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AUAAINITDAANITAFS Martinez uazane® NIAAN®
- P p o 4 i °
NATRITEAU Ca NH anglaaniniginuaesls

fAanfluseazFusia : : rudnanguithenldiuannng

sy Ca gafung 2fu Ca luidendnanisiiiy
U3unnd Ca luemnsan WiRBAF NI ANE1I09 Rudnicki  uAY
AuY” TaANEINANIT -HPT lasfauifieussdu  PTH
szudnanguiilenléFu ‘Cafmaumia: oem FUBMaen (placebo) LANITANS
WudNsTAL Ca 1uLaﬂﬂ‘ﬂ®¢ﬂﬂ%¥f - wuummmﬁnauw‘lmumuaﬂnmaam

FrAILA l.’)ﬂ’WWI"Iﬂ’\i‘ﬁﬂE WAl Ca wmmunﬁuammnd'\

naufiléFueuaan ATpnasAREaTIe2we i i, 21HPT 52y Ca lwdemiing

AasTAU PTH D :
A7Nng viafiaaandusaiu vide
Auianemingans

calcium sensot] receptor (CaR) 1ag CaR m?uwwumﬂﬂvmL'namm"wnulmuluﬂLﬂ'a

W T A -
L@ﬂﬂﬁﬂ HEERENY G-protein llas auN174 Li‘Nﬁlu'ﬂﬂ\‘l PTH

(pre-formed PTH) i mumnﬂm‘lmm’luﬂ%nmﬂuwﬂfamunuoﬂmmmmmu‘nm
CaR Lﬂu@nuuqﬁ%amﬂrywmua'lmnmmo: 2 HPT TannsAnenfitiumnuanaliifiugn
lunnqe hyperplasia 1896auN151IN08AA1UIU CaR AarHFNIAARY danasanisa8n
qw%'mm Ca luntsfudanisaie PTH Gogusev uarAn IdinnisAnmibeidafildann

Aanns nsesminfuazilaBiaandeniinigg hyperplasia WauFauiiauiBunninis
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3 1 1
WU CaR  HANITANMINUINFREAZIDINITNY CaR  protein  luiiiaieiadildannsay

a

el _ y oo ¥ ; 0
w131 lnrea ANAANNIY hyperplasia  HUFNAMAININLBIE R nAeNNIs1 InseasUnR

o o

' IS aa o 1 r:ﬂld
DUNNHULANAUNINADA LUANKUDINITAAITIUIUDB CaR 'Lum'auwww'lwma Ny

n1qz hyperplasia flalsanunsaeduneldetnednian wA@adnfinaannszuaunis mutation

1849 CaR

NANITAN®I28Y Gogusey WATATUEY @BAAREINU Ritter WarAMIE” T9RN®INIg
] ° P ' - pu
Wasuwlase9auIunNmL CaR tlaansiaNnIs Inseafreenyniniazlaong
i1 PT sinlaalvinylaFuaunsndliunn
PO, g4 n1sLlasuuLlas] 1818 ﬁ&‘lmfaﬂﬁuﬁqqnna‘:ﬁulﬁﬁmqu
" - = ; "?
2 -HPT §1fu1nd CaR

FUAIMNANWUSTIEWINNTNA

N19¢ hyperplasia 19

1n Farfianaunisdu p TNNTNIBINIUTUA ultrafiltration
UATNITAATUNAL (reab 1i19nutaslmdenassnsnsiusentes
PO, ATAAAY NITATLANSTY g én NUNNTHANAY PO, L%@jéwmﬂﬁ
renal tubular éQﬂﬂ1ﬂﬁﬂQUﬂM-'L umfaﬂmmmwm:qu GFR fn1
20-25 miimin PTH@AS A Rsaisas 1888 PO, ERRvN RN sAaTes PO, uay

