fRITIE > 0 LA o7, %DLeo DAHDE T
IT SSc Iz W TR EREE 27 LTE Y (7).
1% 5 NT & & %DLeo & OHFRRAIL SSc 125
WT ONOO-IZ Lo THI & Z s o ffb ik
LM A FEEICR S LT D ATREME 2SR
Ei, Lo CZORER LY MIE NT fEi% SSc
BF BV T%DLeo WM& Ml & D& A —
D ESCHERe— - LTRIATE D
LOEEZ LIV,

A EIOFEE L Y ONOO-IL SSc D AR R 4T
WL EE IR W TEEREE 2RI LT
WA TFTREMEDNE 2 BT, SSe ALERFEIZIS
WT TP L DR E I EE T &
Z2 HbNTEBVHEIC NO [FEETHD, SSc
DRt IV TIER NO IREE D _ER-23 &
ENTVWAHD, FORKE UTHHED~
w7 =Y, RS, B S O
MR MER L L ThBR o TETVD(E, 9.
SSc REAL & L 0 O ERMEIERmARIC LV
NO BEA XNz L OHES H Y (10), NO X
il 35 1) 5 FE 4 ORIIEEN HARKESE MR, L
A, RAEMIEZR I LV EASN TN DA
BEPENYE 2 B SSe BFE MIED NT EFIZo
RTINS EBDILD,

AR OBFZE TG NT O _EH 1T 1eG, 1gA &
B LTz, ONOO-iIsE s 17 ) O
FornEbAREIL, FOE ONOO-
AU X7 TG (HEHR T 2R & O#E 2N
72 XITUWA(LL 12), SSe iz TriEENIC
A SN TS ONOO-MEE /a7 Y A
DT I BOBERI L, FOFRBES
07 Y OEEE TR SRS ThD &

Exond, CIIMONORHTT 477 4

— Ry 7 By i s a7y o opEAR
BRI Y SSc DIFHO—D>ThoHmH v~
sa7 Y CMEICERL LD EHESND,
— 541 agalactosyl 1gG PUKRIIBEEY v~ F
& AREIC SSc BREDMIEFICRESNLED
FiflsTd 5(13,14), agalactosyl 1gG 1% IgG @
glycoform T 0 IEF ATBOTHEIgGIZEL
FILTRDOOLND, Y U= M FEFIE
agalactosyl IgG IZ L D HEET 2FIRIINT
W5, MiEF NT & 51 agalactosyl [gG Hilk & D
ME I bic L v Bl ER I SnEENE D
PREAICBWTEERKRE 2R LTHD
ATREME A 7R LTV 7z, &2 Tl agalactosyl 1gG
Pk OEEAIIMRLREEI L 5 1gG DIEER & B8

BLTWDEEZ BNA,
E. #& @

3% NT i SSe BE B W THEIC LA
LTk Y %DLeo &WitHE 2R LT, 20
FEE LD ONOO-2YSSc I k3 1) % M i & P 12
BE L CWAEEENE Z bitle, J>Tih
ENTHEOMEIIF AL~y —— BB,
BROKREIZZ ORIE X I A 5% T LY $L
TEHMARBEPARICRD EEZ BN,
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H. SE9FTAHE - HBUREIRDL

L

Table 1. 382 AEIZ 33T A IMLIE Nitrotyrosine fE & B R AT fLE O HH B

M NT SERE 75 NT IE 5 Bk
(n=11) (n=36)

FFEAEWA(yr) (means = SD) 373 = 18.6 454 + 173
M (B &) 1:10 4:32
SR AR (yr) (means + SD) 10.4+12.1 51+56
HER PR T L

dSSc 64 50

ISSc 36 50

TRRIBIEE 55 39

T-FEJE dh ¥ 64 39
fRRI 25

it 55 36

%VC (means  SD) 78.8+18.3 973 +25.6

%DLco (means = SD) 475+ 12.9%* 62.8+13.9

E 60 74

i 18 14

= 0 3

R i 27 19

A 18 25
EF=EARLS

PT topoisomerase I Ab 45 44

H1 centromere Ab 36 36
Az

IgG (means * SD) 2034.5 + 657.1% 1590.7 + 521.6

IgA (means £ SD) 421.5+£213.0% 276.0+81.7

IgM (means + SD) 2425+ 106.2 181.1+88.4

FKH OB TR SR VIR %E R T,
xP<0.05 or **P<0.01 vs SSc (IfLiE NT EASIEH D SSc BEF XL )
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Nitrotyrosine

