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7 4 7)) /% (fibrinogen, Fbg) I& b+ v
EYC L IRESREEZTITC T4 T VRS
— (fibrin monomer) IZEELC, &b CHHIK
WHRT 2EARIGENLT, 7470 ¥ (fi-
brin, Fbn)#ii#, KT, XV K\ Fbn H2E
5, ZO@ET, @Y THL T
Fbn #%{EYD, IEIMIMEOI 723 L LTl
WTW35,

Fbgid, hor iz X 2RENREZT
T, HROBRRBEZ(E F 24 2) KEKESINT
W3 —XD7 4 7Y /_7F KA (fibrinope-
ptide A, FPA) % Aa D7 & V7 FEHFK (N K)
S LT, desAA-Fbn €/ ¥~ —IZEET 5.
desAA-Fbn ix, #® « 1 (FPA %2%&5 & Aa
$HIX a i ns) ONRCHFICBEES N
HEKRGE “A” &, ¥ D desAA-Fbn 4370
SHAIERIRSEIE, (D R 24 ) HORIGE “a” &
DHRCHEE T2 2 LItk > T, ZAREHD 7
o 7 4 7Y (double-stranded protofibril)
RS 502,

ZOWET, &512, BAEHO NK»s b
YEVWEOELIL 74TV ) RFF B
(fibrinopeptide B, FPB) »\Wikish s &, E
FAAL VB EEL T 180 a #HC K
HEER (aC R XA )R E N XA U o Th
RLU, ZOREARICIFERRINHEIEL T,
Fbn #42352p% & 41 %99,

ZO—EHDOBRITIFIEZ K ORIGRPEEG T
L5, BEEOEERFEICLY, JhsDRIG
RICEEREEENE LU T b b 0D % EMDME Fbg
HHRE (hereditary dysfibrinogenemia) EFRL
Twb, IhE TIHERE L EREEE & O
RS M ST BE S F TORERIL 60
REZHD(KR 1), Z0D%  IZHERINCIE
RThy, Hifl, MERED 2 WIFAIERRNE
&, Fbg A EREOREEL LT, 2050
FEAEDHHR IR E N b D3 L a#HA %
W,

AfaTlE, WIMLIMERE, AIEEErek
DEFRAER % b DIERI TR o NI BE ST O

E—HEREBIfRICEE S 2 M ¢, IRRIEIRFEIR D%
FaEZ ThHIzn,

SERRERIRY, D TIREREEIIE L > 5 — (T 329-0498 M5 AU i AR ] P RTSEAT < 3311-1)
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Table 1 Structure-elucidated Dysfibrinogens

¢« -chain A -chain ¥ -chain
Position Substitution Name Position Substitulion Name Pasition  Substitution Narmne
1 D—N Lille G9-L72 Deletien New York I 139 C—Y Pretoria®
11 E—~G Mitaka I1 {Exon 2) 165 G—R Milane XII*
12 G—+V Rouen 14 R—C  Chrisichurch 208 G—E Kurashiki
16 R—C Metz and others 15 G—C  Iseand other 275 R—C Tokyo II and others
R—H Manchester and others 44 R—C  Nijmegen R—H Bergamo and others
17 G—V Bremen 68 A—+T  Naples R—S Kamogawa
18 P—L Kyoto H and other 160 N—8  Niigata 280 Y—C Banks Peninsula
19 R—S Detoit 335 A—T  Pontoise 284 G—R Brescia
R—N Munich 462 stop—~K  OsakaVI* 292 G—V Baltimore I
R—G Aarhus and others 12 AA addition 308 N—K Kyoto I and others
20 V=D Canterbury and others N—I Baltimore IIT
141 R—S Lima 310 M—T Asghi
434 S—N Caracas Il 318 D—G Giessen IV
526 E—+V found in US D—+Y Bastia
532 §—C Caracas V 319-320 deletion Vlissingen 1
554 R—C Dusart and others 327 AT Tokyo V*
R—L Mexican family 320 Q—R Nagoya
330 DY Kyoto III
e -chain truncation due to D—V Milano I
frame shift. 337 N—K Bern [
268 RNPS—QEP stop Otago [ 15AA addition after 330 Q, Paris T
452 GPD—WS§-Stop Milano IIT 358 S—C Milano VII
461-610 Deletion Marburg I 36l N—K Poissy §I*
476 MDLG—HCLA Stop  Lincoln 64 DV Melun T
524 FRE—~ELS---  foundin USA D-+H Matsurnoto I
375 R—G Osaka V
380 K—N Kaiscrslautern

