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Antiphospholipid syndrome

Nobuya ABE, Tatsuya ATSUMI

B ) CIREPUAEBERE (APS) 1330 VIR PR (aPL) LN S HE
PR A S, BRI, ARIRIMAREE, HEMERER SE2FIERITH
COERBTH L. APS EIFEHHIERED 2006 4F- LLET Sapporo FE#E T, aPL
ELTHANT Y E VLR, ip2 ) ardar A L IPuk, V=T ATV
FaAT TSI EEINLD, RA T F YL SARGEER T o v
UL BWIRIEY A7 2H$ 52 L0 FEHTREAPLO—DOTH
%. APS OIFREAETII N F AR HIZL WA, aPL I L DY) VIREM A&
I OFERBIRT R BEE - MUA RIS TS B NS S MaN > 7 RZEDZE
LRI 2 25k, MG L, & N EILERPUR class T OB 5-%°, LT
ZIEEACIF R R E B o L OB S S L e 5 TE 2. APS DEIKIE
ISR U i3tz £k & 22 578, MBIEZ DRI EEL L, i
SEFEEH SN L RERESES, R ORBEIZBAER (2RI L 7288385 o 5

Rl ERIER

2013%3A
LEERFEZERZE

2017548
LBmE KPR EREF R
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(L FRIEEHE)

BARRES GRERFE)
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FCBHIC

PV > B - PUAEE 17 3 (antiphospholipid syndrome:
APS)IL, FEA D) VIRE D S\ E) VIRE - AR
HOBEERIZHEET AP0 ~ IEE LA (antiphospho-
lipid antibody: aPL) & #8FF & 11 2 HUAERE DB L T
MAREB & CHIRAHHE % & 44 2REZ R H
CERETH L Y. APS IFHMTHRIES 4%
JEEEME & 3RS 508, FERIEeEgET) 7~ b —
T A(SLE)IZEPES 5. BIAED APS D EIFE /7 FH I
\3EXET Sapporo Z£#ETd V), Sydney 2E#E & & I (X
TWwa (FED,

APS DIFFETLIC DV T, aPL OXISPURH TH %

TEE A

JEHEE R PR B E F IR e e - AR E
T 060-8638 LB ALIR I ALIX AL 15 4595 7 T H
Tel: 011-706-5915, Fax: 011-706-7710

E-mail: at3tat@med.hokudai.ac.jp

) VIREREGEA L 2 OB, REEOFIICE L
T, INFTEHOMENRRINTBY, TETIE
HUERR M B, I/ 7 & b e i Ag # B i 1
EHAEELZE M) LEZ 5N TS, IS, 1
I O M R Z B ROHEANOR 5% &5
ENIh-oTETHBY), WEAHOHBWASHEATH
D08 TH LD, MRTEROERFIEEEIIdbro
TV,

AKEETIE, HAFZEDHED APS DR & R I
DWT, BRHOMATEE 2 T 5.

1. i) EEERAOKE

APS DIMRIEHIZ BT, aPL 13k b B2 HF
TH Y, SLE 7 EORBEHRREEEZ LY b - 72
ADEGI A IS D 2 & TH LB & —fIC
EZZBNTWDLY, HLEPIZh > TRV EIES
Vo FE 7z, aPLIE[REMER CHURNICAIE ST S,

H A A 1F 122 405
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£1 Y0V VIREPURIEREEE O HEE#E (2ET Sapporo FEHE, 2006 4F) "
H

U oo 1 HE L E, »ofdikiEo 1 8 H D 20723354125 Y IREPURERTE & 5
HE D"
fife PR s it
1. IfkeFET" ‘

