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Catastrophic antiphospholipid syndrome : CAPS
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summary

Antiphospholipid syndrome (APS) is well known as an autoimmune thrombotic syndrome with recurrent throm-
boses. In APS, thromboses occurs both artery and vein, and from large to micro vessels. In contrast, so called catas-
trophic antiphospholipid syndrome, CAPS, develops multiple thromboses at microvessels mainly within a few weeks
and induces to poor prognosis. CAPS often occurs in patients with SLE or primary APS after a change of antithrom-
botic therapy, infection, and operation. Treatments for CAPS have not established although plasma exchange is carried
out usually as well as intensive anticoagulation and immunosuppressive therapy. We treated with immunoadsorption
plasmapheresis (IAPP) for 5 CAPS patients and they improved their clinical symptoms and ameliorated their titers of
antiphospholipid antibodies. IAPP could be an useful treatment skill for CAPS and we have started prospective study.

Key words——catastrophic antiphospholipid syndrome; thrombotic thrombocytopenic purpura; immunoadsorption
plasmapheresis
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A MARE & A EE 2B ET 2O RBEEnRIEERETH 2510 VIFEPMEBEBEO I, M/hmieicdkd
EHMICZRBAR 22 ELTPRARO - HAH DITFEREAINTVWS, ZOLd EEREZ TRERTY > I5E
PURIEMRERE (CAPS) | &WS. CAPSIIEIYESCHIMMREILADOAERE, Fii (RERED/NFiRizEd) 22HEIC,
SLE R FFMHT U P IREVIREMRBHERICZ < FIEL, MMMER - IMEER - B - KEREDED, 2507
NTOREBITH/ NI Z E 72T, W L2 BEESEND, MORREREERBAT O REESB I abh
ZiFEh, METHREHHAIND ZENZN., BxORBTIE, Y CIEEFECHTEH DNA Hifk (1 ds-DNA
PiR), WifR7R & 2RSS 2 M SENETE 2 MR ORD D ICAWS Z EIC KD BIFRRENS SN T
W5, MR M AT & Eoigs U CHT b iS4 7 & O MR EFI O ARAARETH 0, inimBE S HHE B 72
WZ EMS CAPS 2501 VIEEFMMEBRRICH LEETREBBEED 1 DEEZI SN,

T C &I

iy IR E HUAE B (antiphospholipid syn-
drome: APS) 1%, W—FA7>FaA7r7 >k
(lupus anticoagulant : LA) F7z13 B,—glycoprotein I
(B.GP D) {KFEHEHIAI A E > Hifk (aCL/B,
GPI) 2 EDH Y > lgEbifk (antiphospholipid
antibodies : aPLs) MFEET HZ LIk D, REME
OEFRIRIMARIE - A EIEZ KT HOREEED 1
DEEZLENTNDY, BREMBRERTIX, #lA
WEEIME, @IEME, BRI E QBRI R

BIRRFERZBIE LRV e fES (R NED

TR ECEIRMRIEZ, Eik - MG - FilixETIX
FITHIRMARAE 2 k7= 9772 &, FEMHERICK D Mt
FIE M TR RN B 2273, AGE R TIEEIR,

ROV NIC B I ZFIE L, BIaE TIEEEL
NIZ 50%, 2 FELANIC 80% DHEFI TIfLie % FHF 9
HTENASLNTNSY, ez FET S IME XK
7S BMME £ TMERZMDRNVD, —74,

ZDOEXD Y U EEHURBIERES O HiZ, B H»
S BOARM & W D FI RN AR O g as O f/ BT 1
BERETTFRARDO—HNGFEET S, ZOXKIR
EEHZ TBHYEMHTY 2 IEEFUAE B (catas-
trophic antiphospholipid syndrome : CAPS) | & W
23, ZEO CAPSEFII A > & —F v MTXD
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B & &% (CAPS registry) (http://www.med.ub.es. ikzH L, BH~1 » HLIAN ORI 28 Dl
MINNUM/FORUM/CAPS.HTM) HhTHD, o (D TNz & 2 e s, BEUER
2005 4 9 H BITE 250 il 2 A % fE G VB R X T & U T #e M i/ i s A %8 B 9% (thrombotic
W5, AR TIEBBERMSTY CIEEEERICEY S thrombocytopenic purpura : TTP) =¥ Ifi 4 IR 7% 3%
EHOHRZEOMHT D ELEHICTA DiER TR SEMEEE (hemolytic uremic syndrome : HUS), /¥
L 7- CAPSHEMI 28 L, HHBEEELTO U > & i /N B A iE (heparin-induced throm-
FIEWAEFILEO R D EHET 5. bocytopenia) 7% E L DEHINEE L 72 5Y, & &