* unpublished data

EIGH Fbg EBEICR SN 3EEFRER

[FE S MBS T 2 BN LTz hS - CTHTE
H[BTHRRL, Y7229 T EWREEDTRL
72 (&R 1.

I. HOHREIZEU2HD

1. AcSHDER

Aa #HPBEES T 2 BBEHEBOIZE A LN
EBIUVCKIZEFL T3, N K, Fbhg »
5 Fbn ~NOEHIZWED KL, bbb, bo
YEYEDREE, fur iz k3 FPA O]
Wi, £C7% 7 4 7Y >»E/~— (fibrin mono-
mer) DEEKICOFtEZ £, Fon L OPIHH D
FESIGICES L Tw b, —77, C REHIZ I Fbn
7a b7 4 7V VOGS (lateral associa-
tion) 2 &V Fbn ##E %L, Fbn < V) v
7 SRR & B B iR I B b B RERES S L
Twab,

1) bO>E>IZES Fbn £/ v —~ DGR
BEOEE

(i) FPAOHRDEE (Fbg Mitaka II,
AaGlu11-Gly)

Fbg 28 Fbn \ & Bx# X 2 @ FE TR
25, Fhg~nD barEroEE&ETH
%, ZOfETE, hurEraFHo Arg 173
D77 ¥ = /¥ (guadinino group) &, FPA @
T OGlull d & v R F ¥ v (carboxyl
group) [Iz36fE (salt bridge) MWK I3 =
EMPHESRTWS, 2z <, Glull
B Glyl2 EH-EILT o> EVKED P 1
i (Argle) B ru>ErOBEERY v b
(enzyme pocket) WIZEBA L ADAL LS
2, N7 Er#H—7 (quick B-turn) Z{E3 Z
EDEEFAT N SR EN T W B DY, EEE, 4
S WEH L7z Glu1l-Gly i&#: (Glu1l ® Gly
NDEH) 55T Th 5 Fbg Mitaka 119 TI3,
e FPA O bu v BV EDEED, 1EH FPA
DZNZHL 12T edEF (& 1D, FinE
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FPA- bound '?*I-Thrombin
(fmoljwell)
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0 . .
0 30 60 90 120
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1 [@EE b L7 Fbg Mitaka Il 3 (~7 1
B BROER (O) 8 L URE (@)
FPA ~AD* - v > B DisE

BT OBEEERTHY 285, FTFHIMPEE
BLORLHEBHL TS, ZOHTTRR o>
v DREEARE» S FPA QYR AHEIE L,
HIMEEICE O Wb D EEZ 5N 5,

(i) bOrE I ZERERAL (P 1 E36L),
Arg 16 DEH: (Arg 16-Cys)

FPA & Lz ba v rii, Argle &
Gly 17 E DD =7 F N i5E 2 KL T FPA
24, BT 5. FPA OYIEE 2R T 0
LT, Aa Argl6 @ Cys H % i His ~D
EHEREBHI SN TWED, 205 CysTE%
b O R EESE, Fbg Metz T Fbn MO
DEFED & HIMAEIR 2SS S LT 510,

AaArg-16 ® Cys H % \iZ His N S H
BHEEOBEHWERMO—DTH B0, ~7T O
BERTIHIEESTIC L 2ESIRDIzD 0, 7
Al U CTHERTH 5.