a - I r ) - ] '
NANZIRAANNDALNALIY T dd : SﬁQNﬂWQﬂWQSQNQﬂTZM’J'N
J

PTH Amduduar Ca nmazidasiivsamafiuiuauiadnsinwuuinlugilen ESRD
‘I n U ' v v S
m?ﬁnmm-ﬂﬁﬂyrlﬂ?ﬂ mﬂfj;ﬁﬁm 194¢1]98 ESRD 4
LU PO, gangn 65 mg/dl” dmstinsAnmludilitinelng a1gal sedTmmniatas™ g
b4 L7 ‘ 4 ° 1| o
e ENRTORG Nl v
N1 6. It

naanuaesAne lfuanliiiugy Mazidesiineammiiudanasiaszdu PTH
waziflutladudAgyinsssiuliiinniaz 2°-HPT wisevinlinnay 2°-HPT HAonuguussnnau

d = ! |3 .'I
Wasannazideaiveamaiiunseiusannininsesslidaualuajauuazuda PTH un

11,13-15,35-37

PR . - 4
AusuinnIay 2°-HPT Martinez WazAme” AnMinaraanInziaantwasWaiun
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fifisesziu PTH 'Luéﬂfm‘lmwlu?m:éw’iu (Crci>65 mi/min) uazlugilos ESRD  Taw
Uszifiunaranfiuin PO, fisefuluemsiidsdeszéy PTH aasdiles dilangnus
aaniflu 2 nquAenguiildFuuazngui lléy Ca naunu sinnsAnmlnouiadlu 2 a1lu
ey Tmﬂlu-ﬂ'zeua‘nﬁﬂo’ﬂvyh 2 nguazléfuemnsianiatiinnillsiiuue: PO,
udaaniuazlfuemsid PO, Wudaulizney Aaduuiinszau PTH luusia zdas
n1sANEA 'qu'.h'lu'ﬂomQﬂw‘lm%’ummmmnml?‘mml‘ﬂ?muua: PO, nquqﬂoﬂ*n‘lmn

Ca naunuilszsiu PTH andinguitlailaiu ca nauny uiiilafilaglsfuewishil PO, 1w

douilsznau LAy PTH mmuﬂwm ‘1f 1 qum'nunfnmwumuﬂmquummrywm
anm ummmsﬁm:mmmms

Basal: ANTNAY, Restric.gn: lasuewsnnsanlsauas ﬂaﬂm P load: l#sunegmavauny
¢ M: Ca naunu, O:yldT Ca naunu

P %Mﬂ PRRIE YN b e ——

LildFuuaadmaunuluusiagdesraanisine £
'Q W ﬂ\ﬂﬂim ANV g
u'an'-nnu Francisco uazane™ MAnmngueilas HD wazfissdy PTH u1nndn
300 pg/mi TasRamunisasuulaesssiu PTH ssudnanisveniaen uassinnig
WRuiieusziu PTH szwinangailiirendneladeiiBunns PO, uar Ca snafléun
1.high PO,-low Ca (sz#u PO, 1.9-2.6 mmol/L, $¥AU Ca 1.5 mEq/L), 2.PO, free-low Ca,
3.high PO,-high Ca (s£#u Ca 3.5 mEg/L) uas 4.PO, free-high calcium NANITANMI LGN
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- a a X s o - 5 Y o N
WeszAu Ca WnauaInnslifuuaadondeswanniiendneln sxiu PTH weedianas
' o d' a. d” IS o v |nﬂl a o
AARY UAANINTEFU Ca MANGIIURNARATTAY PTH 1835108 udlilaNa1siInaanszsiu
PO, fansnelaunfFauiisussudnangudiaanlsfutinandslaefia high phosphate uaz
[ 9 ' o ' i P & a .
phosphate free NAUNLY1 N13anAIUeszaY PTH Tungudiaailauiandrelasiia nigh

J °I ' 1 v 4 o/ g -~ o i
phosphate HAsndngugiaenlasuinandelagiin phosphate free nauamnasagy 3

1200

1000

800

\-PTH, pg/ml

seudanaugilo Ainend . haﬁ Waz1iA phosphate free™

mnuﬂﬁﬂﬁﬁuwﬁ ﬂnﬁuammmmqmmm?

