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HATIIME ) U FESORIRBENNA T2 TH S5, HIZETEEG D
Y FEREDIERMKETTO —IWREBEML TOEFTNIZEAETH O, FREFEITEE
ETHERENEDIZONEETLIBEEICRMONH DO, MEMRITK > THR
MAWIZRIZ D, HRZENFLOREE ) U F T, WRIET LERENAR
HHRICERSEZTNETEINSERZ L TH> TVWEEEFD BVWIWLED I &
DR ET2>TL< D, BHERDOLDITELN S DBEENL VR TIL, EFEE
B DT> TWEBENS, TH3BAFER A, EFMOKERICHENZ] &0
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RRAEZT O FIRICEL O TH 5, 2000 £ 5 2004 F£F TOHM ZFH
RIEEZA, BWEIEITHEAEEY IO R— AIWEZICEE ) O F 3
CERDOEIMTHo 7.

ZOEAE, BEHY I FOEBRBEIN > TRWKEREGREDLZ TNDE, AY
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IV HEOER

1) HEiV IR FBLIUBAERAA IO R—T R

BEE ) < F (Rheumatoid Arthritis: RA) 13 W% E 0.5-1.0%
EERFERNSZNWI L, ETTHELE DEENEERBEE LD EE
DD QOL EDORFIREDKRENT &, FEOHEWREHENKE
WZEREIZKD, VI FHEEEORN TRODEEREERTDH 5,
SRBEDA TR, EMTPEOLARTH 5ROV TIE—KDR
WO TH 5. RABEDOEEAMI—MBHARALOK 10 F5
<, KETRIERDF EMEY ONES SEFRLEE D OEIIRESR
ERIBEDOTPEREEINS, HIMBRICKDEAARARGHY I F
(RA) BEERF THE—ILIEEE. 52 MIIFREBEETH S
N, U7 IOAR—RIFESMTH 10-13% %= HDH 5, TD
BAZiE 1985 £ TH 2000 FORFELTHEEN 2N, BRET I O
A R— AR EMRICHZ O IEEEREEGRNEF L7 RA BH5 00—
ERICTIE T DG M. BB EIHETH S, BARIZBITS RA &
FH (50-70 AN) #EETAE. BRET IO R— XDFIE
ERAET DB KR, FREMAH, BRREFEORRBIIEERBEETDH
%o
AETECHLEEREDHGICILETS27I04 K A &H (AA)
W, MyEY 2014 F A (SAA) ITHFRT 5, SAA IT1d SAAL & SAA2
D 2 FEEOSMRIE SAA (A-SAA) EREFRBVIZHELL T3 SAA4
M5, A-SAA I3 CRP E[EERIC IL-1. IL-6, TNF-a/& & DRAGE
PETA A VR KO TEEAEINS, RA, REHRI I F
PR, RIEMEGER. . BEEHRAREOBERENRRERET
WEEHICHZD A-SAA OEADNRHL. ZOXDREFHEDO—ERIC
BERMET IO R— AMWRIET 5,

2) AA7014 REHE SAAL BT

AA-7 204 F—I ATHMBICILET A7 2014 RERDOH KT
IHTT B E SAA BAD N RKigZ2EDEAWA &4 ORI EWE
MRDHLND, ILEF SAA WMFO7 I JBOITELD, EE7 301
REHDKEHS,E SAAL BEAICHER L, SAA2 HD SAA Wik



HERIIENDO T, BEICEET 5 DI3FITIE SAAL EHEEZEA SN
TWb, ¥EHEEVEEL TREXTXRTOY 204 B—2 RITHE
LTIAELTWAY 2014 R P EH (SAP) "b-&H%<, i
VA0 0, PHRE BEAXANEABRENLEL TV,

HATIE RAZBROD EfrZE L&, RA HRFIDOK 20% H DEEIC
7 I0O1 BIRENASNDMN, KETIE RA FIEFD 1-2%LL FiZ
LORDHENT, 74T RTE 5.8% EMEINTNWSE, ZD
KD IIAE OFIEHEZITIIAFEE, HEZEND V., EsHE R DB
BT a5EEZ5N5,