2) Fbn €/ v—NEEEE— “A” RIcEND
Ey

ok “A”, Gly-Pro-Arg A CHOSEER

FPA» U1 & 1 %5 &, Gly-Pro-Arg
(GPR)'W~1 -5 3EERTF NI H 2 o
HONRKCERESINE, ZO3KEIZ7 47
VR —OEERICEERET 5 KIGHEA” I
Y3 2R T, Zho=ZD00MEICENETNR

HERNEE SN TS, ZONE TOEE
EOBENIR SN 58, KIGHE“A” OB IZHI
REV DV TW2HDNEn (R 1. Larl,
Z OHEAIIEDN TRV, EEKIGOBIRIZK
JEEE “A” ORITEEBRECDOTHS 5.

(i) Gly17-Val (Fbg Bremen)'¥

bbb ENT L7z Gly 17-Val @#1% b >
9D E M (Fbg Bremen) Tix, FR#E FEOFE
ERFEMEI, HIMDOIZE»EIGEERENBIE S
nNTEY, BEOFMIBLTIX, 377207
4707 CERIOREEE D T Tw» 5,

(ii) Arg19-Ser (Fbg Detroit )'®

1068 4, HiH Fbg & U THEE B H SR
AR NI EBRESTFTH S, REBRGHETHS
FImE B VLT, EELAREL R X,
ZLVEMZE->TWw5, 2SO E—KR
WD ~T B EEEORESE TIXRIMER I A 5
T nto,

(iii) #dfts, Pro18-Leu Z£ (Fbg Kyoto
II)'?, Arg19-Asn Z2 (Fbg Munich) &
U Gly Z2 (Fbg Mannheim I)'®

NS DEEST %D OFE T b B
HINTWSE, LrL, BidT2LE51C, AU
Arg19-GlyZ # % 3 D Aarhus'® B8 & O
Kumamoto®® Ti&, & &I transient ischemic
attack DR DIMBRERIIBLE I N TV,

3) Fbn 7’0 F 7 4 7 LOAIIEEDES

-aC $EIFNER
Aa $HCERD 150 7 3 /EFRENORIN (Fbg
Marburg)

Fbn 70 b 7 4 7V VOB, borEy
2 & % FPB Ui, - THERT 2 «
#8 C REEAS, 70 b7 4 7V VEITHEWICH
GLEI ko THIAKGEVPERT 5.
Fbg Marburg 13 & O RS D g »IH I % 3k 72
L7ceEZONDHBEST T, AaLys-461 2#
ET 53Ry (AAA) 2EIEa R (TAA) &
EfINTWS, 2D, Aa $5 461 LD C
K TD1507 & VBEENKIEBL T
%2,
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F12Hk Hles

——CCA CAG CAA TAG
Pro GiIn GIn stop

Normal B-chain

Osaka VI p-chain - CCA CAG CAA AAG TCC CCA ATA CGT AGA TTT TTG CTC TTC TGT ATG TGA
Pro Gin Gin Lys Ser Pro Met Arg Arg Phe Leu Leu Phe Cys Met stop

SR

2 Fbg Osaka VIICEBIT 2 BEHCK12 7 S VBEREDER L RFE Cys I TOF ANV T 4 NiE

B X o> TR ENIZEY Fbg ¥4 ~v—

EE GEEF ETOEIET N2 (TAG) — Lys(AAG) ~NORHUC L D, ROFIET N> (TAG)
HEETD 12 7 &V BREESRRENCHINS W Tw 5, CR2» S5 2 LD Cys BENF X

V7 4 FREGIESLTw 2,

FRER ;T E 72 13— Al TR S s B Fbg @ ¥ 1 v — (end-linked dimer)

