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Abstract

Congenital thrombocytopenia is a group of heterogeneous disorders
caused by mutations in responsible genes which have indispensable
roles in normal differentiation from hematopoietic stem cells to
megakaryocytes and subsequent platelet production. Differential
diagnosis of congenital thrombocytopenia is clinically required for
distinguishing it from immune thrombocytopenia and selecting
appropriate therapeutical options. Based on recent advances of our and
AMED research group, we developed systems for patient registration,
protein assays of platelets and biobank. The number of responsible
genes reached up to 56 genes, and targeted sequencing and subsequent
exome sequencing analysis are available in Japan.

For making differential diagnosis and selecting appropriate
therapeutic options, we report diagnostic guide for congenital
thrombocytopenia. This guide is composed of the disease outline,
diagnostic flowchart according to platelet sizes, brief description of
each disease, consultation system, list of responsible genes,

therapeutic and long—term follow—up options.



I. 1ZC®IT

/NI I R EZ 1, S PR MRIBA PSR BER  (Tmmune
thrombocytopenia: LA ITP) (ZHNZ T, BEinFEHERAZJRK &9 5 e KM/ MR
AE « B 0E (Congenital thrombocytopenia) 2385, ITP OZWrIXEEARIIZ
VXRANEZ T T 0 | BB E M ITP SEFI ORIz, e KM i/ MR B EJE 5]
DEFEINTWDREEMNEDRH 5, ITP & ORI LﬁkL@Vcﬁ/Aféjifjr@?R@t
IZiX, B T2W A 5O ESKNEOMNINEE CTH D, I 2 THEAIELZ G

T2WizEDLT-OOFEL 35 Z &2 BT, JERMEM/IMRIEADE - B9
r (2B DRI BIET A R2ER LT,

S R /N L RE L RO E & MRS RE R E N B 72 D . T 2T
ITP & ORI BB 70 e KA i/ MR I E 2 H sz i & T, BRI MR I
FED—EBIZITIEF M/ MREBORE L ZER TV D

X 11258 R RIS E 2 88 5 RED B L& | J]']l/J R A XD GE io‘JZU‘?‘%
BRONFHAMBI G 2 £ & DT, 13 U OIS R MBI E 2 88 5 S5 6. FEA
IRIREERFIREE . IRFIR LD A HE Hjml@ﬁ“@%@ﬂﬁ@ﬁuuﬁ'ﬁrﬂ(%ﬁ“/\ LF'cﬁ??)
THIENEETHD, RIOKREIZIBW T, M/MREDIES Thividsg K
BRAEZET D, Fe R/ IER, BB EREERE FIC X > THE
AIRETH D, BIK R, /IMRORE S THETHIIRESG THDH, £DT-
W, W LM/ MREFE (Mean platelet volume: MPV) X 2 /IMiHA
RutatE e LiczWrrn—F vy — M EAER LTz, £ ORE, REMBHEARDS
2 L B /R RERLEE & /MRS A XOFHIIZFFICEE TH Y . MPV DA T
P LTl By, BRI/ MR OB E RIS RAE MBS EREA L
BERTE S /MR DR E D 2 (52 (B 4 pm) TR MR, R fERR (B
8 um) LLEIFXE RIM /MR & HB S5, ITP T RBIm/ M s Ui LIRBIZE S
L, REBDOIM/PRITEFRRKTH S,

0. /MR A XL H2REVEBL—BELZH 7o —F v — b

& L/t A Xk v iR, ER ORI/ MR, KRS 5V IEE R
MK 2 £ D S R L RO E N 538 L 72 AR ER B O —E AR T,

2 2/ TR RN 2 £ 9 Je RIVE I /IMEIBAME D, X 3 12 KA BRI
ISR 9 SR I MRV E: BEE OB v —F ¥ — N EIRT,

REREMERRIT . /N B D U MTIE R IML/NR 2 9 SE R M MR E V. K
3 2 W E RN & £E 5 S RVE M/ RS E: L5 E 2 3 K O AMED AFZE3E
IZX D8 LT - Bk - IR Y RS T b, 2iREn-
U,