INFET SAAI gene OEHI— RO LR (SAAL.1 (SAAI
) , 1.3 (SAAlr) , 1.6 (SAAIB)) &7 3014 R—AFKIED
BEARET S 4. SAAL 3 BEFHNERKEFTHS I ENHAZF
IMIRE N7z (Moriguchi M, Terai C, Koseki Y, et al. Influence of
genotypes at SAAland SAAZ2 loci on the development and the
length of latent period of secondary AA-amyloidosis in patients
with rheumatoid arthritis. Hum Genet, 105, 360-6, 1999)., ¢
2B SAAl OEHER 388 (SAALL, 1.3, 1.5) OFEEEIZHAT
WBFF1:1:1 THAD, HEAAT7IOA R—U AEBHTIL SAALS
D allele BHEIX 60% E#EINL ., KIT SAALS5 &\, SAAL.3allele
EZHT5H5RABETIEY I 04 R— AFEHE D relative risk 1 1.72
T, SAA1.3 ® homozygote Tid 4.48 £72 1D, SAAL.1 allele OFF
EId risk 2K F&EE %, —JF. Caucasoid —f A TIX SAAL.1
MEHE allele THO., DWT SAALDL £ <., SAAL.3 DHEEIX
T W, 512, Caucasold ORHITIL, HATOBEREILNIC
SAAL.1 ¥ AA-7 204 R—L AREDEBRHETFTH 5 Z E0NH T
INTW5,

I BT SAAlgene @5 BRI T O —HE OB ZFT,
SAAL.3 XU BEHACT I 01 F— AFREICEIH T S SNP  -13T
INFEIE DERRIK T ThH 5 Z E&2#E L7~ (Moriguchi M, Terai C,
Kaneko H, et al. A novel single-nucleotide polymorphism at the
5’—flanking region of SAA1I associated with risk of type AA
Amyloidosis secondary to rheumatoid arthritis. Arthritis



Rheum, 44(6), 1266-1272, 2001), SAA1.3 &-13T iZ2id 100% D
linkage 2% D, & 512 SAAL.5 O—EAM-13T & link L CTW/=,
VT 25— - Ttk SAAl Bz F 7 OE—%F —iEE
L. -13T #F 9 % 7 O0FE—4 —haplotype Tid, -13C =%
D haplotype {2l T, SAAL mRNA OFELENTHEL TWD Z &%
HW/E L7z, —F. Caucasoid control IZBWT SAA1 -13T O#EE
<, BERATHASLNZ SAALS &-13T @D link R 5N Mh -
7=OT, -13TICL D HAA & Caucasoid D7 I 01 R—3 AFRIE
BIEDEWNHIATE 2 EEZ 5N,

RIZT7 04 R— AOEENERASEW ML ET 2 5 2R
DI —T EHEIEEITY., HAZEDZ 3 MO 2 04 R—
VABFENBEOEBLGTEMIT UL, ORI SAAl BT
D-13T BLW SAAL3 IFHERANTIE Y I 04 R— A RIE DGR
HFTHo7ZN, 740272 RA. ML ANTIIERRNF T30
o7z, INHDOAFETIE SAALLI N7 I 04 R—3 AFREDEKRNA
FTHO. FAXRTZEH TS O R B RS MEBTT BT LR
o7z,

SAA]l BHETFHAHIWEEADATIE AA-7 201 R— AFEIEH
JEDOANFEZEZZEZHFTERN 72D T, KRIZSAAINEITHEZE MIFT
HKILEME OREELZEZ -, 7201 RILEBMITIIREOEAN
FIRFICIEE T 5 2 ENASN. TNET SAAI BLEFLUSMIBEK
DBELBTFMNAREDERRN T E L THRESN TN, ENd 07k
AELIC R TW 2, HILEVMEOFTH > EHIEBEENZ VDT
201 RP&EHA (SAP) TIEEMD 10-20%%Z HH 5, =512 2002
12 Nature F8 IS T Nk &Y R-1-[6-[R-2-carboxy-
pyrrolidin-1-yl]-6-oxohezanoyl]pyrrolidine-2-carboxylic  acid
(CPHPOIZ L 21 SAP DK F &, CPHPC #5112 L5 & MiFE
7304 R—ZADkFEIZ. SAP N7 I 01 RILEICBWTEER
WENZH LB EERT EHEZ SN,

T TCAMETIIHREEY 2 04 R—J AREICHBIT S SAP DO
BIZDEMF LTz, SAPERTO AA-7 I 01 R— AFIENDE
5%, SAP B FEAMITICL DT>, £z SAP & SAAl HEH