Mitrotyrosine

anti-agalacctosyl IgG Ab

p<0.001
ns p<0.001

03 4 °®
.02 -
i Qo
.01 1
0
dS8e I85¢ Normal
(n=25) (n=22) (n=27)
(0.035 £ 0.004) (0.036 % 0.005)  (0.030 £ 0.004)
(e M)
o p<0.02
05 o o r=-0.414
n=47
.045
o
a
04 - o o Oc§
o]
@
.035 A 000 °© % o oo DD
[»]
03 A ° 3. ¢
T T T T T T T T
20 30 40 50 60 70 80 90 (A
%DLco
(AUIml) P<0.05
I ]
100 - o
80 -
Q
60 - o
< Q
40 -
Q
20 - 9
8
0 -
elevated NT normal NT
(n=8) (n=22)
(37.6 £ 31.9) (14.7 £ 14.6)
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Fig. 1. dSSec, 1SSc ¥ L OV % A
(Normal) |Z ¥ 1F % I &
Nitrotyrosine fH,
FEINNIZE I £SD,
SRR A O 4-2SD
(i TRIL 7=y b A7 il %
Y,

SSc (2B DM e O L T
Nitrotyrosine fE&%DLco fA&
DFHBE

Fig. 2.

Fig. 3. WIZIFI{E NT EXEETH
o7z SSc B (elevated NT)&
EFBENTH-T- SSc BE
(normal NT) {2 ¥ i} 2 #i
agalactosyl I1gG HURED /3 4R
IR,

FEIMNIEEY £ SD,



B S ER R B B e (BHAMER BRI R 3E)

SRR SRR

4 B MERR RE I 81T A IfiLiE COMP HIE D ERERV A FtE

SRS s FLIRERRSE S R AT
I WATEA ALIRER R ESFEE — R
SARET  FLIRERREEZLEE R
BEIEE R FLIRERN R S R e R B =
WREE

& COMP (cartilage oligomeric matrix protein) (ZRAEIEKEHEL KBL, BEEHY v~F
e EOBERETOH LW EEBE~— b — & LTHER SR T 5. BIEER (BRI - B
BB ED B BRER O T HEEEICRD SNE bODO—DTH Y, EIHRBUEIZ I\ T BEFIE
ROETE IS O84S, LIS UIEEEH) o~ F L OBRNCER T8 h 5 L2 b, HMEUER
BT B MLIE COMP I E DEER A 2 FAMEIC DWW TS L7z, i COMP B 1L RE C 14. 7
+6.8 IU/ml, BA&IY 7<F7T10.9%5.6 IU/ml LT LATRKIE CHEIZE <, FIMAUETIX
BEEIRER & DFERE & A DR Do T IRICHRE SR 38 & OVIESH B B2 - D B A Rk & T
VY, B COMP HLMRIC L 2 @A HiAT Li- & 2 5, SREUE RS OMIz BB, JERBE
FHRECTIEERD B COMP DEHE LUV TORBAHR Lz, BMEUEEF ISR L miE CoMP
VerE LRI BIEIREEA R L2 b O TR, BT a7 — 4 NSRS 5 FREME D &
<, FOMRICITEELET L0, SREEELOME~ —v—& L TOMmE CoMP REDH H
PESRE STz

A. BFFEEE

cartilage oligomeric matrix protein
(COMP) i thrombospondin gene
SIEENTNDS TR 82kDa DR Y N7 F K
T, VANT 4 RFERIZL - T5 ERETENK
L, B~ ) v/ ADFERSTHDH TE
AT UEREETAI D, AaTF—F
Xy NT—7 ORFEBERICEGE L TnD L
E25NTW5 (1), COMP OISEIZI IR
BMRH5 L MEINTEY, HICBHEE

family {2

WHEET D EEZ LN TS, [{HNDOHF
CHEfEE RS sND &, COMP I IRa S
— 7 ORIEILSEAT LT Sk, BIfTEIC
WL, mAFCRHESND Z &I RD. o
T, BRI L OMMLIE D COMP 2 B 1 3 AR K
BEL KL C0E b0 EBESND.
17, 1993 4ELAME, ELISA 2 L5 COMP DIE
HESL SNTH D, EROBRRFITOI
Tky, EHiY v~F RY)SEWIEBEEE
(0A) 72 &, PBAEIRREE & 3R BICB W TMTE
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hd COMP DSEfE & 72D Z & B RE Sh T
5. & BIT RA DF BITEECRIERIEE O T 14
HTFL720 9 D BELREBINTND (2,
3).

BEmER (BIERR - BIMIR) 13 s kiR
iE (systemic sclerosis; SSc) O HEREHD
HTHLEEEICRD LN EODO—D2THY,
7z SSc IRV TRAFER B ATE I SL %A,
LIZUIE RA & DEERICEER T2 L B8D 5.
% 2T, SSc BEIZHIT A I iE COMP Bl D
PREGILA MR DWW TR L7,

B. WFFHE
1) xt&BE

X RITALIRER R LM B RBEE — RN T
PR SSc 25 B, RA 20 il &, f@F 2> b
z—/L (HC) 106ITH 5.