TE G BE Fhg S 1~ —DET IV

el DM 20 RIFOWIE IR L TR E
YRR T\»w5 s, O, FEL Wik
PEHEIN TV, FinE 3 REEEHT, 1M
##h o Fbg & 13 10~20 mg/dl 1239, L
7z 8 - T hypo-dysfibrinogenemia ¢ & &
HEEICAL DD TH S, KB, WEUFICEEL
T, BTt B e JR MM SRR &
Tipolzlzoiz, fiifhy siigicr i TEED
HMAME X, 49 v MV OFEEMERE %213 <
W5, —7, ZOFE MR 7 HH I BEK
DIRE & Z e U CiZERE% < DL
TW3, ZOZrizonTid, BICBREDE
THEHLLfN S Z iz Loy,

2. BRHOEE

BREHEIEZFDELIDF > (TAA) O Lys
(AAA)~NDZER Y, BRtE C KR Val461 » C K
ICLysh binf 52 12FERTF Foftmn
(Fbg Osaka VI)?2?

CORESFIRI6ROLETRES A D
DT, Ths. Fim&ix 2 BOHEEELT,
ERAEBIIAH Y, 3~4 Y v VO EZ
T3, fEE Fbg 43D SDS-PAGE 12 & %
S35, BB SEAIEIL Z AL Tz,
Z D, BE TN & B0 E )
L, ¥72, SHEL7: Bg#HE» 5, AkDCK
Val 461 D21 Lys 233N & ivie B e <75
FlTH &, Thickid 2=—27 %7 3 /BT
ERO 117 S VBERERTF Rp3EIE v
(R 2, EE%). %7, BkH 2 Z L2 Fbg 431
DFIEDF T A= LTEELTWz, Zh
BRFO 12BERTFROCERLS 2HFHI
% Cys BH: (Cys 472 LARFR) L 1T DEE 5>
FOEIUCMEWCH S Cys 472 EORICY AV 7
4 REEED MY, BESTRETCS A ~v—%
B LTwa 2 EHEIL: (K 2, TE).
FEHEL Fbg @ »a > B ALEIC X 57 Vb3 &
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3 ¥ —r—2ROMWEMEERT
Osaka VI 7 4 7'V >#.

FEL, U7 FonBRIZE LD THIHFTH - /2.
EYHIZ L D Fbn % 8IE L7 & Z 5, Fbn i
FEFE LT TR, MROEEREL,
BHlzdbNVF— e L—2AD LS RIMEEEL
Tz (X 3), 2Dk > nEE#E. b D Fbn
BIIMEE5 T, (RN L U T e teE 2 H i
ZEBHK o D EEZOND,

3. yHOER

y 5T, EAICICEET 2 BEEMHEENIL R
HIE LT CREK, &< Gly268 LIRkICERL T
Wb, IS EREEERNCEED THIz W,

(i) 7o b7 47 ILOFHES

(i) “a” RICENEE

L e RIS E “a” (Gln 329, Asp 330,
Asp364 BX U Asp364 2 o2 TWw
% Arg 375 % EW, ZORGEEFERL W3
2N, RiIL, fEEEERL S S »ICE o
72)3 L 2 DITBEIC B B HERS T, R
LR d &5 RILATIS L Tw» 523, HIMEA
CEEMEMTSE I EDTEL DI EITHE
INTWRIL,

(ii) D:D HENEE

Met 310-Thr E#t & Asn 308 NN F| FEEH
Ot (Fhg Asahi)?

bbb Lz Fbg Asahi T3,
Met 310-Thr O &R &, Tk > TH I

4 KEHIMZ#KL 7 Fbg Asahi OFim
(T B A1) TOHMNBROER]

{E & 7z Asn-X-Thr & O FEINECF 2342 U 72
7912, Asn308 ICREID R > 7 F %
FoA4 ) IR NEAEL T 2 =— 7 off
WEREDFET 5. FinH 1L 36 RO~T s
HOBEMTH 205, EINEROIMERE (X 4)
WEHEOHMmE L, KEOHEEIM O > 5%}
T3, 5 FE#13,000 DRFEFEHEORE S L 1]
FMrEET L, CORFREHEND: DK
BN RITRL, WHERIGE D", BXU y#
DZEREREEEAL (GIn 398, Kys 406) 2012 b H
BETHBLT, InsoiieHEL, HimEm
ERLIzbDEEZOND, KB, ZORFENE
HEBRUEL CHRET L L, B Fbg i3 o
YEVIZ & o TIEHIZEE L, Fbn fHOREE D
EEET 22 ENBETHEI»O 5N TWBE2),

