AEBREOHIBICLOAREDT 74
=T 4~ (&) OB, QREIPEET N
R h—72RA35, ZEREBEILNSD.

SLE 3t APS(PAPS) Ci@+ v TR
AN IRHENTWAIENGFEL aPS/PT
THLEBEBICLYY T FZAL7 5D, SLE, PAPS
THRHEND aPS/PT IZHBAE—THBEDIZ
#L, $ICHEE Tl aPS/PT ICL BN H D
OhpLivievy. SEIOBMT, SLE, PAPS Li
B CHMEET aPS/PT EMRELOMICEE
ZAHEARBD LR T2l Y, aPS/PT D%
HtEE R 4o REELLND. aPS/PT ©OF
BRI oW TS HRORMBELVZ LS.

E. &%
MAEEFAIC BV THR I ER &R T
SNDBEEEL 66.7%EB<, FUEBMEF CIii
REREDOERENRMOLILNTEN:. 8K
EThH 30% BT ORI TIIMREERRET AT
Eob, FRERLZHMEESCLRECTELR
FETHLLLICHICRY I EKBEER T
RTINS FEOET LS D, HELE
WERBYEILHLOLELLN, 7HART7F
FNEYARTHER 7 o ha L VKT E I
FEFID 20%01#% TRISNDLODNRELD
BTG T, I 2 EOBRNETES
<LV Ehh, 28T —F A
LREMTYCIEERGEERICBTDRTG
LIXERALOERHLTWAARENRLSDY, £
DEBFEDTHEOBRMNEETHS.
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#1. BEREICBY L EHE) Y RRUGOEEE

#) v ERbE RBtEs
IgG-aPS/PT (Atl) 21/99 # (21.4 %)
[gG-aPS (B#t) 27/99 # (27.3 %)
IgG-aPS/PT (Btt) 20/99 #1 (20.2 %)
IgM-aPS 20/99 & (20.2%)
IgM-aPS/PT 31/99 1 (31.3%)
Lupus anticoagulant 18/52 #1 (34.6 %)
aCL 8/32 # (25.0%)
aCL/ 3 2GPI 2/29 B ( 7.8%)
wihhoht) Y BRGREA 66/99 1 (66.7 %)

aPS/PT; 74 A7 7FIUht) EFRIL 7O F OV Uk, aPS 7+ A7 7F Y
) sHitk, aCL; AN 4) ¥ iR, aCL/f2GPI; B aglycoprotein [ (XFF L%
JVRPE RINSRZ . R 3

50
a3 y=0.852x, r=0.988, n=99, p<0.001
E 40 >
S
230
)
S
W g
o
® 0
0 10 20 30 40 50
aPS (U/mlL)

1. IgG-aPS/PT & IgG-aPS @AY

IgG & aPS/PT & aPS DIV HED
EHEAED 55 (y=0.852x, r=0.988,
n=99, p<0.0001).
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