SScid, FBME3M, ZiE22f)C, FHERIL
55. 1%, ERAEWRE LT, BE(LE26, B
JER & 136, FIBEE 2RO 7. e
BHBECHEE LTy b e X 7 HER
1261, HIScl-TOHUE N2 CHETh - 7.
FRR I LV E IR & TR, BRI A L R %
16, MEUER % 141, JEFMENEHHEATRE % 2
BNZFRD Tz,

RAVS S 148, ZME1261C, PHIEEHRIL65. 6
e, @E 2 ha—ik, BYEes], &ZPE4
T, FHERNT62. 3SmTE o 7z,

2) WE
ML 7> COMP B 13 ELISA % » b (MBL 4L
COMP®ELISA) & VVTHIE L, HEataomat
2177z,

C. WFoEmsR

1) SSc » RAIZIS) 5 HiiF COMP &1
MIECOMPIREE I, &% A (5.9%£4.8 U/1)
EHBIL T, SSci¥E (14.7+6.8 U/1), RA
BE (10.915.6U/1) THREIZLEF LW
(K1), E7=SScRHEIIRABE LY LA RICE

EThH-o7.

2) SSclZ I A I yECOMPIEFE b R-FlIN 7 &
RE
SScEBF IR T A BHRRAILE O Hiik, B

TR, BEHiV L NS UER EOBELOFE
2 & & MIECOMPIRE & DBIEZ MET Lz (X
2). MIECOMPIEEE LY, BAFIROM/ ML, B
LC0AMHEDOE(ERL, BELHY L55
Lic2Bl& v b, B2 LOBE CTHRICE
<, k7=, SScHREOBEEROEEL OBE
RO bNRhhotz, Fi2, BOHEES
TR & DEFERIK T & ik COMPIE BE O I
FHEERY R BREIIERD bR o T,

3) SScREHEMKIZ 51T D COMPOFRH,

SSchE 2, I X UIESR A BB DRLE &
Bbn o aiiEimse iy, £/ 7a—7
JVHLCOMPHLIARIT THu Y & % i T L 7=, SSc
JEF (K3 A-B) Tk, EROMIasNEEIC
BPERT R AR 7203, IEH R EHRL Tikcomp
DERBUIBE I Nieho7 (K3 C).

D. & &

COMP D ZE (RPN T OMEREIL 3 72 +43 1T 1XBA &
T SITWRWNAS,  AMEECE B BOE Trk
JFREBETCHDZ ENPESNTEY, &
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72 < &b BARTIRE O B E W U ILSERTT X
BREEAELEEINTND.
v NU— 7 OREBEELHET D Z &0 D,
COMPODIE BT AERND 2 7 — 7 U EHRERALIT
—EK LZRESTRISND D, FIZBIHHI
BMENREOE SN T2, in vitro®mRNA L
NUVOREFTT S, BIHIRE CIRER RO &
FRUCHEN L HND L DD, FERECHiR
DOEEFMRHELE I CIIMmE S ho 7z L 3
HENTWS (4).

L L7en s, SEIOBEHTIE, SScha#HIC
BV TEHELCBEEE R & BE L2V
COMPIRE D LH 23D, LrbRABE LD b
BEZR LTV vk, SScBE CHlIE S
5 MIECOMP b F 3 BRI B i I K9~ 5
HO TRV EHEHI S e, = 2 CRIEIRSL,
FRIZSScD EIRE TH D BJF T DCOMPRBLD
ATREMEIZ DWW THRFE L= & 2 A, Dodge b,
B ML b, RIERHESFMEEZ 8D
B OMERMIICISNT, BEEELLT

a7 x

COMPOREBNBD LA LHEL TWTED,

COMPODARBRARE R M B L CIL E 72MRA D4 il
DL b0 EBbii (5). £z, SScTDCOMP
R L T, Filemonbid, DNAwA 7127
LA X AETC, SScBE kD MR
HMIFETIL, = ba—LE LD HOOMPEIE T
DREREADFEICENP ST EREL TN (6).
VAEZBCE X C. REHRMEEIE, FRCRK
HED BBV TCOMPAFE L TRY, MmiE
COMPER AR LI-MFEBEL, 46, KE
R OREREIZL Y, COMPOREFIRIZ R
B U7z, FESSciBE Mk R EMMIC I oY
B CIIM AT EE 72 L L O COMPR IR 1L 2 B

leholo. —75. SScBE KB CITER D
AR E I B 2R, REEETO
COMPORBUEMAB R SN2 Z &b, MLiE
COMPIRE D R R IT R FE IR Th & FREMA R
wX .

712 L, A B0 TIEEER O R EEAL
DOFLE & M{FECOMPIRE & ORICH B 2B
RO BRI T2, ZIUESEIDSSc DX 5
FEFNZHIE > b A THUEGMHEO linitedB
ML, AR R ERE LA O LLE Y SRV O
EMREEBELTWELHRAEND. 5%,
diffuse Bl D SScIE Bl & 9 Z & %,
modified Rodnan total skin thickness score
TR U7 B TR & OFEEE, B DR
RFRY 2 BRI LY, WE ORBEELHFT 5
& & BIT, SScildE kO K ER MR
VJ % COMPEE B D FHERE F, H#IZSScTHINN DS H
XN TV B TGF-B (transforming growth
factor—B) X°CTGF (connective tissue growth
factor) 72 EDYA NaA L DEEIZONT
LR EEDDLTFETHS.