HERGELTOD:DESRFVWEETDH
LMV, I EEBES T 5 EAL
(Arg 275, Tyr 280, Ser 300), 8L U'D:D#%
AEOU L WAIE L CTRHBENICD: DFEEICE
BRLTW3 7 3 Es%REE (Gly 268, Asn 308) %%
EOEERT, BRZOLDONEET 2 &2
S % HIMER O 13 70w,

(iii) 7 SHEERBTZ R DIES

y HOEBEREE 2 RTEESTIIILR
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5NTW3%, #D—>D Fbg Paris I Tix CRIC
o — U RFEERESEESN TS R 1
2 2MR), ZOREREESNEE, HIMcEEEL ¢
WA ZERFREINTWERW,

II. MBEICHEUT2{HD

1. AaSHOEE

1) NREENEE

Arg 19-Gly (Fbg Aarhus'® & & U Fbg
Kumamoto?®)

HARIGHE “A” 2T 57 3/ BRERED
1, AaArg19-Gly & #2 @ 2 58 % T transient
ischemic attack D% & % MR AL ER 23
Ha3N T3, Fbg Aarhus TO T —F 3R &
nTwuxnd, bivb i BT L7z Fbg
Kumamoto Tl¥, desAABB-Fbn (Fbg Tid7
WZEIZHER) O burEUREEREMETL T
BY,desAABB-Fon A b EV2REL, S
ET 32 ek > CEEZHEST 2EAPE
BELRWediZ by Erny 4 7)) v s ik
BEL, Fr7zichl D Fbg 284 2 b D EHERE S
n, MR OEBs/zbDEEZz N5,

2) «CHENOEE

(i) AaArg554-Cysi& #2 5 F (Fbg Du-
sart?®~%® ¢ Chapel Hill III393%)

2RETCHE—DEERPFMSNTEY, b
WHIRE CRIET 2 IMBENEHEZE I TWw 5,

BEHEORSE Fbg 72 & /ESL L 7z Fbn 31
77 A &> (plasmin) 1239 2 EPUENE <,
BEEDOTI A I THUEL TH Fbn diixix
EAEEBEI NIV, ki, BEFEMSICL S
fEAT 1%, Fbn SRMEDIER ORE & g3 2 &
EbOTHIL, X VHERCHELT, Hiz
Y HEHFEE D Loz Bby 239%, mEw
ZEWEB Cys BREDO—ERIME\E 7 V7 S >~
EVANT 4 RFEE (disulfide bridge) %1E-
Twb, Fon O 7 V7 3 D A F
NdZEeh, TOLSREEMEZ b D Fbnifg
DR ERLIzO» bHINZ D, WTHIZL 5,

Z D X 5 7 Fbn DK ZEEE K <, 4&
NTMHEEEST L ENRBEINDE Z &»
5, I RXI U \OFEWIETIE LM E - TR
fEHEIC D7z dbDEEZLNTWD,

(i) Aa (461-610) FENXLI (Fbg Mar-
burg) 2V

HIMMERR OB T b il /e 23, Fhnidh T
HEROLMET, 20 RO, H—FHEICEL
TrEEYIBAM 2 5 Ul & 2 %, s X OfE
BRICKEOHIML TWw3, & Hig—HE~RL
THEEIRIMABE 2 FAE L, kL i
FERENHE L T 3, 14 d o Fbg i 1%
10~20 mg/dl £ L { &<, ZhIZEEDRE
ERE NS TWBOT, HIMORRRIZEREZ
IEMMBEOEEARE E L TRBICHES NS,
—7, MBREREORRE L LT, K& Fbg 43
TOWRENS, LTOXS BEENHS X
272, Thbb, 1) EE{EFon 7F Vi 7”2
A VEHIL, ol BHLEWI L, 2)
BFHEMSNC L 5 Fon @O 5, HxD
Fbnig#ix 7a b7 4 7V VICHY T % &
ZONBIEECEbOTHIL, »OMENRE
THsZr (E5), 3) 20D, KEBRDE
WEHENEL BV &, TH3,