1L L oBERIBET? O €y — FEINE 0 Sk - IesiEfb iy, mEmaE$ 721305
FRAICHERR S N2 b 0T, M RICL AHERRL.
2. TEIRA PHE

a. TR 10 ML TR B R O 2 WIEE TR IL O, F/203

b, IEEREMUERE, T8 F 73R 212 & AR 34 A LRI OTREFIYEE O 2 WIEIE O 1 [ 2L

FORET F7213
c. JEREZEN, WMAEARY B & Ot fh B o 2o B IE i

Pt F e

1. EBMRILMFEEON—T AT v Fa7 75 VA R4 2o 2 MEET, V—TAT7 v+
77Ty NA12 8% BT 2 BRI

2. FEdEfLE 7z ELISA 5T, 1gG 7213 IgM BIHTA v 24 ) ¥ Uik (P& DL E o il 72 (348
AND 99 /)8—X & A VP E)AS 12 8% ST 2 [Pl LB

3. HESE S NI I HEVIZHE(L S L7z ELISA #:C, IgG 7213 IgM BT 2-277) a7u 74 V14T
RUEFEAND 99 /)8—X v % 4 VL E)AS 12 8% BT 2 [[LLEBME

f FERAEIR EHUY V IREPUAOMHE RIEAY 12 BT £7212 5 4ELLETH 255461215 APS /TR E Tl AR,

H 1) ERM - BRUEOIMEZRRPHGE L TH APS BT 2B 13742 5 2 w)s, Ei (BN >55 %, ok
>657%), EIMESRE, BEFRIE, &= LDL-C IE, {5 HDL-C IffE, W2 EAEVE O A B E o 0 mE, Il
3707 NVT I VR, BT, REMEIRE, RIEEESE A7 o —PREGRE, EREE, EURUR,
Fifie EOERETO@BHY, (b)% LT, Y77V —TI5HET 5.

11 2) FAEEIR A AE (X B R IR & £ 7o,

1 3) MEOMARAE b FBW 75258 ) T S 2 o TR A 2 WA X FRRT A &0 T L.

1 4) — R 72 R IR AR AR O BER % £ 1%, () non-stress test (23313 5 UG 7 LG VRIRIR % # /R84 2 iR IR
R (i) B IKER % 2 /R 9 % Doppler AT L, (i) Z2EAE, (iv) HEBOKRED 10 /S—k 7 1)V
PIF a2 &9,

5) WIZEICBWT APS B L, L2 DD EoMmELREL T (HAaGbedMbe ), Ha V=T AT ¥ F
a7 75y bR b HLh VI F ) ¥ U PURO R, e PLp2-771) 270 T A 1 HUED A

VUTFOh7T) =120 T 52 ENET L.

R RE DR 23 e S B IEIRE IS EAS § A W R D
%. aPL O FZE L IGPUF LB E Y VIR &%
AL7zp2-7VarsurA v (GP)l7uturey
ThHAHAZEDPHLNELS>TWE, 2L, EEY
EFT D aPL DZHRMED S, aPL Mt ORZE#ALASA
HTHHZLITWELZRETH S, aPL RIHIZIE,
R A RIEWAE 7 v £ 1 (ELISA) % &K ORFEHZEIZ
o TR EN A GEENTE L, BEHRE T
SNHERTEN DD, WFILFE CHEEZ S OH
CHMABA B> - FETRIBLTEY, BHEAT
LA VT 4 ¥ Pk (aCL), $TB2GPI Btk (anti-
B2GPI), W— T AT »F a7 77 (LAC) S APS
OB FLE IS N TN DD, ZOMIZHKAT 7
FI N RSSO b v Y HUE (anti-PS/
PT) b APS L DBEDTRCHOHUATH 5 Z L A%D
DoTWnh (K1),