M. FHEBOHPE
L. /R SR
1) Wiskott—Aldrich JEMERE (WAS) 38 X OV X @/ MIBDIE (X-1inked

thrombocytopenia : XLT) *+'¥

XU B R M 60 5 RAE T db HWiskott—-AldrichfEERE (WAS) 1%, /Miif/
WA R & D e RYE ML/ MROBAE,. 5 G, BHRMERE 233 e L, £
DR KB AIIVASTEH D, WASEFIED T, Z OEJER T H v /Mg iE
D Fr % B3 A XS M/ R IE  (X-1inked thrombocytopenia : XLT) 238
D, ITP L OERNNCEERRBTH D, WASE I OXLTIX, BIR CHAER G M
AN 3 1 | RO LB & RIS IER & 3D 2 LR, I/ MRIEREIEEE
AREN/INT, B CIZEREROEE MM 72y, ITP & g U, i/ MREEERED
T DB M OFEE N EV, B OaEERmEE M (ATHA) 20 BE
TETRESC, TgARE, BW7T LV — BB Y Vo3 iE, o ErEE %
AT BB D, ZIE TITAITIX60HI L EDEFP SN 72 STV 5D,

AIENEEDON D6, RMEMLOT, B, NKGHIFE/ENZ I 1T HWASPE B HEl &
78— A MARN)—JECK S TR U —=0 7 D4 A (WASPFENT)
EWASEE T EBRORIENFIETH 5,

—J7. WASOEGIKRSEIR BV . WASPE AEHIANAEIK T L TWDIZE )
N BT WASER RN FIE SIVRVIERI T, YRS PENAS  (WIPSE
FIE) NEDILD, WIPEEIL, WASPEH'E DL ELIZEERWASPHE & & HE
ThO., WIPFEERTEREOFREICTHEZK T 5, ZivE CTWIPEFEILH R
TIFRWME SN TN D,

F7-. MR Otz IE R E O R CRIEMREBOANEETH D
Bt T OWASPIER HE I BLS IEH D6, WASPOCKIZH G LT 7 F o EHE
Z \] D Arp2/ 3 AR ORI FEARPCIBA =1 — R 95 ARPCIBBAR 112 #2580
D D YRS MBI RO FHRA N WS ST 5,

T, KRR IMERICE D32, BORIEICLSEmYTA M4 VIEE S
L. CDC4ZBAGE T DCRIZI A ' v AE R AR D D YR MEM BB O HT
R LME STV D,

2. IEH R MR E

1) JoRMEEEERZER M I M8 iE (Congenital amegakaryocytic
thrombocytopenia: CAMT) '*'®
RS MEEEERE &0 FrAaRM AR L0 /M 23 6 0 |
EREERNERL T\ D, £0%, M/, AfmER, RifERD3RHE O B HEE i
REDRZNEIT LA RNREE MARDORRE L 725, —EROER] T HARARRE R



DA, IREREF 72 N S TW 5, AKEE T thrombopoietin (TPO) 2
KTt 2 WPLEHAFRE DR TH Y . MIETPORETIE L /2. FEEDHIC I
MPLE{ﬁ%iﬁ%ﬁﬁjﬂéo MPL@{&%%E\:%ﬁé 72611 \@Jf@ﬁljxﬁf%
Do ZHIVE THFTRIGOFDOHRE DR H 5,

2) BEE REmAE %MD /Mg iE (Congenital thrombocytopenia with
radio—ulnar synostosis : RUSAT) %

HQREYEEETEAE &0 . ARG i/ IMWaED 235 0 | X BT
SRR OB R 215 = & SR CH D, BRIFRERITED L, il
EBICRMERBAICHET S 2, RATR Y 7 ZABIBTFHDO—DThH D HOXALL
BIETFREPFERTHL, THETHRTH 10 FORERD D,

PR RO BRI & RGB 2 7 LS B HOXALLTE(E TR 0 72\ ERII
BT, HUROEEERETAZ L0 MECONRIET B 2780 2 iEBI D s
SNTN5, B REMAZHEO, BRI L, e & bIcLiEk
WD BETTT B, B R & D AR VEBIRCE A 2RI b IE(ET B 2 &
5. MECOMTE AR BIEIEMAE &\ O B MEE ST D,

3) BEE KRB EE D /A EE (Thrombocytopenia with absent radii: TAR
SEMERE) =)