1.7 COMPYR B | SRR PR A 1T I X RARCZE TR 44 B &
TERE BT DA EEE~— I —L LT
OFMENEE Y >2OH Y, F-BEHIRRESCAN
T RSB I O LB A TR 5 FHRET &
LTHEFSN TS, LaLRRb, 4F
DETL D, 272 < & BSScBEICRIT 5 ILE
COMPIREE L5 IXBIfim M T, K&
BLIZER LW D AT RIR S, £ 0
RICITEEZET 5 b0 L Bbhiz. 5%,
SScRFEIZIBVT, MIECOMPIREE A2 M, B &
CEREDROHECAR AN A~ —— &
72 5 D ATHEME DS R S T,
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E. & @
SScBEFICB W TMIFECMPIREDHE R b
FERDN, BIERE - BEER & 3T
LHHER L TR 6T, SScladsi 5 SR L,
IR ERE OISR T 5 b0 L HE
Ehiz. A1, MiECOMPYS & REL.O g~

—H—& LTHIATE D aRetE R S iz,

F. 3¢ #R
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transcriptosome of nonlesional cultured
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P<0.01

[ ECOMP

P<0.05
(U/l)m il _ P<0.05 .
30 o |
20 =
10 =
P T XTITTTTTTITTITOTN PP
SSc RA HC
(n=25) (n=20) (n=10)
Mean &= SD|| 14.7 =+ 6.8 109 =586 59 =48
1 BEFEICHITS1mECONPHE
SSc : WRFRZAE, RA: BHERY U<, HC: EA
BEIL ESEGEnR N
ECOMP IMECOMP
/N P<0.05 é /1) NS
30 30

—] o=

20 ?‘ 20

10 i
@ T
0 0
+ - + -
(n=2) (n=23) (n=13) (n=12)
Mean = SDj} 3.8 = 54 15.7 £ 6.1 11.4 = 5.0 18.3 = 6.7

M2 SAREICEITHEEL - EEERD AL MmECONPE
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X3 REHE#IZEH T 2C0MPD3IE FCONPHIKIZ L b RELRaE)
RIERE OBERMEIC—% L TCOMPORREZTZH 5 (A - B, £x400) .
—7F, FEREIEREORE & BN 3 EEBEIZIICOMPOREIIA LN

72y (C, x400)
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JE A S5 R R TR B A B & (BETA PR RE ST iR JE 2R 26)

SRS E

EF prothrombin 4289 phosphatidylserine #E771%
Hi prothrombin HFLEHIEED BRI L DERIE 3

et hE LI RS SRRFREERERITZER fikR
St BRI B @RKFREREZERMIER BEHS S

TAEMFSEE

MAEE

PRI @RKPRFREERIIER BEMNT Bd%

N—F AT v F a7 75 Nupus anticoagulant, LA)YDAKD1 D&% % 6315 phosphatidylserine {§
T2 prothrombin HLEGEPS/PTZ2AELVEIEN v M HIIRS IV TOD Y, FREZAE/2E T EELC
Tl B, EOEEIEROTMG EE> TRV, aPS/PT ICHFERRENH LI LIND, TR
% B LE b prothrombin LD &A% aPS/PT ZIE T HZ LI LVBUEREFIIC IS W Th ke
JELFRRE S5 aPS/PT DER FIRELIRDH D LB LI,

A. BFEER

B O MARED 1> ThHAHY LV IEE T
{45 {3 B (antiphospholipid syndrome, APS)IE#T
U5 & Hif4 (antiphospholipid antibodies, aPL)
DHEEICLY REE IRE, REEERT V.
aPL 13 B ,glycoprotein 1 ( B,-GP 1) {&1FI%EHT
BN AV HE@CL/ B ,~GP 1)& LA ASRES
55% EHHTENELNTEY Y, aCL/ B,~GP 1
1% Enzyme-linked immunosorbent assay (ELISA)
ICEVRIESH, ZOBKRERINEIEHILLT
VW5 D —7 LA 1% APS (2B T MR AE D AR
KT ThOIENHESLL TNDHHLDO P, U E R
REICIVBEIES N2 EMBRETHY, HIES
B R LT IRLE M T2, ROMZOE
BT, T4 LA OAREIL aCL/ B
,~GP 1, aPS/PT, [&iEVAEBE X DHDITRI Y