529 530

1) mALTFVE HGEERP-F)a7ar1>

| E7R%S

—J8O aPL I5E T, aCL D SRIEF AR K
bR ML SN, M) VIRE TH LAY F
) ¥ A% aCL ORISR & & 2 S TWizhs, BIE
TIX APS LB L7z aCL A VI F ) EVIZHEE L
BILL 72 B2GPI Bk L TV A EEZ LN THEY,
COEDEY 7 a—F i BAIEEILEED B
JE% (APS % A& BF L 72\ SLE % Sjogren SEMEHEE 7 &)
RIEGIERF A SN D IR 7 aCL & DE W
LEZLENTWEY, L72255T, aCL 213 O
Fe EORGYE TR SN ABEHYL LA VDAY
Uy LN T A IERERAY aCL) L @RI L 72
BN T F ) E NS L7z B2GPL I UGS % P2GPI
KAEYE aCLISH 1, APS BE THH SN2 DIZ®
O B2GPI KAFE aCL TdH 5.
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WAL HAY itk
(#2727 0T A »IHE)

1 fty) vIREDUR () ORI
U VIREPUED O bW FE RSN ANV T AT v F AT T T 2 b
E, REENTFETHRIBEN AN ) E Vv HEB IR A 777V bk
) UARAEERL T O b a2 RO OBEAM A RS, Fia VY ) ¥ U
R 9 L) VIREIUREFEIICERN 2 HOPURE, Jip2 7y arzar A v

1AL F—TH%.

BAEARTCTHEHEIN TS aCLEIESF v M,
B2GPI MK A7 14 aCL 721F T 7 < Z DM@ co-factor %
GLaCLx B L THRELTw2bDEEZ bR,
ELISA CTilll%E4 5% aPL DAY ) —= v T L LT
DEERECDEH L. RIFTIX, aCL IgG D ALRFEIL
HINTws, £72, KETHWEICHNSENA TS
B2GPI {&A7 14 aCL (IgG) ELISA ¥ v N Tld, P2GPI ff
ETBLOIEFLETTaCL ZWEL, FIE Ol
LA Z, 220 B2GPIIEAFIE T TOIMI L ) b
BWAEEBEEHEL TV,

anti-B2GPI 1 5 3% B2GPI % ELISA 7' L — M I [#
AL L CTAT ) MeAn i <, FEARMIZIE B2GPI KA1
aCL LA LR EHRH L TnwiEEZLNTEY,
anti-B2GPI (& aCL DR EMAEZ HH 5 Z EDTRENT
" %)7>.

2) W=TRAF7>FATITZ b

LAC (Z[in vitro D) > g G ARAFPEEEE UG % B
TAHMEIOT) v EEFRSNS. LAC (L aPL O
—HE7ZDS, PR ERENET 5D Tld %, Sk
i 2 I CREBERY IS E 97 5. 2009 4F 12 [EI BRI
Fe k12243 0 aPL L AL B A5 LAC A D 7 A
KA v RWETLY. A FF 4 v TIEOIFEEAL
o ha R T I AF VR (aPTT), W7 vt

JVEEFERERT (ARVVT) TV > 5 AR E PR [ e [ 7S
HELTWLI 2 A7) —= V7L, QRERE
SR CIE S MR X o CTHBERE S EIE S
%\ 2 & 725, inhibitor DFLE A HERE L, #FE ) ~
PRERING £ 2 EEERF OJEIEIC X V), Z O inhibi-
tor 2YaPL TH 5 Z & % AT 5, &) FIENR
SNTwnsb,

M CTEETNE S, LAC AT ) Y IRE K
BB TH D720, BEMFER I M &
D) R EMREIESFAET B EPHIENTL v,
BEEEHESN) 2HETHAE. T2, H¥E0Y ¥
PREIRIEC & o TR EDZEALT 57280, LAC 125K
D aPTTHEEZH TR ) == 735208
2F L, T/, RVVT ETIEAMNERAE THEGT
% ¥541%, LA test Gradipore (MBL £1) 28w 51T
BY, ERAREE #SREY) O NRERINEER % [F R
WCERT A ENTEL. b, #WHE) VIRERN
#AB% 1L Staclot LA (Roche #1) 25 F IV ST W 5.
3) RR77FI ) EEHRITONOCE S