HY AL ME LB XE &0, LRSI MOED 23 5 0 | B REEEZER T
WD L, XA CEERIBBEZED) Z LB TH D, EE & bITm/k
B> MER TR %, RNAT me Y v ZICEHE R 7 UHEAEEA K
BT 54V 7 2=y FONDIOTHDHY14% 2— R 25 RBUSA (RVA
binding motif protein 84) Bf5+DnullZZH & FHEIEIEKD2-ODsingle
nucleotide polymorphism(SNP) D 9 H D1 >OEEEMEIZL > T EEZ I
Do WE SN TWDEERID 5> HOSUERNT, 7 U VT RBUSA%E & Te1921. 1
D/INREN R S, MOEFNIL RBUSADFEHEH I HVMT 7 L—As 7 b
BOnul 1B RN 6N, BERAONLRWY 9 —O7 U /Lo FTifEE o
SNPS RBUSADEE B K F &4, FDFERYIADORKBMET LTW5D Z & BERK
ThorHEINTND,

4) B BEEMEREEE A & o 7o FEEME ML B E (Familial platelet
disorder with propensity to myeloid malignancy : FPD-AML) ¥

WY AREELERE L0, PED D VTR O M/ MR, /R RE
B Z R TIRR T, BRI OKI35% ASAML/MDSICAT S 5, /IR O FFELE
I HA5ECTH Y | FRENRH D . BIEITPE L TRIBBIZ IR,
AML/MDS ZF8IET D138 5, RUNNIE A FERENFRE SN TR, ZivE T



R TRI0ZRDOHREN B 5, BRI ML 2 &0 2 /TaetEr & 572
O, EERWGESEBIZE DB LA TH 5,

5) ETV6-related thrombocytopenia (Autosomal dominant
thrombocytopenia, thrombocytopenia 5: THC5)

QAR P E L0 /MR & &SI EER 2 &0 5
JEFINIRE SNTEBY . ETVORIG T ERNFE SN TWD, KHIIIZ Mmik ErE
NG 2 SR 2 REERN H 5 720 | EERWVERRBIZEN VWA TH 5,

6) SRC-related thrombocytopenia %
R EREEEEERE &0 /MR & &SI B BERHEE 2 &0 5 )E
FINME SN TEY, SRCEETERBFREIILTND,

7) WO AREMEB AL MR E - (Autosomal dominant
thrombocytopenia, thrombocytopenia 2: THC2) 272

R EREEERIERE &0 i/ MRIBAD & IR s ERE T S, i
IIREEEEREITZIE R CThH D, M/IIZGP T aDIEHL L o JERLZ RIANT 5, FIEF
BRIZ105 2 bR SN TR Y M/MrEII3-877 (V4. 75) TH Y, BHEIT
DOERZEITEEM L TW DD M/ MREER 2N H D | IMyETPOEIX 735, £
D& DAML/MDS~DATHE R S WV ONRERITH D, 7 b— ABE D
ANKRD26 (Ankyrin repeat domain—-containing protein 26) Bin—+ D5 —IEFN
AR DR BFEE SN TN D, ZIE TR TLI3MF (305R) DG H
%o IR ENENES 2 S 0F T 2IERD & 5720 BRIl @i 43 &
HThd D,

8) F hr m— AcEFERE (Cytochrome ¢ mutation) *°V

QB AL &0 /MR DA% 235, fi/MEESEREITIE
W CThD, BEERIUIIER TH D0, M/IMRPEAESR & R M/ MR H SR 23 R
Eb, M/MRFMIER ThDH, plb.2ila—REnbI har KU THD
CICS B TER(GAIS) BRIE SN TEY ., BEEEKIZHIT 57 AR b— AR
DOILENRK E SN TS, ZNETHATHEZROHRENH 5,

3. KRG B X B R/ iE

B FRAEORNS, HIEEAAH S TY 2 b F U EEREO RN S 5
Y& idBernard-Soulier EfERE (BSS) . TLEN H 56132 von
Willebrandffi & B&\ ., EAEAVUCEE L& Z1T 9, KM M BHEA DMK
$Elc X A/, AIER, RMEROFEREBLEIIFICEE CTh D, TERIERICE
ANER O D0 EBIE L, BHEARZ HWTZIER I 4 B T A (NMMHC- T A)
IEGEEITIRN, Z D RTED AN & B3~ 5 WYHISE FE DB AS 1 fAT 217
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729, AMERE AMEDFELEN 53 TRWEA L, NMMHC- 1T A Ye a2

Z, 7a—H%A 8 A MY —}ETCP Ib/1XEGPIb/Ma%E Bl & [RIRFICAEHT L.

