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Monoclonal Antibody: Targeted Therapy of Cancer
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WA LA AR aIas NG mmﬂmﬂmmmivlqu
13y SANUEARUNATINAE immewmqmﬁmmum
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AU ARNZITUTLANWIZIANzAIN N TuTat N nguil
(381041 Targeted therapy i mﬂ% monoclonal antibodies
weanis "ui‘lluLaﬂm@ﬂeummammumm tyrosine
kinase toulasd m@e‘ummimmmu‘immmemLa@m
(antiangiogenesis) LwemimmamtyLmu‘l?mmmm s
flaqiuenlunguinanilagniimmunesnuniudmaunn
Ve ludagaeanisidanisaatinuazeneauingly
Wasnann luunanldsausndeyasnianizngu
monoclonal antibody AT UN173U90999NB9ANNTAN NS
wazenaevlszinAd uigainina (US Federal Drug
Administration) l9fldlun1snwuziialutlaqiiune "l

Monoclonal antibody ﬁﬁwﬂfﬁﬂ?”‘lﬁmﬁmqmiLL‘wwﬁ

?WQ@WHﬂ@NW@’] mwmm\immmmn B- Iymphocyte a8
Lﬁ]\’;l’) WﬂINL@ﬂ@ﬂ@QLL@HMU@@H@QNﬂm NUMLMN@Uﬂu
‘Vgﬂﬂi:mﬁ‘ (homogeneous) mfmm%ww:mqmmmumﬂm
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Huneufueaiiillase Pradlugdsa v dszneudan 2 wau
Fab (antigen binding fragment) WA 214284 Fc (crystallisable
fragment) Fab UB9LAURLIBARLHAINNAUNIZHE tumor
antigen WaaNzFUiNMNNg 91 Fe wfu UREUR Fe
receptor U84 immune effector cell U89 host 16 T-cell,
natural-killer cell A% macropages s %\‘1@"’ N1T0
m”mu antibody- dependent cell-mediated cytotoxicity
Monoclonal antibody M lunnsineuziagiidhmne
ﬂﬂﬂq‘ﬂﬁiﬂﬁl@’]@‘ﬂﬂﬂ.l']’]\iﬂ’\ﬁ“‘\]‘]_lilﬂﬁ ligand ﬂ‘i.l[?]')‘i‘i_l Eis!
growth factor receptor \ila monoclonal antibody [UAY
growth factor receptor ‘LI“LAN’JL"I]@@N Li\'i’ﬂ"’ililil\?ﬂﬂ?ﬂﬁ"”mu
receptor Lﬂumluﬂummvmumi phosphorylation U84
waulal tyrosine kinase ylieudanns ' “wounnunnelu
g Tuadudannautaireaadunse et tyrosine
kinase receptor ﬁ‘wu‘Lu solid tumor lauA epidermal growth
factor receptor (EGFR) W% vascular endothelial growth
factor (VEGF)’ receptor Ngsl EGFR family tsznausinnllssiu
4 wiip 'lAwn human epidermal growth factor receptor
type 1 (HER1 G EGFR), HER2 (HER-2/neu, c-erB2), HER3
way HER4 Tmel receptor wsazsai ligand fmng 1
epidermal growth factor (EGF) 90 transforming growth
factor- alpha (TGF-o¢) “5U EGFR w{lusin receptor W EGFR
family VILﬂuLﬂWMMH"Hm monoconal antibody f wmu Vme
EGFR WAy HER2® 'qunqu VEGF Lfu growth factor fivin
wthilunnsAaLAun R ALTR (prolferation) waznaTaEm
109NIaUABALARA (permeability) Sufanszuaunsmne
Tae599393 (antiapoptotic) waznsesuliimaduiaasaiaen
LLUQW’JLﬂ@W@@@L@@@i‘VIN I@ﬂ'ﬂ’ﬂﬂq‘ﬂﬁf%ﬂu VEGF receptor
V]’E’J?J‘]JNEJ"J?I@\?LSI]@@Nudﬁ@ﬂﬁL@’ﬂﬂ V]\iL"’ﬁ@@‘]JﬂL‘lLL@ L‘Tj@ﬂ
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Nz39i receptor 2 WA AR VEGFR1 way VEGFR2® Tagl
aguzISUANNTL A99aNTed VEGE HAw oncogene
WY Cytokme [il’N"’| monoclonal antibody L4 bevamzumab
Lﬂummummimm angiogenesis IE"IEIME]V]ﬁEI‘]_IEN@’]LW’]“’
fa VEGF u@ﬂmnu monoclonal antibody m@mqwﬁ‘imﬂ
@unmmugmuuummm B-lymphocyte infuazuag
NLTIFANUNIRS 11 CD20 AnnnsAnE lunaananaaes
wudn CD20 Lﬁlmimﬁumimu@m\m‘?ﬁmmLmﬁ
LaZNL9LEle monoclonal antibody AU CD20 @zmzﬁu
N15¥119U895ELL complement Wivanemaassidang
wauAvaminizey TaaFannalnilin complement dependent
cytotOX|C|ty (cDC) AnavnlHiianIg ANEBATAFUBNAN
#n134u284 monoclonal antibody AUTaa phagocyte ‘Vl Fc
receptor NILFUNIZLIUNIT phagocytosis HIUNTTLAUNNT
antibody—dependent cellular cytotoxicity (ADCC) Lazelanan
E]‘Vlﬁﬂ‘i_lm receptor-ligand interaction’ ?QNW‘LMNQL"TJ@@
B lymphocyte Unfuazaasus SaReuTNIVA DN
CD52 uauRiay Fewudn L‘]Jw,ﬁmuw‘l,umm@ﬂqwﬁmm
monoclonal antibody aginglsfmuwTiAivas CDs2 £l
NIVTUUUTAUFENLIT monoclonal antibody ﬂizau CD52
signal pathway Y lfiNnnTl AepanTed caspase-3 WAL
caspase-8 ANANN MAANITANLURNTARIALFITNT
(apoptosis)’® . ‘

