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Aol i, 7F ¥ WA 29= X 59k TSH Al 24l
& whesto] S N8 ArE Btk 2 dizk 30%
A A A4 22 AEYLol Ao g o}

m, o] $hAhe] oF 30%ol AT A4S B3t 7%
Aste SRl AgE. 2R} g8 iﬁi—ﬂ%&l
B, A AES19e] vhE £kl 75l
£ 27 Mo 2N $5¢ At Aoz 9%
& 719K £ St o) 5 $%E 12 %L%@Pﬁ}& folut,
o

H L83 A=

X]EGIHJ— -4{" A 7—1L%]'c5’_ R EAEAA 2 B
Az 9

ghots}l el @ vl 204 7] £} nitrogen mustards®} 7ol $-
| AR A o Aol HLsiuA Aol
b Foke] thAatell 7123k FelFQl oFF A, vhA gt
H, & % B2 QW(adjuvant therapy)s 22 EHj] BHA 5]
gk, 2 20~301 EQF FF AT kel Flegel] et
Kol Eurron ZrshuA, s ol e 3
FAx gehe ARe AR NS SR 2AT

Zoko] Azla} :g!—/‘ll-(xdo])oﬂ AR A 0] gL 3
BAEAE AAsle] X8 aIE J)gsls ﬁsi,
‘molecularly targeted therapies’, ‘molecular-targeted drugs’,
‘targeted cancer therapies’ & o1& 7}A| o] Fo 2 E=ic)h
o] A 57F Seldo] glo] BE Fh3te AlEE

Zsto] g BA-E2 op7I3 dl Hba, -‘:Z}*ﬁ?]i%
el At Aol Fogk 54 LA A E
Ho g o], B} AelFo|a Eo]H el X g5 =3},
whzka] 7)) gerstst e ol vlel 542 %01”44 k=
72 7| 4 k. 2 imatinib mesylate (Glivec”,
Gleevec®) S H] &8t 99 B Ax 847 Q2 < szt
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o] N 5ol M2F A7IE whasta YAk, e
EAXBAE oF A (preclinical) A g Aol HET
Sop), B wE it 2 g Fol AR Fsdo] Bk
Al A= G

Ao AES S AEATG ATAY A g
g e %ﬂ°ﬂ 4 ol A=k kel A2 FkrAAte
2429l qlakelo] Ykl HAEE B4 54 FUF
2pe] ZAJStell 2] E(addiction)s}Al %4.(3) ol elellA 3
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2237 o] FFFAAE A 49 “oncogenic
shock ol ek el Zefsto] QAT B o4 AEH]

oA Ak olZlo] BAEHN R Aeloleh. A o
oA gholl o8] WMPR AXATADL, AEFS]2A,
X< AALDAA A ZAHe] =24 AExZA e =24 =
thokat Bz Ao o] &5t} AAE B A 27} 5
AEAo] 54 Fogol ol olofol 42, 1 el

3o}
ofF s, A AIE U ‘/F U AEH A
(biologic end-point)7} glojof &lm, o]# &35 vjeld
S o e WAL HAY F Yolok ek

AgASte] EAZAX g WA SRS olfE=
tloll A Fteljof gtel AFH o0& R4S wAL o
oA 3k R el (multistep carcinogenesis model) 2 A =]+
dl, k9] RAsol] Fodsl= ol GAA wo|rl ExLFAZ
29 ol & 5= UrkFg. 1). o170l ps3, ras S HT
A EAl F7F peroxisome proliferator-activated receptor gam-
ma (PPAR7), BRAF 5| £ |7} =] Zlc}. 2 Zell= 3+
Atoll A% QF E 7] A FEA (cancer stem cell theory)o] ZA1 A
JA 2 7hsA S Felsla e, uhd o] 7HAde] Frbd
FAZAAE A NEF TH5 Zotop & Zlo|t}(5)