A& (antiphosphatidylserine antibody, aPS)?>3
BEOKANEERTHIIEBBESH Y,

aPS/PT {22\ T ELISA IZ XD E &b 25345
NAHEHITIoT22, LdL, MEFEE ORAFITHERE
EFHTHHAEL/EBY, MAETHESLTY
H2TEEED aPS/PT WIE x> M CIE, FIEHERY
HE & H1 & JE % # (primary antiphospholipid
syndrome, PAPS)R & H M=) F~vh—7F X
(systemic lupus erythematosus, SLE) & APS
FEGITIL 2 420> aPS/PT EMEICAEB &2 L8
HlbimgBtEfl CHERICEELZ T IE
INBATUE D MASRIEOMERE 1 THoHEE X
LIS DO, M AE (systemic scleroderma,
SSc) JEMI T 2 44 aPS/PT I EMEIZTERED 7.5
haEELIZWNTNOFUEES MR &0 BEE 35
oYoY aRAV oY il
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ZNETOHF A~ DRI TIL, aPS/PT IZiXER
prothrombin (hF 11 ) @ Z & & & % #t (&
(aPS/hPT)&E 0D 77255972 prothrombin(bF
MELFEALIDHRGEPS/bPT)TEEL, Mg
EEET HOITATE ThHIE?, SLEX PAPS E
B TIL aPS/MPT ASKER 53 % (5 H HDITHKL, SSc
JEBITIL aPS/bPT H MRV DEEE CRHEN A
EVBMBL TR

BAETRSALTND 2 10 aPS/PT WEF vk
TIHEBITHREL T hF I EANTHEHLO0,
TR AR M1 372 E D J 7285973 prothrombin &
HEEALYD aPS/PT@PS/bPT) ZHiHIL T2
FIREMED D 2.

4 [B13 % 1%, phosphatidylserine (PS) A3 EAH{t,
SN 7= ELISA 7’ —NZ preincubation ¥ %
prothrombin (235U T, hFIL & bE I D4 4 %N
ZTe ECREREEZRNL, F0E£2HEETS
ZEWCEY, WL EDAERBIZEE TS
aPS/hPT ZMETDREREEREL, T OR
BRI OERIL IO THRE 5.

B.#FFEH Ik

[ RBEIOFIE] BWRKFEE LI BIRBL R
JERHERE R ORRBUEER] 77 B (BE 12 Fl, &
P 65 B, e 12— 78 5%, HHORAE 54 %) ZXt 5
ELTe. BRIRAT RT3 R ek - G MmEEELY
retrospective (ZFEHL7=. /bt BEFLE

JEARE |2 L DM R B - B R i A E O I,
Rl FREEAR - Bl MRS~ T2 7 4 — L DU
B IR MARSE - A ZE DO F A TR L7z, [RIREC
DB, LigEE
KEM 2 LD KB IEE L & L FUE ML e

FEREICLD D HEEORE,

DF DV CHERR LT

aPS/PT (X2 AIy7a—RL— L a it (B )
FOHEREN TS ELISA Fv M AW THIEL
7. BREyMITL—MZHLNED PS Ra—hE
NTEY, £ WFIBLO Ca” #HIMLT
PS/PT complex ZIERSY, £ D%, RIEETM
LT L POX BRIk 1gG Hifb &Nz st
T 1gG & aPS/PT(aPS/PT-DA&METHLDTH
5. ARFYMIBWThFIIIZA Y bFIL A Ca®'d
EHICHM UL 728 & @ aPS/PT #i ik fli %
aPS/bPT(aPS/PT-2)&L7-. aPS/PT-1 fE25 10
U/mL Bk, 732 aPS/PT-1 fEAY aPS/PT-2 {E %
LES75E, aPS/hPT Bi& 177,

C. HroemsR
1) SBEICRITD
1)

SSc JEBN IS D& FEHLY > HE E AR OBk
R LIRLI. 7749 52451 (67.5% ) OE 5
TBNOHF) AEHEAR LS. bok
bERICHE CTho BRI — T AT v Fa
77T LA) T 27 f1(35.1%) Th-o7o, 2A
Y 7RI MZ LB aPS/PT BEERIZ 21 41
(27.3%) TH-7~.

2) WEREZ 3313 5 A i R A (R 1)

BIARMARIE L 22 61 (B35, vt 19 61) T
RDOLIL, DLFFEEEMN 2 Fl, FOIEN0 20 FT
VI AMAEZE (lacunar EZEA- 5 10) Th-o7o. Flkifn
REIL 156 (B2, Zobk 13 B1l) CRERRE L,
WD EEFEARIARIE THY, 55 2 FICIEHA
BN ZEL RO LIV, BE RS MARE 3
FROLIVIIEGINI8F ThoTx.

3) FREUEIZIST D aPS/hPT BB (1, #3)

LU AR E GRS R (R
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aPS/PT 551 SScEFI 21 FlDH D, aPS/hPT B
PEF (aPS/PT-1 >10 U/mL 5> aPS/PT-1>
aPS/PT-2 i) 1% 9 HI(11.7%) ThH-7z.