12, 1Y CIREHURBSIEE ST 2 S QUM ke 5

BEMRTHIEOHDIOTHEENNLETH D, 1%
MEERHTY > IREPUARRE BT 1TBIS 2 EIRRAY F VR 1L N BE[E] (disseminated intravascular coagu-

BREFIIET > TN, REEBFHICET S AN lation : DIC) &Nz K- THEEHTH 203,

1. & S

W — N#ZF TdH 5 Asherson 5 12 & % Preliminary CAPS TlZ 20% & DIERF| T DIC 2 HH T 29/
criteria 2% 1 IZ/R99, ABEEFETIE, LY VIBE EEMNMNLETHS. % 212 CAPS & TTP, HIT,

# 1 Asherson 512X 2 BHERT) > IEEPURIEEEED Preliminary criteria

A. 3DD LOlFE GHED 1ITB T 5 IMRE D TFEE:

B. ERD EMDANICER L THRIET 2

C. A< Ed 1Ees D PAE THERZMITH/NIR DG S 150

D. PV VIREPR OV—T A7 >FaA7 75> hEEZRPANIFUE PR BEET 5°
CAPS 281

e FRRDA4HB TN TEmAZT.

CAPS &t i

e PR 4 IHE 2T HOD, MMEREMERD 2 MBI EEEDHD
o FRLATHHZWM/ZTHDD, CAPSICXZHLEDLD, MEKRGICEVWTAER E® 6 MK LEEEBWTHY 2 IBE G
KIGHEZFEHT 5 Z EMTERNSZHD

*A,B, BLXUDZHEETHD

A, C,D Ziii7zL, 1 ALINIZ 3 EESH OIEIRZRIET DH D

a. —RAICEGREIC TMEHAEZTEHT S, MEI L 7FZMED 50% LA E ER, B|YESMmE (180/100 mmHg LA 1),
EHR (—HREAESOmg LI L) onwThnzimizdeE, BEEDD EZHT 5.

b. MZWIC TR OEEZIEHT . EZRMEREZHFEL TND I ENDH .
INETAPS DZEAGE SN TVRWEEITIE FlY VIEEFMEERZHEERICEDE) A< ed 6 HELL EoM
W% & THY Y IRENROFELEETHT 20ENDH 5.

£2 BUERIGTY 2 NREFUAERTE OERIL

CAPS TTP HIT DIC
AR T BT 1% R IUEH LR B LM A E %E BIE M2 fiE/BE R R PF4 12X 9 2 ifk RPE, EEEES E
ST HTR B-GPI, prothrombin, etc. vWF cleaving protease PF4-heparin AN
IR AD A=A PN (i GNIIKS o) - Bk ) - ik
WM WM M
TR 1L ER ey A e4% EXg PHRLN
FDP B LR B L5 ER Wi B
ML/ MR A RE~EE i PR~ L
ik 33553 B 235 4 13553
iy > EEbiE Btk fatk (& =ichith) Rtk (& =Tkt Btk (& =Tkt
ZW iy CNBEHUEREE+E ADAMTS-13 {EMHEOET  Hin/¥U > - PRAHUAD (/M4 +FDP O
T o Slig s M fe FEAE

CAPS : BIRERHTY M IREFUAIEMEE, TTP © fARYE M/ KBRS, HIT @ AN > ER /Mg AE, DIC @ #fE i N EEE, 8,GPI : gy
glycoprotein I, vWF : von Willebrand factor, PF4 : [i/MR%E 4 K1, FDP : 7 1 7'V >0 fRpEM
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DIC Ok Z7R9. irfE, TTP, HIT O@BWiAL L
T#*NZ 1, enzyme-linked immunosorbent assay
(ELISA) #Z 7= ADAMTS-13 i1, i platelet
factor 4-heparin 8 & 1&FiiA& (BT PF4-heparin Hi{f)
OWPEMNAIREL TR D, CAPS & DERNES IR0
DDOH 5.