AR AHFAGNA A EE = TAEA X Ee d5EE A
st AL & oF2 APAAE(in vitro and in vivo)
tHAlo] WE3 3= AAo|th. National Comprehensive
Cancer Network (NCCN)ol|A+= WAMAl @ 2 & X Fof| HES-
A Shi AW AHAATS QAARL) e FH%
3L Qek B a%ol|A = A4S FA A wlolef A
EAe 2 Q4 A AHRE Yot} gt
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AgAstellAE 53] 3 B ARG el o] =
| i3t WA S #-93t7] wiitell AE3te
% Fe3t oulE 7RIk vl E AT
L 717 &k A e £33 Vs FAske] TSH
Al A g, AL o5 X gl gk B34S FAIEHA
ok, Aok oldl 34 Teg £Ase 23 dojuid
A 87} o H Y A7 wFolvh. ZHFASke] Aol wE &
23l 74 A Hm, A AQlAK(transcription factor)Q]
Pax-8, TTF-12] W& o] 7+43}31, thyroglobulin (Tg), thyroid
peroxidase (TPO), sodium/iodide symporter (NIS) 5-<] &3}
el S wlo] gAdth BRaL AAH S Ao
Aol = TSH-RY] Eolwlo] & ubAygte} (6) ¢ Pax-8-2
A A ¢](translocation)ol] 2] 3l Pax-8/PPAR 7 1 o]z} 9]
A A S PAdste] 29k Aol ozt A Eske
He A2 Aol B3l sE 35S o A e,
I AAR T4 AAe =33, 7IEXNE S B 2
L= 259 TSH A 2™l 3t Wk S 3] 53+ dl
e
AR QHAZE retinoidsE  H] 3}, aromatic fatty
acids, PPAR 7 agonists, histone deacetylase inhibitors (HDAI),
resveratrol (polyphenol), 3-hydroxy-3-methylglutaryl coenzyme
A reductase inhibitors g-©] 1t}.(7) Retinoide tHEA Q1 =)
Bl gEAd, AL A ZE A E retinoic acid T8
7h Wk El e} 8,9) Ad Aol A retinoic acid Fol+ 7
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De-differentiation

Papillary

carcinoma Fig. 1. Multistep carcinogenesis model.

A9k AlZ2] NIS mRNA 3 (10)% Tg mRNA &)=
Z74A171w, 23} FA)A4Q) alkaline phosphatase®] WS
st whel (12) 283 412191 CcD97¢] Wl 4
A719,(13) A E e AT 14) 98 A8 A=
A7k F2bg glo], Foidt 3kAke] 38~50% A EollA] vt
o= Heldh ey iRE 54 A8 AFE 7Ids]e
WL AR E2 o4 A deleh AR F 8L WA
29t FHo| T F YA, EF Tg 54, FDG-
PET 4719 W3} 4 BnbetAl = gkerh(s) w3k ol
W Aol A o] kAL A BFo] 50 Gy m|whe Z B4 E %] B (abla-
tionysh= vl A §ete] 7ol w| X2 FEdict.(16) 2+
RAR- 8¢} RXR-7 isoforms®] FeE Z4 )0 retinoid X
Eoll gt w34 & vlEl dEsle AT Ayt BRaE 9l
A9 AEAEE =Y T e I F7Y FA4 retinoid
ol M= gl

E3loWAZ A== aromatic fatty acidsZ+ phenyl-
acetate$} phenylbutyrate7} Jch.clekst 7148 53l GAIE
o AAS AAletr E3E FEskeul, TUAET} free
glutamine< 224 F}A| skl ras ¥4 9] isoprenylations
wallgte). ZToll= PPARy A 3k¢} histone deacetylase
(HDA) oA &% 9l-go] &%l Phenylacetater: A 3
AAYANA AEAAAS JAEt, A 2= FEE
Z7HA71™, VEGF #H]& Alsh= Aol K= odAqk, ot
2 QA A= gleha7)

Pax-8/PPAR 7 & A4 A9= L2499 Fa3 e
Z oAAA =, PPARy FHF A troglitazoneZ} rosiglita-
zonev AAG AgoA o3t AZAA JAE HeolH,