ARTTHL PTH U89 Ca AARAIAY ﬂi"ﬂ'ﬂﬂﬂﬂﬂu\!ﬂﬂi‘ AU PO, ummmmnﬂwmwumumms‘n

e SRTE VNI IES b

PO, 7199917 mg/dl msléfudmAiuinagluuudauazFullszmuliianuisoannisa¥
wasuda PTH 18" waznslafudmtuddanaliifinainisticassiinasasssu Ca was

g

PO, 183519t Lﬁmmnﬁmﬁuﬁaﬂnqw‘ﬁtﬁummm%u Ca AT PO, AINNNLAUBINNG AINA

&

1mnmquumaL'nﬂum'lul.a'amm"n'm.,mﬂﬂuﬂamwmmu"lm ﬂ\luuﬂ’]i‘ﬂ']UﬂNi"’ﬂU PO,

o

LildiAannsideaiiveamanudaduuanienisinmuasileatunias 2°-HPT wmmy
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wazgiles ESRD  avsdimidududuusn uaruenainuaaesntavidanineainaiiui
nezsuliifianiar 2°HPT wda lutlaqiudanudninasidesiinvesmiudlutladedes
A1AY2RIANEAUNRTIITTULMARAIRaALAE TRl NTANAZNAUIEY Ca L3190 soft

tissue WATNI9LAA calcific uremic arteriolopathy (CUA)‘w'42

2.9 MR ANNARNALNULAZAMNAALNAUTDITETULRARALARALAZTA LA
] J Qs . .
1uéﬂ9ﬂ1m1ﬁﬂLi@ﬁﬁ:ﬂz@mﬁ'\ﬂ (Hyperphosphatemia and cardiovascular

mg{/&hummmuﬁ T

Tugtlan ESRD  ileeaaitin@ilngnandenisiae guanngui® WanFuuiiay

complication in ESRD)

ANuRmINRT89ss A1AtYNIZNIaTiny

sndagtlos HD Aude®Tpetins gM9N19188A3maIN CVD gandn

ANRaLUnRrBTsuLseainaR uaziala lugdilos inlinsdnszdy PO, figuite
AazidasinagWAiY 'f‘ Beana Marchais wazany’ 1HAn®
ANUANRUSTTNINATEAY PO, '. Y

- J‘M::l % 'p \ e o °
glat HD Imﬂu.mm:imﬂqwgﬂﬁuﬁ'wﬁ BRGNNNITAU PO, A1 (serum

PO,<2 mmol/L W3e 4 .75 mg/dl) Wazng

>5.75 mg/dl) LI.ﬂ:LLrﬁ“ﬁgﬁﬂU A3 'lmmﬂmmﬁﬂmuazﬁqh WU

wanias AR Ul A EENAUSIUNTIRANAIE hyperkinetic circulation A7 RNNAS

ﬁwﬁummﬁﬂﬂw% EL% %8% % w &eqaﬂ»‘sia stress) 9nN2TMENY

mcmlmnmrmﬂhmﬂnm'lumfmmum@m'ﬂ'a‘lm

ARTANN I8 umwmaﬂ

WwRAna iU Ganesh wazane © AAnmANANRUSIEndansIiNTR9sEiU PO,,
CaxPO, product uaz PTH fudANIAsFan AR TAR (relative risk of mortality:RR)
Faelsanaszumaenidenuazinlalufilon HD 12,833 18 uazfnanudiaaieiuiin
awvansdedinsesdilaeiusazioan 21 ARt TBaTEAY PO, 'nmcﬁﬂ'mlum?ﬁnmi’:

) o o A ) o d'
WINU 6.2+2.0 mg/dl 7TAUT29 Ca leaeninu 9.4+1.0 mg/dl uwaz CaXPO, product L1aqg

' { A - J o i z o 6 o i '
Wiy 57+19 mg”/dl’ MsAnminudnsziy PO, AgeliuiiAnuduiusiudinaudase