4) B o ft) R B HiiE LR R PT R L DO FE S
(*E2)

BEAOHY AR E TR L LA fE DREEA R 212
Y. BIAR - SRARMARE, 36 L ONILARSE kD
HEICEL DSV IRE MO F B
IRLNZRD T, IREDHEIZLD LA O
PHERIZH A B OHBIIERO LRI T.

5) aPS/hPT LIfiieiED BEE (3, 1)
aPS/hPT BBitEf 9 BloDo D, 8 il TIARIE AR
b, MO PN FRITAN A O A 36, EE
AR MARIE + AR EE SO 1 1, IR+ 2R
EERAR AR S DR 4 Bl CTHHTz.

aPS/hPT & I A2 JE O 5% - 45 52 B 1R
29.6%, EE 97.9% THY, KFEORKRE
DR TV, MARFIEDEBRE L Odds ke
17.9(95%CI:2.1—152.4, p<0.02) Tho7z.

D. & R

aPS/PT I3V IREHE D1 >THDH LADE
RFUED1-2THY, SLE X0 PAPS TIL M2 FEAE
DIEREF THAHZERHFEINTVD V. L,
F OO BIZRITHARPUEOEROERIT
WEFERESIL TRV 2, Fiz, AR OE L
HiEATRLT, BIEGIELHEILL THRWVIE
Db, O E THEER DM EXR > PRI AS
ho2dHsd . Linlikx OTNETORF T,
SSc JERICITE L DB MZLD “aPS/PT  HiiE
HCTRBENHY, EmBlER CTHIESNTE
“aPS/PT” HUBMHIZ T IS HOWTHE D EEIR
B RITEROLNRD 2T Y.,

—7F, MAIIINETORFT, “aPS/PT”IC
FFERF R HY, Eb prothrombin (hF I1)ED 7
A& 95 “aPS/hPT (aPS/PT-type 1) &7 v
prothrombin (bF IT ) 22 & B R EASMD prothrombin &
HfEA1LH%“aPS/bPT (aPS/PT-type I1)” STEAE
THZE MY, MARLERE OB AR EHUAE 5
HOBKRIER L EETLOIRE ThoZE Y%
RHLTEE.

AR ECHIKSN TS aPS/PT HIEF Y
MZ, phosphatidylserine(PS)& hF I A% ELISA 7L
—MZFDEREILSNTWAEOMBL )& PS
DOHFHEMLINTEY, %030 hFIZERN
T 55D (Cosmic F)MHD * Y. HEDHERT
X hF OO,/ FEERMBEOHU ARG ZRIE T 5
ZEIZEY PS LHEE T DHUA@PS)E aPS/PT 2
ELZEOHEEZRETT 52T, FUVIBEE
EGEREO B AR AE IR & O BB MR B Z B
% aPS Z§H->T “aPS/PT LU TIIE S AT LAV
WEHTRENTNS 2,

LaL, mIERELENASLD prothrombin &4
EALHD aPS/bPT(aPS/PT-type I )EBRI T 25
ZEIFTCERAR., FICH A 1L Cosmic FLOHIE
Fwhe AV, hFIOFEDLYIZ bFI &AW THIE
A EL, hF 0 ZEMLI35E D “aPS/PT-17
& bF I WML 5& OB “aPS/PT-271Z
SUNT, aPS/PT-1 & aPS/PT-2 DZEAELHTEIT
L0, BEPNIZ hF I LD HFEE T2 “aPS/hPT”
FTET D RET L.

FORER, TEFIEITLD aPS/PT B 21 41
DHL 9 BT aPS/hPT BIFTET DL FER S
7o 20 9 R 8 T MARRE D3 F8D B A,
SSc IZRITDARBURDORFREIL 97.9% &M T
B FERIN . FlARREIZB VTR
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TUEDBE THLHZEOMEBRE L Oddsth 17.9,
p<0.02 L FE THolz. THHD HITTREIEICH
FHEFURHIEDBEERTHDOTHS.

—J7, REX 27.6% L7 ZOFKEL
T, O IE IS 1T B A ERE O R RIZ Y
VERETIRDOHR TN E, QB IEE i
—FEOPURTIZAL, aCL/ B,GPI R LA 725
MARFEDFERIK T-L72028 Y, ZpEbBIFHNE
3.