CD97, NIS ¥+&-& w3tA| 71t} (18) 2]y} rosiglitazones

o @
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Beael $Ae] BRAE S84 e e
Q2 3}AIE, acetylation T=+ methylation 5] epigenetic changes
A Fog S ) HDAE A2 F919] acetylation
< AAs+] nuclear chromating &g 24 AE A A3}t
B3h2 zAets §A4 A4S ARG 724 $4
Aol g o] shatEo] HDA Al uhelA 9,
depsipeptide (FK228, romidepsin)®} suberoylanilide hydroxa-
mic acid (SAHA, vorinostat)7} tHE 2 o™, I G| 8l 2}
& 71 ok & dHA YA Yk o]E2 BF A4
Qoll A MEA A2 B3h4E HHTg NIS 9] =
7hE veblgla, A g2t A7 A7 218
Zo|t}.(20,21) DNA methylation A 542 W&ol & 23}
&S s}=tl, methylation & A|A|Q] 5°-Azacytidine¥} 5°-aza-
2’-deoxycytidine (5’-azadeoxycytidine, decitabine)o] 7HAAQL
ol A NIS &5 S7HIRAY. A< A4 24 A7t
73 Folrh(22)

o] 2]oll = 4 polyphenol phytoalexing! resveratrol, HMG-
CoA reductase 2} 4| 4| Q] lovastatin 5©] A A4l A 7+

FAY AT FH A AT 4D FEs

=

2) MS M= (signaling pathway)0f| ZEsl= 4=

Ao AR} S5l Jofste AT DA = BALAEZ
of| = EAYSIA N FF AZEollA o EA EA4 3t o girt
T Axe AA olE A AT Al ¥ o &ES|

| =™, whebA] o] & AZALAL] A A X 5ol thslo]
4 AlZHY o 7zksA et

(1) Ras/Raf/[MAPK pathway: Ras/Raf/MAPK Al % 27|
9] o] 4 AA v Sl A <F 70%001 A4 AR
th(23-25) o] & o] RAS EdHle], AadZAe] 49
(upstream regulator)®] RET Y= NTRK S| & A zjul <, Al
SAEA L 89 (downstream effector)] BRAF &¢1H o]o]|
o3 49tz of7|dt} Ras A LA LA] A1) BRAF
+ MAPKE Q4k3lsto] AlzAE ol FA ol Fa3t 98
= 3t} 2] BRAFS] Edio|7t A4 7 dkel &4
Al Az ol Z Yehm A Atk X 5ol AZE &
Ao dFEar givk A 8 Z-el= RET/
PTC A4 A|Afuld o] 5~30%, RAS &E1Ho]7} <F 10%,
BRAF EiHo]7} oF 40%9] HIER WAs = AoR B
e, B o5l FAE ] UehAl = derh226) 5
718 wkgk A f-elvete] 73+ BRAF Ealvlo]7} wll-¢-
=< HIEE vebdehs Zlolth(27) A =Eddl o)
AR = A 7S] 7 -F-oll= RET/PTC 3 A A) 2=l
9] HlE7} 50~80% 2 T vt ubd A A£FQHe] A
$-oll= RAS &1 0|7} 20~35%, PAXS/PPAR 7 3 41| Al

%, X
f_\-{lorl"

ajde] oF 30%9] RlIEE Ho|m, RET/PTC JAA| a7}
BRAF &qiHo| &= vehtA] ¢k=tt.(28)

o]7o| QAN ras®] LA 3¢} BRAF Tl &= 7
%ol FAAQ BESH SA4 Aol ok K
t}.(29) ISIS2503, 1S1S5132 53 7+ RASol| thel antisense
=45 tiAst Ak E e E 3 e o
TollA A5 X8 Z3E el o), H4dellA e <
T A obA glok. B4 ras7h A|ERCFZ o] 53t
uf], farnesylationol] &|3F A3 35 F ¥ (post-transla-
tional modification)©] -~ Q. 3td], o 7]ol] ToJe}= E4
7} farnesyl protein transferase (FPTase)©|t}. Manumycin-<
streptomyces®] Ated AHEE FPTased| A& o A|sto] &
o A&e Uil d3A4E AEFE o] &3t A4
AddollA AE AR A 35 BHyou, A7 54
2 Ao AR A k303 HA o F
R115777 (Tipifarnib)®} SCH66336 (Lonafarnib)7} A4FA|
%0l R115777 (Tipifarnib)2] 314 Aol 7H3A¢
A7} 35 9l).(25) BRAFS %302 3= X8 EE A
Ex 3 9l=dl, BRAFS] &A4ut SolH oz o Asr| Kk
= t}okel Raf kinases$} tyrosine kinase2] A|A|Z 7HlE]
oAch. BAY 43-9006 (Sorafenib)i= QALY AEFE o] &3t
FEAYA T AAe A8l on, RET/PTC3 AlE
ANHE AEZFAE oAl rh. AAL-8819} LBT-613 %A
RAF kinases S A|A| 2 FEA A MAPK A $ & X}ehsth
© 24, V600E BRAFS} RET/PTC1 FkFAAE 714 144+
At AZzF9] A4S JAsdchQ)