23

nadedansaa lsAn1ssuLaaaaanLasin lanuTL TataniretinatianaudesRanis
WBadansaaainuialnfaesaanidaanlanlsuns (coronary artery disease;CAD) WazNNg
a aa as o d; a [ o 1 a’ .&’ o
WReTALLLNE AU (sudden death) HANANTNIANNANNUS TEUIN1ANITIANTULDITEAL
PO, WATAN RR AIR1ULNAINAMASNAT WazA1 RR $94184n19&8T9R (RR for all causes
“ 1 AI g o U Q' 4
combined) WUAINSRNTUIBISZAY PO, NN 1 mg/dl damaliiAn RR 289 CAD tnau
%0885 9 UATAY RR AMNMALTIALLUNSIIAANTRER8aY 6 A1NA1 RR $91989N17

Redin uaniilanFuumeusl RR ?zudwnziuﬁﬂfmﬁﬂi‘“ﬁu PO, 2.4-6.5 mg/dl fiungx

guaeRfisziu PO, NNNG1 6.5 mg/ unﬂqwm:ﬁu PO, ¥1NN31 6.5 mg/dl #

mszﬁumfmﬁﬂwifam;L?ﬁﬂ%‘ﬁ&\
PO, 2.4-6.5 mg/dl atino T TINO

, mn,g NG ammsﬂw 4uae5
#"

den death mmqnauuﬂomm Ay

1.4 -

RR=1.05 for All
auses Combined

1.2 -

0.8

ﬁ ﬁﬁﬁ%@] m th annsknown Missing
FRARIS ﬂé”ﬂﬂ SR N el o scoom

p<0.05, p<0.0071 WitLAELiLAT RR 1.0

d 1 W H o’ d
519 4 ANANUIALNT9INAETAR (RR) wegthenlsfunisWanidensanipseslaiion

1 1 A’ A’ o o
ARBIANUAFNNAANITINNTUNN 1 mg/dl 283sEAUnaaA luFin™
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RR
18 o
RR = 1.21 for All Causes

Combined
1.26 1,25* 1.27
1.18

1.49™
1.4

1.2

‘:"'i
LWW)") RR 1.0

MAFING wisuiiguszndnangugis

k&’afmm:muwrf)mﬂmmvﬂ Fu

210 n19zLa9 ']‘iﬁ]ﬂﬂzﬂ’ﬂu‘ll’ﬂﬂtkﬂﬂL%ﬂN

(Hyperphosphatemla and \_/ﬁﬁ,@ér camn)
T A s {

Vascular ““calcification  A8N1 & sTNaULAALTENWARINR

(hydroxyapatite) mduLLuﬂLuﬂmfaquaammﬂmamqh ‘l&lﬁnaﬂmaﬂmum auwala uay
nz’w"\mu@m scul ification ilua Wh&1Aty1890192 arthrosclerosis LATAINN
fmUnA9a ué‘ljﬁ ﬁ:g:ln N&I@lﬂwﬁmma CNTABTIATDY
gilaw Tmﬂwm'\m?mm vascular  @alcification mfmuﬁuwuﬁmwonnum?mmme~

AR FHHRAI NI AR, oo

maﬂm%ﬂummqman'n'aqms‘v.%ﬂuma‘mmummauml«\

nsAnEneNunnanlfifiuinszdy PO, flutladadAyiinaliiia vascular

calcification Jono wazAns’ LEMin1sAnelunaaanaand (in vitro) INBMIANNENRLS
' < I a o a e . 3