A EIDRFTTIE SSc DI HUNT aPS/hPT %
BIELZ. ZhETOFE L~ OBz kD, SLE %
PAPS Tid 2 #? aPS/PT HBIZE R TEEIENS
aPS/PT DRERGTHY aPS/hPT % HEHTWAHILE%E
FERLTWEN, ZOENOERICBITS
aPS/hPT D, BEAIEREDRLEZ T2
CEICIOAFUADEERNE RN EELHL O L1
RS,

E. #
Phosphatidylserine, Ca® £ £ T T t h

prothrombin $DAHEE95, aPS/hPT DOHEIEFR

ERESLUTC. RGURIIETEH IRE DB,

SRBUIEIZR 1T D MARE SEE OEREF ThHT
LRSIz, S RETER BRI HRYUE
DR - BERER EOBE LA 5281280
RPEORRIBENEELLDLBFIND.
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®1. HAREHDOE =R

Bk Lt 12:65

BN 1 4% fiE 22/77 (28.6 %) (M:F= 3:19)
E4 AR 0 4% fiE 15/77 (19.5 %) (M:F= 2:13)
aCL 15/56 (26.8 %)

aCL/ 3 ,GP 1 4/56 (7.1 %)

LA 27/77 (35.1 %)

aPS/PT Z 10 U/mL
(Hek%)

21/77 (27.3 %)

a5 A DaPL(+)

52/77 (67.5 %)

2. SSclzH T A Mt L B TEaPLEDREE

ER A ki || migek

HY |HL [p |BY [%BL |p |BY [HL |p

& & (=

aCL 8.8 7.6 ns |7.9 8.1 ns|8.4 78 n.s
+87| %75 +105) *=7.1 +65| +6.1

aCL/ 1.2 1.2 ns | 1.2 1.2 ns|12 1.2 n.s
+58| +6.1 +39| +6.1 +6.4] 5.1

LA 7/22 120/55 | ns | 5/15 [22/62|ns|8/29 [19/48 |ns

aPS/PT [11.3 |96 |ns |93 6.1 ns|103 |69 |ns
(EgEsk) | £9.2| 8.1 +6.2| 6.1 +89| *59

3. MASFE(CB T BaPS/hPTORLE R E, Oddskt

i

+ - H
aPS/hPT + 8 1 9
- 21 47 68
&t 29 48 77
Sensitivity 27.6 %
Specificity 979 %
Oddstt OR = 17.9 (95%CL: 2.1-152.4)
(p<0.02)
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35 ® @ :aPS/PT > abPS/PT
30 Q:.aPS/PT < abPS/PT
0<0.007
™ T
\\E’ 25 2
S 20 o §
- 1
o 15 i
o © ° T §
o 10
" 0
i . H
0
(+) m*@ﬁ (")

1. SSclZH 1T HMITFEDFHHELaPS/hPTED B E

1: SSc 2B 2 MIE DA% L aPS/hPT & DB,

(+) D EH Y, (=) : mAeOBEREZR L. @ : aPS/PT Hifffli 10 U/mL LI
=T, 22 aPS/bPT(k  prothrombin D {4 Y {Z 7 2 prothrombin %
preincubation L7z8& DOHLIHE) 2 LE 72354 , O : aPS/PT Hudffi 10 U/mL
Hi E 720X aPS/PT HULK{H 7Y aPS/bPT(k b prothrombin @i ¥ |2
prothrombin % preincubation UL7z356& OHEMM) 2 LB 572004 . aPS/hPT
BPEGI SScT7 Bl 9 B CEEMECTH 7228, T D9 b 8 il CHlLIE DB %38
Wiz,
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JRA T @R T SRR A B & (BRI PR B T IR R 336 50)

St RS &

BRI R A PR B ORBBEICRITS

mE LM~ —b—RENES
SRS EEEEC A L 2 B 2 S I R S e N B 2 B
% H%E BAEA AL L 22 I - S I R S e P B 2 B
Bh%E 75 IE K AL LK 22 S D R R e B 2B
W AhE  mPE Al LR 22 8 5 M R e e P B S
W hE TR AL FL RS2 I 5 0 L5 S e PN R S
MaEE

HiEOHES

& OF 58 BE ORI, IBEER I

BT DL EE f{E~—&— (TNT, TNL, ML,

H-FABP) Z 7 E DB & IC DOV TIREI L7z, L EE & OF I TNT, H-FABP ® EFIZIATLTH
BIVLS Rl Ax v OB RE—HL TV, L My O Ap R E~— % —, TNT, TNI, ML,
H-FABP BICAHEH: X3RO LR o7, DFEEOZ N, FRB8HLIZEEL T TNT, H-FABP

BIEZAATHAEE LN,
A. BFFEEW
BMAEIIEEROHEELS T, T0
B ELTORMBE OB RBMEIRENEL
DARE, REIR, BET vy /R CEERD
BRHEEZALAIENHY THRITED TE,
RAB 1B ERF DR E LR Thd, i
ELHEBEEY—I—BBEFEOILVT I =0F
F—E (CK-MB) ILZE bV R = T(TNT) .
R =2 T(TNI) | 343 88, LB AE
5 &% A (H-FABP) 72 & < O 0 45
PEOE W IME -~ — b — A S At E g
ARIE BEBE OB BFIZER L TZD TNT R0 TN 72 &
DR E D MLIBTE B IThoTW\D, JEEIED D
i B VLB R O L B B AEAL 3 EARDIF AT
HOEM R LIV T 7T RBBHROFY
FI—hxa— iz kA E L EE . Ejection
Fraction O{E T . Holter L& KIZ LA REIR
DB ENZ B ORI 2> TND, Ll
e 28 > TR OB A BLBUCIR 22 F