2. BEEFE

HREED CAPSHEH ZHE O eT —F N— R
(CAPS registry) O#ERTIE, FIEFMIT 75—
e (CE¥385%) SMRIA<, —Miy7z APS [F£E,
FFRAFEERITR VY, HERHITIE 21 TLHEIZEZN
2, ZHiL CAPS OEMERE L TE2HEETY T
Y h—=52Z (SLE) »#140% %55 T LTk B9
(23). CAPS OEMBERELL THRDBZVDITRA
SEMEEREAE IR, TFEFBEPTY ~IBEPURE
i (primary APS: PAPS) | TH VD, K 50% %
H95, ZDOXDIT, CAPS OEfMEE L L T
PAPS & SLE MF & A EE EHD D0 — T ZFRIE
R (5%), BAEY U<F (2%), WEIE (2%)
BREBFEREREL THESNTNSY (K3).

3. CAPS RERAF

CAPS D) 60% TIIRIED [51&H) EHEAS
NAHZRFRWPEINTNDEY, FRICLDERDE
WO S NDEGEZZEE LEFHIETH DK
20% % EHDD. £z, 14% ORERF TIEIARHLE AR
WEEZSENTNS, HARRIALE TIE, FPEHie
N AR AE DASM T B i o MR B M 72 & O /NFARTIC &
HEBZONDIERMEDIBNETEENTHB D,
APSHEBI CTFEM AT OB EICIEBRNLETH
5. ZOEN, EE (9%), PlEEFEOEESHEE
(7%), FEREPHE (5%), BIUOIhsDRET
DEEREN CAPS FIEDFH KK T & L THIES
NTWNBY,

CAPS ZFIET D H1E APS FEHI D T < —E8TH
52 &5, CAPS BIEREREADERITDNWTHR
5N TW5%, I, HLA-DRI11 fRE%ERF T CAPS
FIEFI ML NG, ENDHE D H DS EORE DR
=1 5.

4. BRRERDOFH (R4, X5

B OEF TIX, CAPS FERELIETICM S D
APS [T MMIZEIRZE L TV /=Y, 20% DRERFT
VIR IR AR KE S, 2D 20% TIEAFIE D BE

# 3 CAPS FEAESER] D IR SR

PAPS
SLE

W— T ZARRIE B RE
BRI U F

i B E

Z DD B

I
w S
X X

N

W
X X X

# 4 CAPS FIERTD APS IZ4E D BEFT A

YT IN B
G E% I ifn A 20%
AEIE 20%
I /N 3k i 13%
JIid ot A o 9%
B 9%
S 8%
AR Kz B 8%
TR B R ifn A2 5%
N ES 4%
VA Ifn P 2 ifn 3%
ThAhh 3%
R I 3%
DI IEE 2%
BEREIR D REfE7R L 47%

AMEDHNZY. ZOE A, /MR, i
P, R EER, MAEZE, MRS EAN iR £
SBDOOENIERTH Y (R4, —H, TNET
APS OZWiM7aE T, CAPS ZFIEL THID T
APS OZEIINE I NDFER] HFIEE THRD 5159,

CAPS FIERF DIEIR & U TIIE £k Dk an i 2= 73 4=
UCBZENEHTH 23 (FS). WMER - K
R - B - RO MR L < B SN S RER
ThHNEDMOELRIT HIMeiZAET %, CAPS T
iﬁmmmm@wsz@ét@ B4 35 8 C IfiL e
HA S N TR WIS ZEIC DO W T kAR - HR
IZTHUNILRSEERI E N5 T EMNEL N3,

5. REMRE

U VIREHMARDS B, IgG R OAFIE >
Fifk (1gG-aCL) 7%84%, IgM-aCL % 41%, LA
1276% TRDHNZY. 7=/Z2L, EFNICE > TIEWn
TN 1 DOHY VIREFARDO ARG L1222 &M
HOBTEBENVNETHS., ZoMoBECHIAEL T
PURRPURAY 62%, i HE$H DNA fiik (P1 ds-
DNA i) 73 1/3 QEFITRERD 529, /IR
AT 2/3, %mﬁﬁm(ﬁaﬁfﬁ%mﬁﬁm%
BHDM, ORIV MFPER NS REEIC XK 20
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£ 5 CAPS FIE R DR RAER