LpIN1zdentWadWAIRWALN19AA vascular calcification Tagn1snAaaeld human

aortic smooth muscle cell (HSMC) uaziagaiaaa lua wsiaeaaanilinim PO, Unf
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(Sun0s PO, WAL 1.4 mmol/L visa 4.02 mg/dl) kaz PO, §4 (LFu10s PO,>1.4 mmoliL)
s :l/ o = = = lﬂl ‘3‘/ d‘ o 1 '
NAIANNUUNINITI T LR L UNITHULARTLNINITALBLEBFINETT HANITANHINLID
HSMCs a1 1uIs1aemasUnf linun1s9uFA1e98171snauLAaLda s FaA1981n
HSMCs NiataluemsiaeIaaaia PO, 49 ﬁwumﬁuﬁwfaama‘ﬂa‘"nﬂuuﬂaLﬁﬂu'ﬂﬂ"m

o €
Foau S0 B NN UAI299a1 UL N A LLARIT B NALE WAL LA PO, (dose dependent)

dl d o g o o a [=3 .3
TaelaansasNTaaNUTNI PO, W1NIU N193UFIBNANTUTENBLLARITIN NAZNINT U

Al gy

N133UAIT89aNTsENe | HUIBINAE/RDALA lunnasfisziy
PO, Lﬁ'u@,ﬁu NANBZULAT , denlunszgn g PO, (Huilade
drArylunisnseruli s . “_f S21mnAsatLuas8aad osteoblast
TneiAaninfindiu ' factor (Cbfa-1)  daiflu
arstsznaufidniul Jest sauannlfiAansfn

lm.i'
'Jmuumw'asnmmh2 -HPT ‘Nﬁ’

D— i
2.1 .n'l’azl.ﬁaﬂﬁﬂ"aqu.vﬁlﬁuuazmﬂﬁqﬂ Calcific ’?remic arteriolopathy
AUBINYNINYING |

CUA %8 calciphylaxis LﬂumfzVLma‘n'n'auwwuuﬂﬂ'l.uuﬂw‘lm'mumLﬂumqvw

R R T T T

BUA retigularis N1 WHINIUTIUUBLNALNAIINNITIIALABA (necrotic ulceration) UAZNN

\ngaauls

a A ' a & da . . '
Wiiaweume (gangrene) m?mofmau‘numﬂmnm calciphylaxis WUTMADALADALA
nUFagasansssnauLAaTENSINTUNISLAA fat necrosis WaRTIAaaUd I NIAAN1Y
CUA sinwudnszau CaxXPO, product Waz PTH HAEY uaz CUA mmmmmnuuﬂwﬁ“

LA Ca g4 FathAinnstleafunnaz CUA ABNNTATLUANTZAY PO, WAz CaxXPO, product

Weg luszdufimaunzan nsudlaning 2°-HPT wazwanideanisliuaaidanFaunngeun
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Yaefinnzireaiivedwmiy  N19AN®1229 Block WATAME WUINTEAU PO, UAY

e32®

CaXPO, product Mimnzaniugilon ESRD' Aa s2iuU PO , 19155 mg/dl  uaz

CaXPO, product sMn91 55 mg?/dIi®

2.12 mstlasnuuazunlumazaasinuvnsinsessn luidangerinnaand

o

nnay 2°-HPT WuanmadrAtyresanuialnflunanassuuresienig tnsanie

A o a a ' 5
apaldanLasiala Aruiadnmmaniiiiy
ANVANANTBIANNANITUAY SRD A9mUININBNIAAARILLATEY

‘lmﬁauluﬂ@qﬁuﬁﬁmm@ 'ﬁnf-mn?'wmﬂiﬁmjwﬁﬂizaw%mw

puiinUnArelaseaFiansegnuas

nligiee HD doulvaglaitdniedn K, jeGusuaeannz 2°-HPT 89013
uanefilonazdnis ‘ | can nistlasiunazudleniae
P HPT FausiszeizFus NN NNENENNTLATBINE
2 HPT Winlmsuetladbvitaf GIMADNNS AT auazuds PTH delfuinanu
AmUnfressiuinAual Yoo Ca uaz CaR UarnIsiinnag
wandnaaaLAY LW ‘ 2%HPT Aaflunisdhssiuasuile