ETINES

LACZIX B2GPIKFIELAC B L N7 b v v
KEELAC D2 EDOY 75 4 Thd L. hEIIHT
Fabhar Pk TH Y, aCL LRI VIFE

H AR A 1F 122 4058
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Eizk

« TrF T UA2ETLRAD HER
AR L OR2GP1 & HBIE(L

« ERE A FNF-kB & RelRIEN

« TNF

+ P38 MAPK & MAP2K1-ERKiZ
BRIEMEAL

/i
« B2GPI & M/MRERE LD 7 HER
ZRR2, M/\MRGPIb afl, PF4PY

SR EEERT 5.
e aPLIC & 2 M/ \RgEE L PF4 L b
0O >R 5 > B2 e

-
S~~—" X

$F Rk
- BERTRELE £ EHA
- #AIKROS DN

I & P9 R il e

c EMEEEY VBB ETL4ICT >
11— & N7=B2GPIA i B2GPIif
1RIC & V) 505

* P38 MAPKAE M P B2 il i
AL A ICAM1, VCAM-1, E-&

e L2 F >, IL-1, IL-6, IL-8D FHR

ZlRET 3.

B2 Y CIREHURIC & 2 o Gk 52 & 0 51

PO VIR EPUEIS M NG, Bk, MR HER E OMEMEH 2/ LTI R RAET 5. S ORI I3 AR
RREZFI R 325, MREKICIII) VIRETREZET A 77— A by M EMomiliekEEL 5| Xk IREL &0k
To5(h Yy Fey MO22o0AT v THLEE LS. ZOMOGIERE) A7 JT b F 72 MBERICHES L Twab.
MAP2K1-ERK, dual specificity mitogen-activated protein kinase kinase 1-extracellular signal-regulated kinase; p38 MAPK, p38 mito-
gen-activated protein kinase; TNF, tumor necrosis factor; Rel, proto-oncogene c-Rel; NF-kB, nuclear factor-kappa B; B2GPI, beta 2 gly-
coprotein I; TLR4, Toll-like receptor 4; PF4, platelet factor 4; GPIb, glycoprotein Ib; ROS, reactive oxygen species; IL, interleukin;
VCAM-1, vascular cell adhesion molecule-1; ICAM-1, intercellular adhesion molecule-1.

THDHLRAT 7 FVNEY VKA LS E R
L7z7ara i3 5258 TH%. anti-PS/PT
& APS OERIRIEIR R LAC OFFAE & FEH 12 5R\
B V), LACBlh# O 803 anti-PS/PTIH1ETH 1),
anti-PS/PT Bt 13 9 FILL E2S LAC FlECTdh - 72,
L 72%% 5 T anti-PS/PT & LAC % APS DA %) 7 (#
H/BW) ~— A —LEZ 5N, LAC OHfighZlre L
TOERITKE V. LAC ZEMRETEL L
L, HIEREEZZ LLLC, TT 7 rRan
) N X BPUEEEE S ICIZHEARETH DR ED
MENEAH 5. LA L, anti-PSPT XD L) i
Bl R0 I A PR S TR B 7 JE B BN TR e i & 7
DB

anti-PS/PT (I K A 7 7 F V)V + 1) » % ELISA 7
L— MCEMIEL, Fa oy 2lsE ST
JiE L72b @ % H\wCELISA THIET 5. #iLlc
%0, anti-PS/PT DHEEF v M F 5T SN,
APS ZHIIC B 2 ZOMEZERNSL { O H» 5
W SND KX)o 7278, BT Tl anti-PS/PT

%29 % 5535

HEF Y MIEELINRTES S, FHEBRINED
ENTwiwn, L L, il omEFEE?E Z 5
n, SO APS OFBWEH BB IIRFEE N TV 5.