BERE BEE BERE
A I A 34% Hifi P 4 % 66% B2 T E IR 47%
GBI 23% o A W AR 3 9 % 34% HER Kz BiE 28%
KRBk 4% fifiZE & 24% B8 14%
EEIAR 2% Jifi . 7% A R If 10%
Z OO Bk 9% AN 5% 485r 6%
PR FR R 60% Jii 7K JEE 3% B & e 3%
i tgiE 44% i ERE R 86% /I it A 3%
FR4E 8% BhEE 70% HRAY HiIf 2%
Thhh 6% JHFBEE 28% Z DA DFT R 25%
Wiz 5% AR 5 19% HA s BB 1M A4 5%
VG e o A 2% I N 15% BRI 3%
ik 2% Jaz i 26 12% TEZE 3%
30 14 i R o 1% 555 R T R TR of A2 11% PHEERE 3%
ML R 52% [ERTES 10% (L ThE S 2%
FRIRE 26% PR if A4 3% FHEIRBE 5 G of A2 2%
TN TS 23% TREIR 3% FRR R MM 2 1%
IDARA 10% EEATES 3% B EEIEIE 2%
W/ e 5% Z D 4%
BELE If A 4%

i) 78 1/3 OIERFTHED 5NSED, HBREMEMEN
EelE (DIC) A% 20% DIERI TRH 51549,
/NI PR 2 TR & S NS kR M BRI 12% @
FEGI TR HLNDMN, TIPREELLKBETEEZ0
B - B ORE L BRETH L 2 ENSEHNED
1 DEEINTND,

6. & 3

CAPS 129 B ML U 721G RIS 720 Ay, £ 80
% DREFITIXsR A e pimiegis (PriEZEE LT
INR=3.5~4.0 &£ 725 &£ 5 warfarin ¢ 5 £ 7= 13
heparin 10000~20000 Hifi7 /24 Kifi# &) &58)7%
SE P #EI¥E 1  (methyl-prednisolone /N)L Z ¥ iE B
& OX prednisolone 1 mg/kg/day NAR) O Bf F 3 i
DERA SN TN D3D . # 309% DIE B Tl i B 28
plasma exchange: PE) ®fffINTW3Y, Z0D
\Z7>, cyclophosphamide (30%), y 7071 > K
BERE (19%) BREBHALNTNSY,

7. ¥ #®

2 DIFEITH D Sl E I TR OiRRF %
LB FPHRARKNTEL TIEEREE (OR=
2.4), WFEZE (OR=2.63), ffiHZE (OR=1.97),
SLE O 1t (OR=1.9), RAIEAR%E (OR=2.64) 73
XFonsY, mhkbinegiks 2501 RS
INA TS £ /=13 y 707 ) > REREZ O

9% Z &R D 63% & Ll BT 75 T 14
DTSN DA D 29,

8. LB THRBERL 7 CAPS fEH| Gk 6)

& Oz TH Asherson @ CAPS criteria ()
WEHT B EHEZ5ND CAPS ER 2 5 FilfkER L
TW5, MY EEZ SNSEFZIRRT 5.
GEFI 1 : %5 1[0 CAPS Of%i] 30 %, ik, 1990
20 iR IR I N TH s 2 328 & U Tl T i R R i
ARk e, FfEZE%6KE. LA, aCL, aCL/B,GP 1[5
M, o BECHIKBRIETH D PAPS 2. FR
R TH O 22O T A VO BEEZEMIAL
72D D 3y AT G RIS IR A E 2 FFRR L,
J—77 U2 EHA DB7YAEY/U—T7Y
OEHEEE (PT-INR 2.5~3.5) 2Tk @ R
<, BRBBIFTH 7. 2000 FERE D 2PEEREIC
TREEABRZGED R T HHIKRO A TEHH TR
U, FEKIZ#EE Loz, 2001 455 H 20 HIE
i, WEMhEEFRE L CHBEREZE. SR ELD
Z¥Z T —7 7Y i, YAEY >H Dk,
5 H 21 HERE I RFEGIBRW Sl DA, KT
AN > (low-weight molecular heparin : LMWH)
10000 U/24 hr Fefi i 2 i L7z, i HK D 38
CHEOFAMBIL, SHEPTAANTARE. M/
A (300X 103/uL—10X103/uL), FFREE (ALT
630 U/L), MJ&EE, ~ORMmAHEL, sUKRE
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#£6 IAMEBL - CAPS EH
$iE 1] 1-1 1-2 2 3 4 5
A i 30 31 21 44 26 18
% 7 7 7 7 7 i
AR R PAPS PAPS SLE MCTD MCTD PAPS
CAPS 3¢jiifi ~ DVT CAPS fii 3 Jib o i A8 AEER B B
PIER Wi MRS RS i i >
s MR e BT AR R BT
Trigger RggE (RER)  AH SLE DAl A CMV JEYYIE N
Ptk 0% ®E  (PSL OfE ?)
T4t5 (RIFEYIBRA)
FEAERF DAE IR
FRR R R Thhrh (5B fiEZE, MS Kk JNFEZE, MSEE EikEE
JiE e B SiE R
KA R R LI HAPRAE 25 F6 M L ARRE
B e AL B R A AiiEE Bk A B R Eh AR
FP B I A il DVT il DVT
i /N R D> »H1D (300—10) »H (250—53) HD (218—128) 7L H =L
(X103/ul)
B =L =L kR, Cr EH  7=L L
B &R AL a[pi=s HEIR H B B G5 Je B3 MR H B HEIR Bz BE
AU H ifn
AR K2 BE
Z DAt [ e JFBEE DIC
g FEEL