- = s d”
ANNRAUNFIUAY

eI

2.13 msmsqﬁi’mznu‘iﬁ HUN 7

<~ aa a
LRBAALNRAIUARNINIIIS

FRSTNUNITIIN

=

i

a = ] T a : : i} § o
ANRALN ﬂ‘ﬂﬂ\l@%ﬂﬁ?’]‘lﬂ TaEALN W"lé’m LLm'Lus‘:ﬂ:ﬁummms‘Lﬁﬂum?mmu

7915 cﬁﬂwﬂ%ﬂ@sﬂnﬁ%ﬁqWHnﬁ]ﬂﬁﬁwwﬂmmﬁ%«tﬁi"lé’%'u

n1saNassdnAinn1aLlnong Tmﬂﬁqg;rm'lé’mnszﬁu PTH S2AUARNRUA 726U Ca WAL

T A TR

gilengunisveniaan inalimauneseauaIsial luaeanuNaz e

nismrsaadnseiu PTH luideanarnisauenldteniay hyperplasia 309623
wislnsead 15n1smsadanilaunisnsaana site change aevanaluianalisiiu tns
WANTUIYIY amino acid terminal LAY carboxy terminal (two-site immunoassays)z“ ne

aa s A ' , ;
ATIAARE AT UN sensitivity wﬁuﬂ:‘lugnﬁ‘umuﬁ'nﬂ parathyroid hormone-related peptide
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PTH TisaadatdsniEandn intact parathyroid hormone (iPTH) 3£6 iPTH Unffe 15-65
pg/ml walugtlaelnane iPTH q:ﬁs‘:ﬁugq’%u ‘%qcﬁﬂw ESRD #lAFuUn1sinms mawnunig
Anauseslnnafiuariithuaneresssdu iPTH snafu Taethunne iPTH ugias HD Ae
sviu 23 wihresAgegaluaung wsidhwane iPTH ludilen PD iy 256 1inae9

AngegaluAulng

214 nsuntamazaasluunisinsagaluidangsriannani

)
a0 o

dnflutladandrAtynaang s

"'\ Js"‘!

‘iﬂ‘ i

ry phosphate restriction)
pFudilanlaauhenisantFuininig
usina PO, f-nnm £.CrClianda S0 mimin Ayl PO, mnmms“?iﬁﬂw
; 8 g/kg body weight uazd@ iy

glats ESRD 'n‘lm'ums‘ﬂanLaammmmm‘lmmﬂu dawTnisvanidesazanaunsanidn
28NN %?{lﬂﬂi{m jrmm 800 mg FBNS
Nanmamumaﬂfyﬁq a1 3R mﬂ WATAITALANLTHINM
\Jﬁ‘vi ﬁ -"lﬁa 'ﬁ ar' 11 Uuneu PO,
nnﬂq a‘ﬁﬁﬁmiﬁ 7-]2 ﬁ gl ﬂ‘wmﬁ‘mm PO,

QQ‘N Nﬂ']ﬂ1ﬂ0’18ﬂ’)?ﬂﬂﬂlﬁﬂﬁ UARIAY FI’\?’NVI 2
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'
]

a Y o So 0 o ) Y v
m91eh 1 dadeifinasesrduneanludindmiudian ESRD AldFunsdnln®

AFunaeaanan lasuainainng

-nslasusndunaga

Mg laFuAmNuANALNUNeNIN19L 2°-HPT
- a 1%

-ANNND FEEZRALATANNIREaNa lN13Aa LR

-ANNANARTIMINNNTARNEUATNNTAT T sFiv

)

-ANIULTIUBINITARIENTAN

-nslFFunssnamauny

-mslfFuenasuniivesisitiudeniss hate-containing enema)
<l o ] a ‘ -5 ~
AN9199 2 FA2BENNBN A G

s \
Wsfiuandmd i 1197 lduaa
feoi m \
NELa g 17U (sadines) Uausanay
J"" &
simon: u.u LABLIA (mackerel) Uaddnd
T v \
‘ {... « inszan sy
a o (s ] ol
AnAnuanuN L ladnau
Uasine usiu
Tshiuannies nfmn-num niu Fadad G9und G961 daidan damdes