2. ;i) VERERAERFORER L iREETE (X2)

APS (2B 4 2 BRARSEIR (X, aPL 12 & 2 MARTEH
VER % &0 - BRI~ DO LR EHIC L D 5 &k
ZENBEEZLN, TUTAYC, TAFL LY,
/MR, 7 a7 7 —¥, toll B 76 (TLR), MLk
(K- (tissue factor: TF), #LEFLH L p38 mitogen-acti-
vated protein kinase (MAPK), KA 7 7 F T A /) ¥
F—-3-F F— ¥/ Akt ¥ 7 FIVRERE AL B
Fof" ", e N mERGUR (HLA) / 3 20 o A
MEAE AR (MHC) Class 1T @O B 5%, JT4E CIXIT A ER
g4t & Z v 7 (neutrophil extracellular traps: NETs)
b MR B D 5 TR S STV 5.

1) UVIEERKEERRKEE RE - AR AOFE
aPL |2 £ % APS OIETEROBTF 122 T, aPL
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mY v BTG

BHEEY VEE
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o

SIGHUR(B2GPI> 7' O b O E V)

SHCHUR D Z B (R)

A T
PAI-1

) N A

HERE /- IR AR
X3 #H) CIREPURIC X AHIEOFMELD A 71 = X 4

B2GPI At [ el (PR ML % HEER) TR o Rtk ) > IFE %

L CHligIcRs & L.

p38 MAPK A Z iE AL L Tl E s FE S 5.
B2GPI, beta 2 glycoprotein I; p38 MAPK, p38 mitogen-activated protein kinase; NF-kB, nucle-

ar factor-kappa B; PAI-1, plasminogen activator inhibitor-1

DYEEE - FRERRPMIGPUR TH 1) Y IRER A&
(B2GPI R 7'H b1 ¥ B V7 &) OFRREIC LT T2
A UWNIMRET 72, aPL OEEFERANDEE L LT,
TOFA Y CIEWRY, TuF A ¥ SIHI % aPL
PHIHIT 5 2 EAHESNTEBY, BIERNOFE
LT, PAI-l OFBULHEY 1) K& (a)® OHkfE
RETERT LI LREPHESN TS, LiL,
APS BH TIX, DI p2GPIEE XL L LT
L7awZ &, @ B2GPI KIBHE TIZHH & A 7 Ifife i
MEZRE W Y, OMoEERE - Rk EEICX
B IR R & Fe7p 1) BRI AE O A 72 & 3 B AR IfIL
BIEDRIEL I DI L ENS, aPLIZL D) U
EAE G EEAORL T R 5E - AR KIT T8
72T TIIRREZ T ICFI T & v,
2) MmEHROEME (X 3)

aPL |2 & % TF R°$z75 K O 5538 3] Ae M e i
MALZ L 725 LY, APS OIRAETEHIZ S L T

TREED B 5. In vitro |2 B W TCHEIEEZ © K
€/ 7 U—F ) anti-B2GPI THIFL T 5 2 & T, p38
MAPK D) » LB X N NFkB DN TE5| &k
Z L, TF ® mRNA 2SFFE SN 2575, Z O X

B2GPI f£7E T CTREH 51, p38MAPK D4 Ay [ %
$ORHE SN2, aPLIC X 2 HIFEMALIC BT 5
p38MAPK O FZVE LI MK, I PRz e < b B
Sk o720 F 7 FEMEOH ST anti-PS/PT
FHOZHBRTLRO SN TBE Y, shsHiE
72 5 HOIUEDE — DM LT 2 H 3 5 &
WO BIRZA, BCHEO T 7 7 4 VIz LD ke
DENZ ROV E V) APS DIFFEUIZEH L T
5.
3) MRESEE - 2F
anti-B2GPI |2 & % TF O 53U, B2GPI 23f71E L T
WV DLIFICO RO b, HEROMINEEELIE B2GPI
WHKAE L T2 & h b, BZGPI 7 —&HE
LTHIEL, ZBMHS R0 F O HE S
N7z, bhvbhigz7ur4 3 71@5’:1‘)?0‘ L0, A
T LT 55T 0 gelsolm rREE L LCH
€ L7z, gelsolin (ZIMAEHF 2SN, 747 A&
7%/% LCTaspl A ¥ 727 YIZHEL, o
D53F-H5 APS D IR ME ) & B8 3 2 W e A%
i%ﬂf:“% WE4, APS BEIC BV TEERMNEL S
N7z VBB T 7 3 ) —DOTUHEATR S, B2GPI O