PAPS: primary antiphospholipid syndrome, SLE: systemic lupus erythematosus, MCTD: mixed connective tissue disease, DVT: deep vein thrombosis, CMV:

cytomegalovirus, DIC: disseminated intravascular coagulation.

MEBAERRIC K U JFE R AN LE e S N .

6 H12 H (il 2296 H) el DB AR AR e,

TADNASIE. WRIMERIZIEE A ERD SNT,

TTP 3B EM T H > 7z (XN X7z $1 PF4-hepa-
rin FifRI1ZBaE, ADAMTS-13 G HEIXEH Th >
72). DA EoRRE K 0 BEERGTY >R E PUAE
EREEZW L, 6 H13H (235 H) L0
LMWH % 20000 U/24 hr 5 s ICHEET S5 & &
H1Z PSL 1 mg/kg/day Nk ZBHtAE L 7=, Pl
Fagfl - SE IR ORBIC KD MBAL B DD
B - i /MR AT GBI L 7=, aCL, aCL/B,GP 1
1< CAPS FIERT & Iz L THEHEL TWw/iz., 207k
Y CIRETKRORREZ I F L T Selesorb®
(Kaneka Co.) %W/ EkE#E % (Immunoad-
sorption plasmapheresis : IAPP) (G 2 [5] X 2 i,

gt4m) fEfrL, YN RFHEL T m-PSL /Y
VAR ZM L. IAPP I2 X D aCL, aCL/
BGP LI N U, M/, FFEEDsE 2
#%, PSL =2, LMWH 7/» % warfarin (PT-INR=

| Warfarin 4mg/day |
JLMWH 10000 U /day |
PSL 60m g/dayb0 45 40 35 |

AKK ] DK plasm adsorption

£ fever~ Lt visuaidisturbance

&abdom nalcutaneous ulcers
petechiae, " S~

liver dysfunction

Way 5p gpJuneqg po 309N 10 20 30AuBq0 20 308°Ptyo

Pits (x10%/D
ALT (/D R34

YUFH 10000 U /day

CL -GP I
YA

400

300k & 100
aCL/B2-GP 14"

200 2GR Ia”
- N 50

100

0

X1 fEG 1 ORFKEEE

mAEGIERE L 0 &R, IMMRED, TFREREREA B, &
REHAFNCIGE T, REERIC UM AFEHE S, %
7o DEIREASERE, TADPARIEZRAL, BERERHY
VIEBHAERTE L 2 W L 72, Prednisolone BHAAIC X 1 fig#k
FEOLN-bOOM/MMIA, FFEZTSEEYS, 75 10
H X 0%, m-PSL /U ABERIT. Chic kX oity
VIRBHAMOET & & LICHEKRIEROHER RN/, T
BERE T KD TN U h BT —T > U VICEFRO L, B
BEnRE & 7n - 7o
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KT BUERHTY IEESUNEREOZEELE FL%)