¥ 72, XIlla ZEf5 X 117z Fbn Tl&, 1E%H Fbn
TIRAESNEY, a-y BTOEBHEEL T
7228, Zh o5, Marburg Fbn BEO#EE 13K
ELLBEEIN TV I EBNEGICHES NS,

INSDHEEIS, I OFIME TOIMEER
MREBORHNZRD X 5 ICHET 2 2 ENTE
£5. bbb, —HIMENT Fbn o &
nNze, ZOFn BB ELO TRBETH L0
I o@EEZHE L, %72 Fon BRICHEFE L
TZREEDE Z > TH, Fbn BB S s
WKL JRFRICEEL, MBREEZSISEIT &
WOSbLDTH5.

ZOHEESFIE Aa 1 (461-610) FRE~TT
FBRIMLTWwblzdic, KFkkxsZoho
CysdT2 E VANV T 4 RFEELTWBIET O
Cys 442 X Z DMF 2 K-> T, —EHME 7 v
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5 Marburg 7 4 7'V » OFEEEFEER
L Aa 85 C K% R IEH Fbg H3kD fraction -9 S EBIL 77 4 77D “#8 (IR)
e : [J@ CHEKIC & % Marburg 7 4 7'V > Of HiE
b WK% B Marburg 7 4 7V v O E RS

Fibrinogen Marburg
(o-ch 461-610 deleted)

6 MFE7NVTIVEFANVT 4 FiEE L TWw5 Marburg Fbg 3 F D%
BEHR (B 207V (B).
ME7 VT 21k AaCys 442 CHEE L TB Y, BREEG T, 2ho %
LKHITRLT:.
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TIVEYVANVT 4 FIEGLTWS Z & b fHHE
L7z. A&z Fbg Marburg Ti, SF¥ L T 345
FOFbg 21 3FDT7 VT I UDBFEEL TW
%, EBE, Fbg T2 EHTR L, 773
VERBEL TRV D, TIIVT I VR 15T,
HEIWEF2HTRHEEL TS D E WS 3HEE
DEELTW32 (F 6),

(iii) AaSer 532-Cys (Fbg Caracas V)3®
BETEN 2 5 EEH & iz «C FEIR O B
T, Lipd Cys BHIZFREODRHESFTH 205,
Cys BEDREBIZABICIIRE N TR W, 1F
2D Cys BB ST S EHET 2 &, MiE7
VT RIS T, Fbn Blo#EE  [F
BRICHIE OV b D Db LIt s,
PLE, W opDRERNZEESFTHIER
N7z &2z, aCHEEO Cys B TDITE A
CIRIMBEEICEEL TWwa, 8% 5  EH#iCys
O SHEICME 7 VT S VBV ANV T 4
FHEE L, Fbn O & 2 0 #EEL Tw»
20 EfEEINTW 3, Fbgs Dusart,
Chapel Hill III, Marburg 7z ¥ TEHZE S 7z
k212, Fbndid 75 A & it 3 2 HHiEA
vz &, FbhnfEixM< &b, HMEBEIE
BCHhLIERENINSDEESTICHEL
TBY, S, SSCHRNTREFETH S .