BEL TR T UL BN T TED FIE
TH7e< IV FE L F BRI B B ER
YEND, HREE O DRI LS E
RETHHBT IR CTRIE, LA M#E
BRH5, BT 0L 0% T IR RS
BRI WBE, OFEEORBTIETDS
VERDD, TOLHEELZWN T2k
LCliE~——2F A o&meL iz,

B. #FE75 i

1985 A5 2005 4 £ THL B R 22 B R
RN BI A2 LR E R 352 &4
BEOHESEEMLEZELE 14 X
WDUVNTREAT LTz, BRBUEICRDEEALND
HEELAHEBEZEOERIIOBRELELTD
DEME, DEETER, @2EU EOEET
ay s 2T vy s (RRICEM T vy s &S Te)
@ == — k Ejection fraction50% i@
Holter > X Lawn £ grade3 LI E®RI L
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fpo T REFT R, AR E LU TLLRETA G
FETHEMERDRE, FIREICLSAE
8RB RS 42 | i Bl R 4 B R L i RO B
BEv—H—, haR=r T(INT), haR=y
I(TNI) |, 34 > #48 (ML) | B NS BRI
ERfE A B B (H-FABP) & L7z, O Rl
YFELT O PnTe, "PI-BMIPP, &I E L
7=,

C. WFseis R

352 JEFI 14 SEB (4%) D3 EIE L i [ &
AL TV, 14 FEFIH 10 JEFI(T1%) 1%
TNT 28 ER LT, $7z H-FABP |384E I
THMHETHY TNT EFFIE H-FABP L &4
E—E L Wiz, LML E&FIIZEBWT TNT
& H-FABP [ZIEDOFEBIRALRIT A LD B0
ol LREBNITRER (78%)FETLTHY T
“BAREOEECHo, TNT, H-FABP L&
BNZ I T OB A OFE 3 E AT DR 77 M3E C
X REFIfEME CH o7z, TNT, H-FABP &1E
EFOF % 13EL, 0.3ng/ml L £ (0.1ng/ml)
DIEBNI BB TR C LTS, TE
BN CEY EFFCIREB I 208 E T
e lp o COBIEFI A VIE Bl A DAL T2 (38)
JEFNIREND 3 DOV EAM: B HE (LR
BREZAED 50 mMETHD, 500meD L EEIK
Breg & EHEARE — B PR ICRE LT, O b
Ev——0O LR ERBEEZE>TRHELZZ
JiE Il 23 58 H 4L 5D A BNP (Brain type
o Lk 7oL
TNT,TNI,ML,H-FABP ® L F(3#1TFL T
OOHNTENEIEEDMEITE M E 2 LDl
o7 (), & % B EE L/ EEOER O
BELTHEBELOHEE~—V—OREILE
BThD, 395 BlORHFEH BE 1L ACS B FE
Ll LftaR = EIZCTNT 23k

Natriuretic  peptide )

AT HIENRMOEN TS, BHBIZCTNT 2
1B E T B (395 ) OF % FHENCH Ah
BRFIL 3ELLNDIE T EL AN RBEL
AT B 00 R 2 EARIC LD AR RBE
ERAFIZBHILTELZEEZRE L, ¢
TNT 23 0.14 2B A 5E 3 5 A LIPS A~
YME A2% DIEFNCIBIY 21%MBFET LT,
YL EDESZ) AT EMICCTNT 728 D05 15
Ev—I—DNERTHD, MEEOLHEE
OB~ — I —I3E A Tho,

D. &%

PR 2= o P O i R R &R VO R R Y
2 Wr 21 ] (Diaagnostic Window) & >7-%
CKZVTF=rF%F—H)LCK—MBTIL
RREn TEl- a8 IRE B (ACS A
MIERZ TE B DME & d o) DML Fi 15
2 (minor myocardial damage) #Z Wi 524
WTED, L0, UM O EERFET DA
CSIFED TTHR DB, EDT2HACSDYA
ZEHMICE Lo TND, SHITL AR ERE M
BEAREREDACSLUSORBIZOVTHE
EHY L85 8% (Ongoing myocardial damage)
WHEELTHREOBEEPBEIN TS, 8
BE (SSc) IR DL 5 EIT SSctDbd
IZED V% Scleroderma heart &[] 14 fifi
RO M EEICLD IR BEENFE
T5, LPLHARICOHFEEZHRELSCS
i JE D 2R B 72 LEH 952 LT R T
HD, VWi A Scleroderma heart FFEIEILA
BER DA R ME L 35RO B ID, ZD5R B IE I
BT LHEEOEE TOMER, RIE.,
ME~DERPE D, BE L OH O mIE K
BEREOEHIBEIEDOLHEETLAT
L0, WK DEEZIWATLETD0BETL
7o
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