A, EERRIEIR

BB MR B, RREE - 5, T/ —t
fEBR AR BT, SR

Jifi © BRI RSB AE B RE (ARDS), AEITEIK

BX L EUNMAE, Cer<<50 ml/min, FRIZIE

RAERER © ST B ARE

ZOf : BIE AR, MR, Rk
MERT R M/ RIEA>, I

B. ERR#RE

IR =3 ROY S

JRGE

MG, Tl E iz Eo/hFiliza)
HPE GEPE, NLREZED)
¥H~2 » A TORIRDEST

C. IMiFFHIRE

CASECESNCRCRCONS)

©ee000

AR ¢ RETE, BEEE, TAhA, WNEEZE, MS (ZRMEEE) FOEMEE, FHEH

@ IN—FA7>Fa7% 5>k (upus anticoagulant : LA) 5%
@ prgylcoprotein 1K EMEHT )L 24 ) B 2 Hifk (aCL/B,GPD) ik
® LGHETI+RT7yF VIt AFEEFIT O MO E bk (@PS/PT-1gG) Btk

D. JREL - E{RFTH

NN OREERT BN MFRE A EIERY & 7 13 5 L,

E. BRSL2Mr

I NDHD

@ ke i RSB (thrombotic thrombocytopenic purpura : TTP)

@ wimEREZEMRE (hemolytic uremic syndrome : HUS)

® ~NU EEm /MR AME  (heparin—induced thrombocytopenia : HIT)

@ FRFENE M P EEEEMRE (disseminated intravascular coagulation : DIC)

MiFEFANHY IEEHTRDNEETH O, REFM - EG EMRENGEH I N, BRIERN 2 DU EEET 5B D% CAPS
E9%, aB, WEBETIHEAMUEERT 2R NH 2551213 CAPS 23D ThEb LW,

3.0-4.0) IZEEOD L8 H 30 HiEptL 7z (K1),
UEF] 11 2D O#EE] #43kICT PSL % 15 mg/
day £ CH{EL /=& Z 5, aCL, aCL/B,GP 1 O
FREEHITREREZRET SLDIT/RD, 10mg
/day & L 7= 2002 4 1 HiZiL, 38 EHOFE, T
PR, /MR DERL 72 BEYESFRARED
trigger IZD N> OO, BKZEE LD
CAPS D F %%k, PSL 30 mg/day (0.5 mg/kg/
day) ICHEETHEEHIZ, IAPP 2HE 2 [0 X2
Wiifr, m-PSL \N— 7 )NV A gLz & 2
A, JEIROSUEERBD . T O%EE PSL O#ij
217\, BFF PSL 10 mg/day, warfarin (PT-INR=
3.5~4.0) THEH, FEREZEL TH5.

ZTOMD 4 BlEZD, Frx PR L CAPS &
EZAONDSHZER6ICTEED. FrrD5HITE
BlicETh 0, HiEHEEE LT, PAPS 2], SLE
1], MCTD 1 I THo7z. BEAREE LTS fiH,
MBEZEZ 4 B, HEIRFZBEZ 3 Bl TRDZIEH, [/
WD 2 FITHR S 7z. CAPS FIE D trigger &
LTI 2 BITIRRYYE (55 1 BNZ/NTH, Pl

FEOEEBHED), 1 FITHBEEE (SLE) DE/[L
RO =M 2 FITIEREAHTH > 72, FLiTiERl
7=4EH] 1 Tl PSL O A CAPS F#A D trigger &
o -uREMN DD, TN X TOHE T CAPS O
BREZZEDIEMIHEHRATSFHOATH DY, =D
1 & A EVTRRRE - FEAE B O DY trigger &7
STV, HiU VIEEFUAMO LA (G
EZEH) © CAPS O trigger £720 5 % Z EAURE
TIN5, Fx OEFTHENEMHEEZ SN S
CAPS FIER; OEFIRATR & LT, HAK - KAyt R
DFEE (LI CIERIE R, 2270 HARE)
R &R A (HEIR KB, e &), /IR A A3 28
o, 25 OFTRIEWT S /NI eI
£5b0EEZGNDN, —H, MOKKTHAEL
DBIERTHDZENOIERTHLEND D, BE
A TlE 2T LA 23BE1ETdH > 72743, aCL, aCL/
B.GP 1 GHEFNL 2 IO A TdH o7z, BIERK L%
RO K S7 NEMERTY > IS PURE RN T 5
I e 5 W vE DA PRI I 9 % prospective study ]
B IZRoTWEMN, DlEDX D BRIERRERZ5SNE
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AT, CAPS OZWIZHEL £ 7 DX D B Wi FLUER,
FEHWTWS, EAMIZIZE 1 TRLUKZ Asher-
son DM HHERZIKEL TWDHHN, LDBWLS
TWEKD, EERIERZ BERIITRUZED, BERRE
WOEBAZEBNT 5 &EEHIC, MEFNZEE LT,