EDRISEDN SAAL BR O isoform 2 & 0 Bz 5 algEkE 27 % . SAP
BETFEZAE SAAl BETFEZROMERERICE 285 HHEIT L 77,
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V. BIZERR

A. SAP BEFHXERORR
1) Xk

HRIIAARATIOA =R 74 4], HEAND > ~O—)b 74 41,
Caucasoid [E% DNA panel 50 ], 74 >S5 RAAA-7IOA R
— A58, 74292 RAaO-IL 80K, RILVOATYIO
A R—=2 2454, MLaANa> ba—)L 50 #%H Nz,

2) SAP {5 T SNPs DR

1987THICHE OEEMEBEH ) U F 2 H & LUME TSAP
gene®Mspl RFLPEAA-7 2 04 R— T ARE & DOBEENRE S
7= (Woo et al, Lancet 1987) 7%, B TREEE SNz, €I T,
A2 —%v RZERAWF—F RN — 2128 RS N/7-SNPsZRE L /=,
SAPEETFIEE 1 TAakizh D 2 DDexonk D725,

JSNPIZ I 5’-fkanking regioniz 5 A7 (TAGZBAS &L -
343G/A. -443C/T. -874T/G., -1246T/A. -2024A/G) N &k
INTWN, exonf@IFICITREIZ Moz, T D& D HIRE
KUIETENL 2 H D-443C/TERFERIM E U TRIR L 7=,

dbSNPTIZT V) > 212 1 Jifr. +547A/GRBEREI N T Wz,

S DAL ORFLPZ 7R3 Mspl siteld5’ EFi5.6KkbICAH 9 % A%,
Mspl D iR E Fccegld ERE S DcontighlFl L D IR A TE Iadh
> (K1), —H. TV 2 2IZHFEET 5 Mspl DY) BrEinr iz &7
NhHIEERR LU,

X1 SAPE{LTFLEOMsplUIiEifz (Woo P et al. Lancet
1987)

45 B B Mspl RFLPER T H-WCHRWEL-
contigh HIZHRR TET ~ SNP (439G/A)




Rl Ddirect sequencingic &k V. +439DMEICGNSADERZE
HOHONDH Y, Hiz/IRSNPTH D Z L &R LIz,
3) SAPR{xTSNPsDMBHT

X 2

NLZRT
X2 SAPEEFOIIYV Y (FU—2&T7)—) #E. &R
d— Rk (FI)b—). SNPERML, AT 51 < —8h (2
DRrEF L IR BRT,

6006241
6006321
6006401
6006481
6006561
6006641
6006721
6006801
6006881
6006961
6007041
6007121
6007201
6007281
6007361
6007441
6007521
6007601
6007681
6007761
6007841
6007921
6008001
6008081
6008161
6008241
6008321
6008401
6008481

6008561

AAAGTAGAGA
GCAGTGATTG
AGGATGAGAA
ATATCTCAGA
AGGTGGAGAT
ATAARATGTAT
AAACTTGGGG
AGGATAAGGA
ACAGAAAGIT
GAAGGCACTT
AGAAAGARAA

CAGAGCACAG

ATGGAAACTIC
TGTCATTGAA
ACAAGACACC
GGCAGAGAAG
CTCIGGGGCT
TAGTGGGGTC
AGATGCTGAC
AGCACCATGA
TATTCTCCAA
TTTAGGGTCT
GGCCTTGITC

AGCCATCAGA

ATCCATAACC CFGCTGCCCT

CTTGTCTCTA
CTGGAAARTC
AGTCTARGGG
TATAACAGCC
CACACAGGTA
ATTTATACTG
GTTACTGATC
TCTCTCTCGT
GAGAGTATAG
GTGAGCTGGG
TTACTTf:aA
cerrrentce
AccceTETCC

GTGGGICTGA -

/

[
CTAGATCTTA

TA TACCT

G?éTTTCAIT

ATAAATAACT
ACTCACATAT
CATGAATATC
CTAGGCCAGG
AGGAGGTGAR
AAGGTCATTA
ATGTAAACTT
GCCTACAGCC
TCTATACATT
AGTCCTCATC
GAAGCTCAGC
AGAGATTGGG
CTGCCAATAT
GGTCTTGACT
CATCTGCAGC
GCATTTGTTT