(2) Receptor tyrosine kinase: Tyrosine kinase== ATPZ -

o

dot 1% 2O o o

E] phosphateZ polypeptides®] tyrosine residuesell 7]+ I
AL Zufjsl= S4F A receptor tyrosine kinase$} non-
receptor tyrosine kinaseZ U = Stk YA E o}
£ &9 &3 wP7HA £ RET, FGF, VEGF, EGF, ¢-MET

S 9121 7FA receptor tyrosine kinase2] W& o] F7lx]of 9]

£ 397t et
Akl A AAkelze] EGE % oluzh 1 4284l
EGFR (erbB-1)o] &=, Her2/neu (erbB-2)2] k&l
F2 A el BRI (32) ol 5] 2
W oof|Fo} ko] glom], A§H o Z EGFRE Aekeld Al
EF7) BA} AEAEY f12, 389 <A, MM 7
a8

4 59 3E #EE 5 ok 2y S Al
ZZ o] 4] EGFR tyrosine kinased] & ol= =&A ek
e Aoz Hausvh33) HZ AT Fool 7Hs3 EGFR
A A| Gefitinib (Iressa, ZD1839)= AU g0l A A
b A7 e AAsled, AR el FulgkAlel gL
t}. EGFR S AA| 9] 744 &3 BArg-2 o
- v (acneiform eruption)o]™, Fof S
Aotk (34) el 22 Gefitinibol] 2]¥
#| 4 3h(interstitial lung disease)o] A7} =2 Y3, o
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Y hol|A] AJERsE 1434 AFollA] BEES S H
#A Foba ek, AL BN Heoens] HEE
&}x| 2] Herceptin (Trastuzumab)E o] &3t JAA|S A=
obz] gledl, AR FA ol f-<J@llof &)L, anthracycline¥}<]
el F]ljof dhr}(35)

# Zoll= o8] M2 receptor tyrosine kinasesE & Al sl
t}5 %4 %] A (multitargeted kinase inhibitor)7} A=7|=] 3L
A +=1,(36) imatinib mesylate (STIS71, Gleevec)< c-ABL %
Ae Kol 4 JYAG AZFolA AEZ A A2k
AZF7] BAA 59 gdazts Bl dx) 9344 3
AE e G A7) AuE ek e 27
Byl FAS sAtol A9 Qi AT Adbe 3] 9H o]
t}.(37) Raf kinase2] #4152 A3} Bay 43-9006 (Sorafenib,
Nexavar)= VEGFR-2 (KDR), VEGFR-3 (Flt-4), Flt-3, PDGFR-
B, c-KIT®] &Aoll= #-&3p, Z|Zoll= RET AZAEE
AAlsh= Ao Huxek38) A R A% AL &
s ez 42y 77 AgEa ek VEGFR-2
(flk-1/KDR) 1 A|A|Q] ZD6474 (Vandetanib)= EGFR, TIE-2
T dAlelE Ao g d4#A 9, FZolE RET/MEN2B,
RET/PTC3E Alete 2o & Wax 1H3d 793
Agte] X 5ol A7} 7| H e (39) AA] FALS e
Z A4 A7) Z138Y Zo]r}. Sunitinib (sutent)r PDGFR,
VEGFR, FLT3E 9 Als}™, RET/PTC39] AL A AJs}o],
A e e & FAE Fahe BT FA%elA ¢
42 A7 Ry Foltt

o] 2]ol|= VEGFR 2} A|A|¢l PTK787/ZK222584(PTK/ZK),
EGFRY} VEGFRE FA|oll A A3} AEE788 53}, RET ty-
rosine kinase ¢ A|A]¢1 RPI-1, RPI-2, CEP-701, CEP-751 %
o] FHFANANEFE o] &3t AU T2 NA AtaAHRE