LA, aCL @/ aPS/PT ZaML TW5, /-

Ak D & B D CAPS DJiiElIT TTP % HUS, HIT 73
E D U/NE A EIZEE L TnWs Z &, ELISA
HEZDOFEICE D TTP, HIT ORI Z WA bed
side THREERDDDHB I ENG, TNHDHEREA
ZBRATHZ EONENZRL .

9. CAPS [CHT ZEEEL L TORERERED
AR

FTxrizIns 5SHlO CAPSERNTH L, H1YU >
JEEP R OZERMBREEZEHKEL T, Selesorb®
(Kaneka Co.) ZMHW/ZERAIAPP 2175 & &b
12, rebound FFfj & L C m—PSL )\ )L 2 & ik 2 ffifT
LT&E%.

Selesorb®1 35+ F A b7 Vi 2 EE L =&)L
O—Z7)VTHO, HiDNAFiK, REESER B
AP F U E AFURITHR U RN E 26T
L2 ENHSENTNSY, Selesorb®iIZHi LAV
EPRDNEINSETFELTE, TFANT S
WREENRRMEICME L TWD I Enn, ORI
aCL, aCL/B,GP I Wit/ T 5 EEZEZ 5N TNDBY,
Fex DWEFTS, IAPP 12X D aCL, aCL/B,GP 1
DB TIEPURM DX T & & BITERRER O ekE
MAL Nz,

aCL, aCL/B,GP I [5G BiIAY 5 il H 2 il D A T b
S I HEH 5T IAPP 12 & D &6 THRER DS E
RO EFERFEN. S 5 Fd IAPP I
KD aPTT DEENRIESINTWE., 2D &L
0, Selesorb®Z X D aCL, aCL/B,GP 1 D H/2 5T
LABREINZBDEEZSNS. LA DAKRIT
phosphatidylserine {7 Hi 7 0 k0O > ¥ > Hifk
(aPS/PT) BXY, aCL/B,GP I WK% DT
W5 EINTWDY, 4, aPS/PT Z & &mAYITHI
9% ELISA > AT LMWL L 721978, F’x D5
il 4= ] Tld CAPS FIEKF aPS/PT 1 TH 0,
IAPP {2 XD aPS/PT fiikfli &F W L Tz, T7x
DB, Selesorb®d aCL, aCL/B2GP 1 & & 1T aPS
/PT B /RETHEMETH D EE L HND.

CAPS IZK U, SRR PUIREERE, SIE ISRk
EEH TG A SN D DIE, M ICFEE

T HELZDTA A EEDITHY VEEHAKRD
FRENHMD 1 DEINTNSY, M TIIH
FIZEEMEFOXREIUR, 1M1 DR T ZE
HOTIENARETH DN, —H TREOH
514 (fresh frozen plasma : FFP) O i 72 23 h 2
LD, T UINF -G BT A1) AER2 ED
faBtE S, APSJEFICHWT THY IEEH
i) ©EF2BTLH CAPS RIEOBHRNETF
%27, IAPP IZ K D HUKDIRED A TIER DL EIC
DIENZDONMIEAL TSGR DO ER DA NNET
HD, CAPSIZxd 5 IAPP OF M - &tz
ZIHLF Prospective study Z AL T 5,

10. &HVYI(C

BIFERGT Y > IR EHUARIE R DR, BRIRAEAR,
MERAE, BERICDSMHT 2 & & bITAERR
2K 2 MR E LD RTREMEIC D E MG Lz, #l
FERIGTY P IREPUREMBIITMICRIET 2 DD
TTPHRARDEERMTH S EEBIT, MM/
WA PEER B 2 NN > EGR L NI E 7% E D
NI MARAE & DSERIMNEEIEMETH S, BIE
BITHIET 2050 VIREVNKMERBEDH DI &N 5
WICHDOFMRICES RENHLHEETH 2.
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