GGTAATTGGT

CCCAGGGATG
ARGGCTGATT
ATATAATTCA
GTTTGAGTGG
GTGAGAGAGC
ATCACCAAAG
ATCTICTGCAG
TATGCAAACG
GICCCTCTTT
TCAGCAGAAA
CCATAGCCCA
GAGGGGGCCC
GCAATGACTC
CCCATTGATT
TATTGGTGCT
AGACGCTAGG
AATATGAACA
GGAATGGTCA
TCTTTCTITIC
GATCACACCG
TCITCTCCTA
GGAAGACACA
AGGTATTGCT
CCAAGATTGT
GATTTGTACA
CCTGGACTGG
CAACGAGAGC
TCTTTCTTCT
AGTIGCTTGIC

GITTCATTAT

| dbSNP  547A/G |

AGAATAGGAA
AGGTCTGTIGG
GGGATGAGAG
TGGTTAATAA
CAGTGACCAC
ATGGATTAGA
GTAGCATGAA

AAARAARAAGC

GGATACTTTG
TGAGCTAACA
AGAAAGAAAT
ACTGTACAGA
TGAATCCCCA
TATACACTCA
GTAACCAGAA

ACTGAGTAGA

IZSAPE R T %25 O DNARL S| & SNPs sited LK Oprimer O &R

JSNP -443T/C

AACAATGATA
GAAGAGAGAG
AATGTGGCTA
GAGAGAATGA
GCACCTAGTG
ATGACCAAGG
AACAAGTCGT

AGTAGCAGAR

qCCCTTAGCT

TTGCCTGGAT

GCAGAATCCT
CAARGAGGGCT
AGAGAGCAGA
TCTTCCCAGC
TTCCAGCTCA
CTTCCTCCCC
GGGACAGCCA
AGCCGCTGCT
AGAATCATAA
TTTATCCCGC
CTGGAGAAGC
CAATACCCAA
AAGTTACATC
GAATTTTGGA
CCTGGGGCAG
TGTGG3ACTC
CAGGCTCTGA
ACTTGAAAAT
TTGAATTTCC
ATAGTCCCAT

CCTGAAAACT

AGAARTATCCT
GAGCTCAGCG
GAGAGGCTCT
AATAAAATCT
GGGCTCACCA
CATCCTICACC
CTGTGTTGIC
TTGGATCTICT
AGTGAGARAA
AGACCTCAGT
CTCTACAGAA
GGCAGGGATA
CAAAGTTATC
TCAATGGGAC
GAACAGGATT
TGTGCTGCCC
ACTATGAAAT
GAAATGACTG
TATCTGTATG
ATCTTTATCT

CCAATTGCCA

ATACACICTG
GCTGACATGG
GGGTCACAGG
CTCCTITCACC
CAAGGTGCAT
TGCTACCCTC
GTCCTCACCA
TAGGTTGAAG
GGGAAGGTGT
CTTTACCTTG

ATGAGCTACT

CCAGCCCAGC

AGTTGGAGCT
GTAAGCGCCA
ATAAACCCTG
ATCCTGGTCA
GCCTCCTGGA
CTGAGATATC
TTGTATTITCC
TGTTTTCGAG

AGTTTATAAA

GAAAAGTICC CGGCTCCAGT

ACCTTTGGTG

CCTATGGGGG

CCAGAAAATA

CAGAGGATAT

TCTAAGAGAT

TCTGCCTAAT

TATGTCTACT

AGTACGGGGA

GGGTC
GTTTGAT
TCCTGTCTGC
GTCATCATCA
_—
uTGYTCAAAG
TAARRAAAATA
AC! TCTAT
GG CCTG

ATTCTTGGTG
GCTAAACAGT
CTTCAGTTTG
GAAAGAATGA
GAGCTAGTGA
GAGGAGAGAA
GGAAARGATCT
CTTCATGGGG
AGTCAARGTT
GARCTATARR
GAGCTTCTGG
CTAGCCATCA
GGAGGCAGAC
AATAACCTGA
CTGCTTCTGC
AGCCTTITGCT
TTTTCCCTIGC
TAGAGAATCT
CCTATAGTGA
GAAAGAGTITG
GCACATCTGT
TGCGACAGGG
AGGAGCCAGT
CTATCAGGGT
AACCCTITGGT
CAACTGGATA
TATATTGTAT
CTACTAATTG