T =
2t} (40-43)
3) MIZEAIY (apoptosis)0fl E235t= A=

HEAQ AZAE A3 chulAQl Bel familyd] Walz
gAY 5470 Ak obF =8| o X7} Wt

o2 AlZEAE 714 9] sl Fas/FasLe 3HA & 314
AollA AZAES] 7oz A= Ch(44) ool u]3f
TRAILS F Aol dejzo g Agste Aog By
oh e 23 A Eol| A= FasL9} np71A| & TRAIL
4o g = AEAE X &t oksbar, thl A A9l
cycloheximidet} PPAR 7 Z%1 4|9l troglitazoned] ¥ -& Fo
7} A 2 3}t (18 45) Aplidine> DNAS} thill 3HA15- < A3}
o] A|Z£F7] AR e} AEzAE S F 5231 VEGF +H & o
A|8}3L, matrix metalloproteinase (MMP) A4S < Agkc},
Aplidine2 AL AEFE o] &8 FTEA ¥ (xenograft
model)oll Al EF2] B AAsA Tk (46) COX-2 A AA
3l celecoxibe WA 2.2 X gol wkg3kA] O w33t
AAGE e ® 3 A AFdlA & &AL kg

T

2 l'rx:-

A= Hole dl 2 th47) o] 2lollE KP372-1 (Akt %A
Al), QLT0267 (Integrin ligase 2 Al A7} A YAl A 7+
AAGAETF AAS AAlstr AEAES FEsk3d

t}.(48,49)

4) BT NM(VEGFS CHE)0| ABste o

A=)

A AE7F VEGFE #ulste] 2Hd41ete] 4%
A E FR3= A2 & oA dcko) deld 74
44gbell Al VEGFS] ®Hdlo] T =3z, of| 37} Vg = drk.
VEGFo!| th3t gh2& A& o] &3 A4 lA 34
A A9 S dAlste 7| uket 23t dsle
U, o}F VEGFE] %H&E €|l Bevacizumab (avastin)t}
VEGFR-2 Z38}A|°] Semaxanib (SU5416)5 ©]-8-3F AA4A|&
o] Atz §leh(51,52) ol HEE dAES o ¥
A ez ARk A3 AdTolA BEEY S7t
£ Ho|A L3t} Tubulin 23 ©hulel Combrestatin A4
(CA4P)= 817 Aol A g W o] A4t gAtollA A
S AR5 Bon), i T At oA
t}.(53) Thalidomide®] A1AE A P4 S A= 71 |
3] ¥l A A gAuE, A Aol E Kol E33}
Sholl A ZleEl Q124 A7 AR o= AE &t
Ao g2 dHA I Qhrh(549) 54 o] A2 Thalidomide =4
9l lenalidomide 94| 1424 177} Ay Folr}.
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A GFollA Aol7} dojupeiwd wA Al E7e]e] Ag

& #Hlojiv}ol d}+=d], E-cadherin (uvomorulin), Galectin-3,
CD44 52| W&l wiskel MMP &4]o] 22 odxks 7HXIc)

o

HEAGAEZFE o] &3t AR A Hgol
EGFRE| AT 2AIS} A3 A5 Ho|w, gelatinase?]
ke Z7lo]] o8] 7%, MMP 4 Aol o)l 7H4-3]
Ak (55,56) 1Lk AL o5 EHOF g A
Ao A= A9 9o, MMP I AIAIQ] marimastat+
HEALESG FAE WFo g 3 A We s
2] FslAeh(57) vk F57 shEAtellA MMP o A A|
¢l marimastat, prinomastati= 4%, tanomastat®] 73-$-+= &
24T BAEE e e, 43 adTollA
AEE] e HolA X3k

6 1 4ol EN0| s8sts 4B

Heat shock protein (Hsp)-902] &} A]+= Raf-1 7+4=9} Akt &
e B3l AEAEE FE3H(5859) Hsp-90 & A|AIQ]
Geldanamycin®] FE291 17-AAGE A QA HANA A E
Q7S oAl NISSH Tk AR eor EHE 2
771 E 9 AFE Hda dA 2 Aot A1E
Zo]t}. Proteasome < A|A|Ql PS-341 (bortezomib)< 26S
proteasomes] AEH olAlA 2, Ao AR ALY
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A A}, BB A, A} WA X 5ol 3 FHF
4 27} 59 B3 Hol, WA Wol S o
24 A7) A8 Fo]u)(60) Irinotecan- topoisomerase
AAAZ FAG AEZFE o] &3 TEAYPA a5 K
o, +4% BAE e Ay AT A9 Fol
t}.(61)