Z DR BLEDE V) HBernard-SoulierEWERE & GP IT b/ M a i ) iE & 8% 513

5o KRGt (JKH) MM/ EFRS 5856 1EG6ray plateletiEMERE, ML/ MRTE
RIEREIC Y (B Ko BRI %2388 56 1FParis—Trousseau/ JacobsensiE f&
B, RIMERDIERE R T 2 A DR 2 A R XE SR i/ MBS E O ATEEME S &
%o ZHIE TOYERMEE R/ INIE2095EF O Tl 1ITIER] (72%) 23
EWr S iz, MHIRFIEN e DR E < (42%) . BSSEZDREHE (~T7
m ) DM (183%) 7,

1) MYHISLERE  (MVH9 disorders) *°Y

May-Hegglin®a (MHA) (TANE I D MYHIFETEIL, YR EBIEEEE
eV BRI/ M/ R & OFER ERE AR Z 85 L 35, AR
NMMHCA-TT A% =t — R 5 MTHIB G FERFE DR TH S, FmEE L EZ 6T
U 7zSebastianfEfERE, AlportJEdR (BFZ% - #E - ANFE) 2605
FechtnerfEfERE, E AKZFRD 72\ EpsteinfEMERE & MVHIR FIEIZ G S v
%o MYHIFEE NE O Fir R O R TR R E NIC L & 40 2 Dohle/MBERE AR
THDHN, BEDAA XLV YEERTIIRPARERGEE L O D, UVHIRFEIED
HERIER IZTINMMHCA- T A H O S EFEN H D720, EAKROTFLENH SN TR
VN LT IENMMHCA- T A% Yuth, %47 2V MVHIBL HE DT & Z OB FTHE T
B D, MYHBRERAR BT S R M2 S PR 228, WMTHIRH AR TIEE
DEPHBEEPMEN e & MHIBAR T DZEFEOERALIZ LV BRIRFRITE R H D
72, BIGTREOREICIIERLD D,

e EZWr LTIERNZ DUV TIEE MM 2 RmBlE 2170, BEME & LT
BIRE DT D DIRFEN AT BT HZ L <ITHI T ENEETH D,

2) Bernard-SoulierfEfERE (Bernald-Soulier syndrome: BSS) %%

Bernard-SoulierfEEEEI T R L MEBEEMEEE T, P Ib/IX/ VESKED
SERIRENFRKNTH 5, BRI/ EPE D /D & iR o e R, Y
A MEF AT L DI IREEE O RN Z R L T 5, f/MRERE R 211 5 72
D, /MR OEIGIZ G U CEE M IEIRZ R, B ARNFEA ORI
ERNHY | KRN TIZZ < R b, ~7 m EEMHELRIKE T i
JERZ RS 720D KRB IMERE AT 5 2 035 <. BENMERGHIEEIZ L S
/RGN E TIE RN B Sl MR DS & EIC 2 5, REEAER LW
T ARG PEBSSIE, ABVEITP & % WIR R A A i/ MRIAME & L Tt gizs
SITWBIEFIDN 0,



3) DiGeorge,/ N # LA EBERE (DiGeorge/Velocardiofacial syndrome) *"*
DiGeorgelEEREICANHE SN 52201 1R K TIZ KR IHEIRIC B % GPIBBEAL T D
NT O AREDTZO RSB T 5, HiaAEERREAZ & D,

4) GPIIb/MafL#¥E (/76A2B/ITGR3 mutations)

GPIIb/Mat Bk (£ 7 27 ) > a llbB3) OFERMERMT, /MR IIE
DIFRRE 725 Z IR MO TWD, /R E 1 B 7 H e 6] 2 7R
L. M/MREBEERRE 2 R ANT 2 28, /M K ORRIZER T 5, &l
QA R EMER R A & 0 | P I b/ Mas FAROEF S 2 5] & =
§ITCAZB/ TTCRIEAR T A F M SE R EERI IMRIEDJRIR & 72 5 Z LAV L
2o IR ITEAZE T2 < | M/ IMREERREIT-CCIR T2 28 R )R
FHNTH D, M/MLOCP b/ MaRBULIE F L, JEHELRIGP b/ Ma 2kl
%3 % PAC- IR DFE GBI LD, M/ MIEHEAL~ — 7 — T d 5 CD62PF
BUTFBO 720N,