HA AR IR 1274558
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FHEAORE G ZAEHE L, in vitro / in vivo DT )T
MR & RS 5 2 & 255721 b o 723,
4) FHZREM

VAEIZ7 ), APS 1 SLE &IRAESSIEIZRE 5§ %3
BT REAEEOAE T2 HER L EZ 5N TV 5
A3, ARIGEEALDS APS I2B W T H O SN, JiRkE
HICES5 452 EbhroTE. bivbilid APS
BENI B D HREEILE 42 2 OESEE APS &
CIESLE BIEREE B L OMEH A2 ol L LT
FL, APS BETIIRRESIC2 b 5§, JE SLE JBIH
FREE I RE IR R IIE 2 720 7. F 72, KA
RIMAE % £ APS BECIXIMIE C3a, CdafHOF E e
LA, AR IE O KK 2SR TS LT H 5
C L RMERR L7 RIS EALG] TR SRIEE A IR
AR B B —F TEFEM AR HIE K T DO EA 4 1
AOT, WAEELE I REEAERIERIC X B
BRI OEEALIC L 2 b D E 2 5N, BER
BIUOHKRRIWEL DI y a7 —¥Eh
L, RESRNLEASHI A — K2R L Tw»
B, —EATH O FUSHREE & /N4 782 LTRSS
HZ DI LTS, CSa lZHER - PRI
RUFHERICB T TF AR L, wRiEg oK
HEFEY) T I 5 AR AA C5b-9 (I 7B b v B v
AL, MO v EVEEERTTET S LG K
NTw2Y F72 rarE¥riIcs & COEET
THEPEH L C5a ZEAT 5. APS OJFFEIZIZ I
MERIEDIZTAN—2 %R THWLAHEEND D,
APS IZ BT 2 FiARIE LT O & 6 72 2 L, 1
THEZ Db DO OFIHIZ S D% b b Ltk
W,

5) HLA/MHC class II

HLA class 11 13525 B8R 7258 S FFAET 556
6 et RiIC A iE L ERICE L. Z0% L aPL
FEA R APS FIE & OB S % (MET STV 5.
aCL, anti-B2GPI & HLA class I & OB #IE, He[E
F A T DQBI1*0604/5/6/7/9-DQA1*0102-DRB1*1302
& DQBI1*0303-DQA1*0201-DRB1*0701 /N7 % A 7
MR L, &) bIFRTEIETEE APS I2B1) % anti-
B2GPI I ED IR AD ) A 7 HFTh 72", LAC &
HLA class II &£ DRI OWT L HEDH D, LAC
B 20 2 OFEFClE, HLA-DQB1*0301 7SBH 5§
B2 EPHE SN TWSY, HLA-DQB1*0301 7 1)

H29BH 3T

Wi T MBI OPUEIRRICE S L T 5 85 % il F
LTHY, LACTHMIEZ RTHOKIEIZHS L Tw
LA REMEATRIE ST W B, anti-PS/PT DAFFE &
HLA-DQB1*0301/4 7" B 5 L 0 b & 0™, =
DFERIT LAC OFFFE & HLA-DQB1*03 2B # 5 %
EWVI) KR AL TV D,