2. BREHNEE

Ba#HO N REFHICHEERE 2 H 3 5%>
PO DOGF TIMBEERRL IREIN TS,
(i) BBArg 14-Cys &#2 (Fbg I jmuiden)?”
KB I ~T O BEHRTH 208, [MREICHE
BLTWw3, ZORESFCTERCys BNED &
5 iRRE (BT VT S v EDfEERE) b
2 DB L TIXEHRDE Y, 130D Cys EH
SFERBRIC, ME7 VTS EDOREICE S
Fbn 8 O3 B 5 WS IR O RICBIE L Tw
DTN EEZSNTWVWD,

(i) BS (9-72) BERTF Foxin (Fbg
New York I)3®

FUHE X 23 OB T, BBO— AT HEEED

BHENH D, ZOXKEW A X exon 2 Z—3F
2b0DT, ZAEHIOREFICEHLT~T o
EETHSD., AL DIMBIECRELTE Y,
FEhE VI IHZERE THT L T 3,

ZOEFESFTH, £kxs B HOKRENR
ZF FWE O Cys6s E Y ANVT 4 RIS L
TWVWEREXED AaCys 36 B ZFDHF R LS
T, Wl SH EZEOIZhOWE LY ANV T 4
FEEE L TWw 372912, Fbn B 7HREE DR
BRI W DD EEESNRTWS, LaL,
ZOBROBEIBZENTWRWDT, M7V
TIUBEEL T L ES»EHRE LY
W, ZOEESTTIH Moy EOHMEN
BN Z EWREINTEY, MRE & OBEMED
AEINTWS,

(i) BBAla 68-Thr &#2 (Fbg Naples)3?

REBGIRTH 2 Fimd THRIEDFEIE L T
W5, ZOHTTH horErtofEEarelE
WZ ENRENTWT, D New York I &[H]
B, b u R ERE O S IR ZER
EDVFIEL TS EFEPEESN TS,

3. yHNER

bbb EFho, 7 7 ) 2 HAEOIL
BERFR CRE &Nz Cys 139-Tyr &#t (Fbg
Pretoria, RFEET — ) B &, HEHEE L,
FEIRIER DFFES 1 &3, T CAHKD Fbn
DEAIWEE T 28 (y 268 DARE) wwiEF LT
W5, BERESETEESN TS vy ORI
BOETIED - L bSnh, HEREDS MR
FED HIRDSHHRICEE S N 2 b DIXR SN T <
%.

(i) 7Asn319-Asp320 D27 3 /EATRED
K% (Fbg Vlissingen)*?

MBE 2 FHE L7z 34D A 7 > ¥ N B &
FOFRETROHE N ~T 0 EESEREE T,
BT THOINEDT S VBEHET 26
i (TGGGGA) OREMNIEHSI N TV 5,
yAsp 319 Z H V¥ 7 AFEE AL DORERL T 2 7
S BO—DT, ZORESFTHLAINVY YA
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FEHEITE L ETLTWw A, OS2

HHE
RESLH & MRZERE & OBARIZEA S 2 Thw,

Ebh)IZ

LAk, Fbg OBEEMEFIEICE VT, HI,
MiefE, AHEEEARE XS5, Fbg IZEE O#
REDEE SN TV A RN Z b DR RA THEHR
L7z, XHRIC X > Tld, Fbg 8% b OBET
BR S N BERER 2 T X TG RE L BED
JTh2b0bRONED, FUMEREDD
> T b [MEBIR 2R D R —FK RN D AE,
POFRRIZB W CAROERDBR S hen
FITiE, Tho OFERE 2HE b ICHRERI
HBODOT203EMTH 5, BRIEREFKHT
LHERERE R 2 X b A LEREL THID T, KA
WTFe L CRHiT RETHS S,

#H OB AROTT, bbhOWMRETOD
BAEEEODPEN LI, 2o DBRESTO
AT I IEE 15 ELL Eicbh D, BEL DR

8y 7, KEBEH4E, WRAEO#EROWMI %25
el ERIfEELTBE W, £, IhsiEX
A B W% & Al B & 11470250 B8 & O
11694308, i Oz KR 22 Te S0 © DR
BT,

X
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