7) SEX 24

AHAE- A 21 (suicide gene)s ©]-&-3F tlEHQ A2 oW
€ HSV-TK/GCV system@ltl], o 7]ol] 2% Eo]AlS £o]7]
$8 Tg =+ calcitoning ©]-8-3F promoter/enhancer system
= F7hgkeh Lol AR ¥ 9 24 (immunomo-
dulating) A} = cytokine FAAE 23] o] &3l
7355 AUrh(62,63) AHEAALNA Y FAA 2L 5 Al
el gAlollAl A&= 3 gled, FAGT APt AlE
oflAl A5 Hol, 2T 299 AP Shatell A AHERA
2k} cytokine FAAE 23 A E7F A EF o] FaF o
2 Foo] AAE sl sirh(64,65)

FYPA L AZFeA p53 FAAL A=) o] 3} 75
A5 353} oAl B WA X 59 A o] Al s
Arke A A7t ot GA] opF AR Al

o, ZH3AdeA o E FHFY FHae E A A9ds

T Ak 4 NIS 54 7+] promoter ZHH|E 3}, NIS
1] $%] o] (subcellular localization), B+ tFE o] -§

NIS 44 WA R 5L E 5 slek 44
AEFE o] $3 EBAWNA NIS $472] £ 2.0
= FHes MAstIARE67) AlESo] F45 20
2 WA WEstel A8 FES $A3H7] o9k A2
17-(allylamino)-17-demethoxygeldanamycin (17-AAG)$} 4,4’-
diisothiocyanatostilbene-2,2’-disulfonic acid (DIDS)E- ©o]-&-3F
gk Aol A o] 5o WE X8t FAE e x5 wiss
frolatAl A A7l Al AE Kol FHr(68) 3
A FAQAEFR TT A2, ek 2T, d-dA
o} AEZAAE NIS S404He] EQle] A4 Aot
| Arh(69,70) o A 3RS vl e g 3 AR

Az gl
SN2t MY

19901t ghikatA| o] Fol AW Ao kst JgAIF o]
20001 o] %ol 3HE A AT AL, AR A
7t A E Fll R Zldell mX A X7 W
ojt}. o]d] Aol AN BABHA, B AFAE] &
Az AR 8o dgAIR o] vhEA AAF oo dhrkal FA
stal Qoh(7) BEAZEHX B 712 dAle gl AE

SAHoE A A A (cytostastic) & 2t g, 414 o
TFollA HHH E5EMID)Y A DL 243}
EEMTID)E FAsh= Zlo] Fasta, g2t Aol
& 335 4] Sl WA a4 ARHoe el A
& Azt AZHTTP) 55 ARE Ak ZAeolch 1Y
v A ko] Aolle, X E3kA] o2 Z18eke] A

FolE A S57} oS vhaksiAl Vb 4 9198 e
shok dheh. mhA o 2 Q43 AT AL 712 gy
AR AA A& ) Aol ulme] el o]
AT, ol BAE oz LS AT el A7
solof s ZAolth(2) & 7 Foke] §474 4o w
o ushe A 87 D asiel, o] F AL Sope) 27
A RRsh W, B4 B4l oy $ael AAel

Feslrhe Zleolvh(73)

T AEHA R P A 5] BIE FolA A=
AgE =) A, 71Ee] g aiolu WA X'
Sy gslAY, tg 2K BAE el ZAoleh a2t
o] 7%, tiE R Ba%A x5} 7)€ AEZA FE
ol ulall Ao eIk, 4717k Abgolut WY X goll
gl dl7]H] FdE FAlol AT = e T Al
SFofof st}

AL A7t vl F2 227199 E3HE
ol A FE 7 AEAH QY AFAUY7EA bkt 2 E
7EAH, QBT of] Dojub= FA A wo] g} ool whE
8 7159 &Aool mlad A dedA gt o7l FollA
BAZAX 5} 27 FAel glo] o] 4l Bl H &
ek vk o] A qke] et X & RIS Kol
3 Qo] A2 Y X5 e g s 7] ofH%

AR5 Aels Foke] EAA 28 AL 7

“

4

2
o 12

o

S

Zulo] gL,
ASAE ol Mol ek, e} Aol 7] HAT A
e RS W sk A & A QL Aue)
44 957 ohide
£ 3% AR 298 7

159 R4S Bastelok A,

frt
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