5) a-actinin-1#%E (ACIV mutations) %

ACINIBAS T1ET 7 F Uil 2 RIS 2 2 LIS LV 7 7 F L it & d [
1243 a-actinin-1% 22— R4 5. 5. BRI B REE 12 BB 2300 70
PEMEE A s O S KM E R I/IMRIEFNZ DWW T 7 ) — MRS MT 7 b, FiE
K& G T & U CACTIVEEE TN RE S uim, M/ MR 10 FRLE T, /MR
A R1E~T A HEBSS 8 % U MEGPI b/ 11 Ta S I HE LS 5 A3, 4 u m T
Do HMERITEE S | i/ IMEEREIZ & 2 E TR O R0,

6) 2BM!von Willebrand)i (Type 2B von Willebrand disease: Type 2B vWD)*
2BMvon Willebrandfi§id, HWHEAMEMEIZEAL LV M/MRGP I b/IXIC
X3 5 BUANPEDS BH I TTHE LIovWEDAFAEIC LD . U R b F U EEERED T
#, @ FWE~ LV F~—0ORD &l MR 2 Z 723, BYEITP L2k
TWDREGIZS 2\, 30%FERE DIERF] THERHI IS W T /M 2 2 L, &
QUIE72 E DA b L ARFITIEL S B /MR B8 L 72 D, £72. 30%FEEED
FEB CILFIZE R IMR AT D Do FERRHCIE MR F EF . APTTIE R #GPA AN
ThHbHZE BN, Montreal plateletdEEREE L THIH AL T W= HiffE A &
M/ B SRR 2 3 BRI IMBIE AR B TH D Z E P HB LTV 5,

7) XEEE E A RVE ML/ MO E - (X-1inked macrothrombocytopenia) *¥

ARIMER & EAZER DIHE « b8 < BRE R 1 CTh D CATALBIZ T DInT 4~
H—=RAA DI AL AEFRIT, GilE kS BRI G R E % 5|
XTI ERMESN TS, GATANIXYefalk LT IFAET 5 7= D |2 Xidgl
L0 EREAR T CH D GPIBA, GPIBB, GPIE K ONGP57: ¥ DRRE A S



%, E£7-. GATAl OERGIEM B ILE DMK+ T HF06-1%2 VB E 45
3. B NDNAFE B EALIZ 3 B0y, 3 B UVIIFOG- 1SS EAIcH B L . W
T I TR A2 TR TINENR EORMEKZ R DESWNELR D,

8) Paris—Trousseau/JacobsenJiEfERE (Paris—Trousseau/Jacobsen
syndrome) > ¢
Paris-Trousseau /Jacobsen JEMEREIZHE Y RMEMEBERFERE LD 11923

TR KR K0 KRB0 AT B & £F O /MR FE T, BEER7Z2 /MR o §8
PEFWD 5, FHIZB W TR/ NEERER R E OB ERIERR R E N6
o, REEBERFERE LTI, REBEBICHET DEBRFFLIIO N T B A
ENFEE STV D, FRRAICHRIER2SFIEICA BN D7D, /MR IC
KT END D,

9) Gray platelet)EfERE (Gray platelet syndrome: GPS) 79

Gray plateletSEMRBFIIH RLARSLMBEERL LV | /MR o Bk L O
EONFEWYZ RIS D LITE 0 BHEEAR FIKADH 5V 3R GL A O i/ Mk &
WD, BRI TIE o SR OB WP EE B SN D, o JERIZIT
T4 7N TRV EOREE T IMTIER S VA T2, Gray plateletSiE Rt
TIRH MR 2 7~ TAENBEALZNRIRE S+ Thdh D 2 L AV LTz,

10) B1 tubulin BEJE (7UBBI mutations)

B 1-tubul inlZEAZER /IS HFRAICHEEL L, a-tubulint 2/ THZ &
XV BUNEETERRT D, /MR EE SN D BRIZIE, EAZERHIREN T
BT S AL, RARZGEMMET 5, A1 tubulin FEHEEITH Y EME
LB % & V| TUBBLEI AR K » CIER R NER RN LE S5 7
D, M/MRIERRICEEE RIFT B2 b,

11) JBMERJE P Sk 18 (Periventricular heterotopia: PH) °V

Filamin AODSERMERIBITIEAL O RMBIE BT %t OB B E 2
Fl&EEZ U, WM=EEHEMEKBE (periventricular heterotopia: PH) &
2%, FLNABAR T IIXG AR LICHET D720, BYETEREBIEL 2V, &«
PEBAE TIEIXBARD T o D ARNEMARIZ K D Filamin AZHRF72 7200 R/
WS BT 5, FLNVADZE BITALIZ L » TIEMESHIE ORERERR E 2 77, /)
WREOHLERTZ b D,