AU 7 nﬁﬂ?ﬁmﬂl I
AR PR TA Tt 4 aieh it

naRATussUaINIIAANT U TEua (cereals) Uaz

danlnuam (chocolate) \ilusiu

d: di o Aﬁ' d; ' 1 4 a ar o
LATENAN Wed  wiasnndssinniaan naun Inlhd wanacusiann

Naaa (malted) 1% Tula Tadasiu
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2. gdunaawn e

mslderdureamafidudniauilslunisanfununisgady PO, drginaniarin
LUUNNAUDIMNT Banwmtiaainnsanaliunm PO, luaiuis lasenardusiusaiu PO,
lunmsiduermsidanslsznenitbignaeduidngsranie uazgnduesnniagaansinli
awnsoaafuan PO, WARNIK anaufiiaanalnniseangniassnfilannasléiy
Auusiiiudssnunduneamiaieutieawmndnieavianfanarmsdusn eliiin
Usr@nsningagalunisdusansaiu PO, luniauauemis n1sUiuauiaarSuneaine
Warsauannszay PO, 183fae Tmu‘V PO, Whwnnadmiudilos HD Ae 2.5-5.5

///

mg/dl42

binder) Hugndune

<116,17,19

ANHUA Rudnick

"\"lﬂu Teruel u.a.,ﬂru.r " AR

Nﬂ']ﬂ HD 'num')., 2 HPT NuINFesay 71 ‘Il’r)!Nﬂ’JEIJJi‘ Ay PTH ﬂﬂﬂ\)ﬂ’\ﬂ’)’\ 250 pg/mi

“*‘““““ﬂ"ﬂﬁﬁrﬁﬂﬂmwmﬂi
.3 11010 Dba i (e S

gialundsasnnaiisalunsdy PO, wudd usazniuresuaadanluiaaiianesing
auns0du PO, iy 2 wnreswradsuafusn sprslduradanafuaunluFuno
2 wnranBunnusadanesdiam uillasanuaadsnafuauniivaaidaueluFunoi
' e =l [ 3 - = v - =
wNN9 Aewaaidunariuamsniiuasiunagfenay 40 9891Buuen daunaaidanazdian

fumaonegineeiasas 25 ranffunnen Amunisiivuasuudasnaandauasiis
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'
a «

:I/ v y o & ) o a a o o '
w4 2 1ilasean At wnAuA LAY wazdsr@nsnnlunisanssiu PO, Tudiul

WANFHINNWLTUAY

EHLﬁﬂllﬂﬂLaﬂuﬂ’li"'l_I’rJLﬂﬂﬁ%ﬁ‘ﬂﬁﬂLﬁﬂi."l.lﬂi‘::‘/ﬂuu.ﬂZLLﬂﬂ?ﬂ%QLﬂu‘ﬂuﬁﬂﬂ’]'7;
wAnsnaiu nMsdensUuuuusraae Wmnnraniugdiasasdaaligiasaaniunislden
1§37 Wndsyansnmlunisassydy PO, wazilasannnissaniunisldenvesfihodng
Tatmsestersz@nsninniseanqusressn mﬁ'nn?f‘-mmslﬁfmu;’fluﬁl‘mn'\ﬁuﬂszmuﬂ'\-7';

v ' v L[] o ad o - o ° aa L7
ﬂﬂﬁl’ﬂ\?LLf‘lQLQHLL@Zﬂ?UQﬁﬂ’]?TUﬂ?:% it W}J'\:@Nﬂuﬂﬂ’lwﬂ’\i‘ﬂ’\i‘\i‘ﬁ’lﬂ‘ﬂ‘ﬂﬁ%ﬂ’lﬂ e

S

@ensunaunfilditanfurlszuatenlud pufian wuzihliFulsemuamian
21msAuen™ wazfumane ARBIALNTTTULTTNINEIMNTID
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