TAAGTAACTA

Msp1site |



Z D3 HPATOSNPsIZ D E, -443C/TidDrallliz & 5 PCR-RFLP,
+439G/AlFMsp [Z{FH T APCR-RFLPIC T L7z, /Y
HIFREEE D72\ +547 A/Glddirect sequencing i THRE L 7z,

S BITSAAILBNIERD HiEIc kD, -13C/T&2995T/CH L
R3010C/TZPE LT, SAALl exon3?d2995T/C &£3010C/TIZ &
NSAA1 dallotype, SAAI.I1 (SAAla), SAAL.3 (SAAly), SAAL.5
(SAAIB) MPEINS,

C.BhTHR

1) Exon 2 @ Mspl site+439G/A 1%, G5 A OEENDEIF
FELH 72 SNP &EZ 5z, Z D2 T synonymous mutation
TY 2 /JBIX Prolin TH 3, AZHDHDIEIPDET,. HEADT I
O1 R—J AFED 2 MO —IVEETHEIIIZEII RS, £k,
Caucasian. 74 > RA, MILOAEHBERTHEICERZAS
Nizmholz (F1),

#F 1 Genotype frquencies of the 439G/A at the SAP gene
in different populations
Allele frequency of 439G/A at the SAP gene

439G/A No. G/G G/A A/A

Japanese

control 65 0.96 0.04 0.00

Amyloidosis 74 0.95 0.05 0.00
Caucasian 50 0.98 0.02 0.00
Finnish

control 80 0.94 0.06 0.00

amyloidosis 55 0.95 0.05 0.00
Turkish

cntrol 50 0.94 0.06 0.00

amyloidosis 45 0.96 0.04 0.00
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2)dbSNP IcB &I N/ > 2 D+547A/G i1 direct sequence
T7I04 R— A8 10 &> O—)V 10 FITHRE LN, H

A ANIZLH GG ® homozygote THVO, 2> bO—)LEEETYIOA
R—I ZABTEEF RN -2, TOEED synonymous mutation T
72 B3 Valin Th 5.

3) 5'ERD-443T/CTid. HERATIIT alleled’#20%. CAN80%
T, 7304 R—Y AHTTAZWHERINRESNED, 2> hO—
WEBEEY IO R—2ABTHEREEER RN >, LML, Caucasian
TIIT alleleN75% T, TECoalleleHENH AR A &Mz L TWz (&
2),

&2 Genotype and Allele frequencies of —443T/C
at the SAP gene

Genotype Freq. Allele Freq.

No. T/T T/C C/C T C

IEH & 74 4 14 56 22 126

0.05 0.19 0.76 0.15 0.85 |

P=0.19

amyloidosi 70 Z 21 45 29 111 N

0.05 0.28 0.61 0.21 0.79 |

. P<0.000001
Caucasian 50 27 21 2 75 25
1

0.57 0.45 0.04 0.75 0.25

-443C/C @ homozygote IZH A AIZ1d 60-70%H DHEETH 51
/=7, Caucasian T3 4 %I UNFEEL 72, -443T allele 13 ED
ANBICBWTHE7IO0A R—ABTEWERIICHSTZIN, 74 >
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7 FATRRZY IO R AFTEINL T (83),

# 3 Genotype and allele frquencies of the -443T/C
at the SAP gene

Genotype and Allele frequencies of —443T/C

Japanese
Control

Amyloidosis

Finnish
Control

amyloidosis

Turkish
Control

amyloidosis

No.

74

70

74

55

47

43

T/T

34
0.45

34
0.62
32
0.54

32
0.74

T/C

14
0.19

21
0.28

¢ o= o= ow
NO AW wN A
N &

Q=
w

c/c T
56 22
0.76  0.15
45 29
0.61 0.21
7 103
0.09 0.68
4 85
0.07 0.77
2 77
0.04 0.75
1 74
0.02 0.86