WE4, HLA class T 2SHIIBNTI A7+ — IV FL
72 B2GPI & B2GPI/HLA class 1T #4144 % AL - il
FHA~FHL, APS BED 833% TZ OEEMHE~D
HOPAEDRO LGN ENHLNE R o7, &5
|2 B2GPI/HLA class I &I 358 bE/ 70—
F )V aPL O#E A FEAS HLA-DRB1*0701 |25\ C R
ThhHIE, L MNEZU—F)VaPL A OEA
2 LRI B 5 % 35385 5 & & SRy
SN APS DIFEEIZ I IZ 5> T B2GPI/HLA class
NEERER S EETH L WEEEITRIE SN TS,
6) IFhERMRASN NSy T

NETs [Z8E[E H A7 — FOTLEICEE R KO —
DTHY, EEICH D APS (2B 5 MAETERK IZE
BLRNTTHAHEEZLNTWS. APS B#E L APS
X7 AETIN D SERIL 724 ERIE NETs % JiH L
23, B ME/ 7O —F ) anti-p2GPI TILHE L
72 JEFSME APS HE A S BRI L 72 i
HizBWT, I A2 T b= LT TIE Inter-
feron signature < i B AR, o o ] 2 A 12 B
L72BEFOBREH 270, R THEELREED
FTHhHHP-LLIF )V aTrarA )Nl
(PSGL-1) |27 H L 72, APS B# 1gG TR H
EYLETFTNVIZBWT, PSGL-1 /v 77k L7z
¥ A TR & 5205, IF P ERO M5 BEAE
R NETs s L7z, AR~ 200 hEka
P53 42 L CleEmEEEB L, PLPSGL-1 €
J 70— F Pk E AR < Y 2128 e
1% A L 72 B ERIC B B 345 50T % NETs
TEBUE APS 12 & 2 i T2 B o0 B 22 70 iR AR Y
L BAREED D B

3. iV CEIEERHEREF ORRK

1) BREREER - FRR (3 2)
aPL ZF o A EDOREREETH D APS %58
WET A720121%, BHETEI v ey b nE
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#2 YY) Y IREPRERETE O BRREIR

EHAEE (20% DL L)

- B IR AR

- IR A

- R - BERE

- AEEE, — N I S
- P UESE

- TR Bz B

10~20%
LB
A,
- R

- L

- SEBIRAEE

i (109% Aif)

- TADA

- A RRAE

- B

- IR - ERIR AR
- P R

- il I

- d[ihizy

-

- HIESE

<P R HUAOE (5 T B
- [ R

1% At

- R

- MEE I 2

- Budd-Chiari JiEfEH:

(SCHk 2 & b —HPeZs)

ThrEEZLNTBY, FEHL L CUIBYE K
HIENR, dEdR, RECTEEALEE, ROVE e, &
PERESS, A 70— EREER, SIE, BEREIER
YT 5 NEY . £72, aPL O HUAMIC X
DI A2 2EEibT A5 A7) Y IR RE S
TBY, bitbitld APS score & L Ty L, aPL
HRBOIBWY — IV Ih B[ ) A7 RTINEJIES
H729 ZFoMo AT 7L LT, risk scale’”
ROLIERY 27 & &0 7 GAPSS™ g s ¢
B, aPL 1% SLE & R HIFEME APS BE R & D
Ik — MR TIIRERELZ K S FHITE L2 0
RENTWBEY,

APS TIEHIRD A7 & FTEYIR IS AR AE & 82 2§
EDEBITH L. Tz, APS TIERNHE R —
MR RIS & OMMERENS <, B

P EIA A 72 SRR I I B E A B R i
KAIED 0% L Ex 5 THBY), HARANAPS BED
FEHT C LB IR MU AE 2SE AR MU AE O F) 2 fE OB =
TH-72", WINEATIEZOREIFIZZEL VD
FRIMSSE DS R R0 2\ 720, T O BIIR MR 13
HARNAPS BB DI E VR 5.

IR ABHE I TEEREDSD > L L LS, TEN
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