12) CDCA25 FiE 2
KA/ 2 £ 5 L IMEECD DML, R R e KT 2 a0 L.
CDCAZEAL A B % -4 A Takenouchi—Kosaki i 3 e STV 5,



V. ZWra o Pu FRELEARRIZEIT 5 I/MRERRBERE - Bl FRE
B TR ORMRIEBN DOV TIE, BRFTRZ +oei L, EMEIC= o3
WERDETRET D ZENPEELL,
ERBra Y Mol LTI, TNETOMTEREZE L. /MH D50
RIEH RO i MR E O35 G 1 E AR AR P NER 2 . KIS 5V M FE KMk
BB D IR E D 55 5 1 s BRI R R R AR T D,
1. /N 2 RS Kl MR 2 3 5 i/ Mg i
b | W SN & AP =0 i S VAN TS IS0 <t S 1) R E
T 980-8574 E I AT B R T 1-1
TEL:022-717-7287
E-mail: ysasahara@med. tohoku. ac. jp

2. Kbk 2 WITE KL/ MRZ AT 2 i/ M AiE
57 B IR R P ORE R BB RTE
T501-3892 I B IR B A L& PR lé 795-1
TEL:0575-22-9401 (ext 523)
E-mail: skunishima@u-gihu-ms. ac. jp

PR LU B BRERHIA /MR AFBUENT I X OB T IRIEIL. T
50 AMED fFFZEHEAR — A X— U D HIEICHE Y FRBE SR & IR EA 21T Y, FENL
B ERIFIE Y o =PI PRI RS R, LY A b U RERR LU RFD
T2DDNNA TN 7 iR LT D, 4RI I 1T D IEG B Ek & R B FRAT
iz £ &z, &2 IZBEMEBR TSNV O G ER AL E LD, BE
BRSNS VIET I D W TEERLR B ERBFIE T > % —38 LU & DNA F
FERTS i L TR L T\ 5, £, BEMOBIRFRE D R0 5 2RWERIC
BWTIL, =7 Y — AT X 5 RANOJFR KBS TR 2 FICE SR E EREA
R —BIXORIERFICBWTER L TV 5D,

https://www. ncchd. go. jp/hospital/about/section/cancer/shindan. html
ESRE BRIt o 2 — I e Rk

T 157-8535 HUAUHR A X Kk 2 T H 10-1

E-mail: ishiguro—a@ncchd. go. jp

V. BRIFMBLOCRM 7+ —T v

—WREINT IR DI REAE RS E T S W T WA AR, I/ MREUR TPk
9 Sy HIMAPE DS TRV AR Y | /MR IS E JE S5, FIRERS KOS ES]
IZ X D IRIBEA G L 72 DIER DN 72 B 72 BRIRFT R 25t oo b, SHEREZ 1T
STV RXThH,
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WAS 36 L OVXLT 1Zx 9 24R1EHIE & LT, RIS a2 et S
D, E OIS & BRI DU TUXAIE S 0O B ARG 2 R A LI LTk
T AW F7- . PLILERED 23179 2 e R4 E ARG BRI I MRV E 12 35
Wb RS LS A 2 i S v d MY,

MYHY B FEIZ BT 5 B FEE DML T I L CiE, ACE [LEHRIZ: EotHIc Xk 5
RS LOBMED Y ha—Aa BB LT ARAREL . EITHEOBE RS
W2k L I BEN BRI S LB 29

MYHY J&HIEIZ BT 2 B RHESCHIOMEED U 27 | RUNXI, ANKRD26, ETVE,
SRC B HHEIZ T D RN 72 AML/MDS CHETEAEE A OF D U 2 7 b | IR
BN TH> CHOEMWAR 70 —7 v FIIMATH 5,

VI. #bViZ
AT, BYE - IBEEHINE ITP 0K 10%FEEEIT/EET 5 L HERI S .
ITP & LTEBEEINTWDIEFIHGIFET DB LD,
PIRETTA KD, Se RVEML MRIBE - FEE O RIRZ W & w8 7 V6 RE D
BRICHBRCENULEWNWTH D,

Eilsa

KW A Rik, AMED EHiaME B EREMFEEZE [ He R M MR IBAE D2
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