C

Q= O —

4) RiZ. SAPD-443T/C SNP&LSAAL BIETZEOMAGHYE
E7 I04 F— AFE & OBIEZ T L7z,

100

60 [ 1 =

40

20

No. of
SAAIL.1 alleles

58 1l 2

80 [ 5|

35 28

8

0o 1

2

No. of
SAAL.S alleles

15

15 29 27
LT[ O -443cc
d 'l -443TC
B -443TT

No. of
SAA1.3 alleles

X 3



HAAY I OA R—ZAEFEZ,. SAALL, 1.3. 1.5MalleleZ
<DHLDONT, ZNFNIBICHT, TOEZEHOTTO, SAP-
443C/Tdgenotypell| DE| & Z X 31Z/RT ., SAAl a allele$ TiZ
—E DEMANE7R <. SAAL B TiE B allele’%\WiE &, SAP 443T/T
RER-443TEZ B DOENEIM Lz, —F4. SAAl ¥ TiL. 7allelel®
% NWIE-443CCOREDEENEM LU =, MErIZIInwInsgfH
BTl aho iz,

EERERRNSTZHDOD, EOANFETHSAP-443THN >~
—VEEICHRT, 7304 R—Y AFITEZ < A5NZ, RIZT7 IO
14 R—=2ATE< K53 5SAP-443T & SAA1-13T H % W id
SAA13DBHRZ > v O—)L &7 304 R— ATHE L &
4),
x4 HAANYIOAR—JAFEED D bO—)LEITBITHSAAL
BT ESAPELTOMAGHEICL B B

SAA1.3(+) & SAP-443T(+) < DA

a>bhOo—)b 14 ol

7304 K= 17 o4

SAA-13T(+)&SAP-443T(+) F DA,

J>bho—)b 10 39

7301 F—=T A 19 441

HAANCZBWT7ZIO0A R— ADOREMLKRNA T TH 5 SAAIL-
13TdH 5 WIiZSAAL.3 allele & SAP —443TOWME B OHEEZ., 73
O14 R—ABEA PO IIBHETES L ENAL NN DT,
[FREICSAALIRSAALS & HSAP-443TId B 2 R & e - 7=,

D.&R

Z DWFE TIISAPOBIZTZRET L. L7 EEBICH I A H
L7ZZ1ISNPEZEDTITIY) D2 HFES LD 1 JIFF®d 3 SNPs
WCDET7IOA R— U AREE OBEEERF Uiz,

SAP ® SNPs @5 % Exon 2 @ 2 # @ SNPs +439G/A &
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+547A/G 13 synonymous mutation ThH 0., 73 JEEEHEIZAE T
o lr, ERINGDOEANCELTIEHEEAADTYIOA R—TX
O RBETHEICIZZEITRLS, £/, Caucasian, 74 IR
A BIVIAEBBEFHEREZA NN DT,

—7. 5Kk B D-443T/C SNPTIE. HEANTIIT alleleN#
20%. CN80% THBHDITX L., fihd 3 AFETIIT alleleHhN75-80%
zZ5®, TEChalleleBHENHAANEH L TWe, —F5, 73O
AR—VAHERBREEZLERDEEANETY I 01 R— AFTT
aleleNLZWNMEMIZH 0. 74 2T > BEANTIEZEDIERNEDN - 2,
H A N TIISAP-443T D EZIT D70, THNRE D SAAL
allele EBHE L TY I 04 R— ZAEBFIZBWTHINL TWRnH
R U, HEATYIOA R— ABEZEZ, SAAL L, 1.3
1.50%alleleDFE, H HI1ISAAL -13TOHFETK 5 L, SAP-443T
Dgenotypedl| DE| G Z T Uiz, T DFERSAP-443TIISAAL DF:
FEDallele B L Ty I 01 R—2ADEKRZEMNEE 2 &133%
Zunaholz,

UbEXy, SAPIZIZER LIV DERNT: < SAP SRINEREC
THEMET Ia A F—VAREICEE LY, FFED SAAL allele &
BEE L THRMT I v F— 2OREICEES T 5 FEEMIERN &
Ez b,

E. SBOWEDRMH

SAA1 B=F D SAAL.3 allele & 5 W& SAAL1 13T allele W H 2
ANZBIFA7IO0O1N R AFREOURAITHDH I LT, EEERDT
W—TI L 0HE, BRINTBY, ZOHEERITEEVWRVWESD
HHIbH, FAEERIC Caucasoid I2BWNWTIE, SAAL.1 allele WFIED
BBRERTFTHAHIEDIFITHEEEZOSND, BRA. ZOHED
EWESHPATAEORERELRTFOERREBERZL TVWEN, WEEIT
HEIZEEDEFELLS ZENTERY, SRIIINETCORMERLRTT
TO—FX0b, MENRERTERERMIVLEELEDNS,
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