Monoclonal antibody #lfannuy 1iavnun 14 luau
a1 1A human anti-mouse antibody v lANaN"T
?ﬂﬂﬁ@m@qLﬁ@iﬁ?ﬂﬂﬂum%ﬁi@j T wazenavnliiin
hypersensitivity reaction Eluﬂf-muumumﬂm chimeric
antubodysml,ﬂmmnmmmmawuﬁm‘mmmm@ummﬂumu
wuulunig Frueufuenresysduazy lnedl o 'au
PRIy HEFaEAz 65-90 %qnz\jumﬁﬁm \{114 chimeric antibody
%@ﬂ’wxmﬁwﬁw -ximab 21 humanized antibody
1 'qummu%ﬁm‘?@mw 95 uAg fully human antibody 1{lu

qummuuwmum‘immiﬂ ﬂ@ummmﬂu humanized
antibody’ ma:mm@Wmmm‘ﬁmmmﬂmﬁ -umab

Monoclonal antibodies AiENUNNSANENASENIARTN
328z 3 LL@”1ﬁ§Uﬂwsﬁ*m@wfmmﬁma‘mmm@vmmm
Uszine m‘ﬁmmm (US Federal drug administration) ‘Vﬂﬂj
@ﬂluﬁ%uu (3797 1)

Rituximab (thuxan®)

1114 monoclonal antibody ﬁQLL?ﬂﬁ15§Uﬂﬁ?§U?ﬂﬂﬂﬁﬂ
FDA Tl lugiloany mmummam mu@@nqm‘[mﬂ
@‘LW] transmembrane CD20 emLﬂuLL@ummumﬂuum
Waa B-lymphocyte UnAuazigasuzidy Ineimaansis

ABUATUNTING 15 2551; 23(4)

* Srinagarind Med J 2008; 23(4)

FaNtMAeeTTia B-cell NHL $NWLANTL AdDaNT8Y
CD20 1NnNINFeeay 95

nalnnisaangns

Tmesialiwidn monocional antibody AuUfU CD20
‘wualfiing ‘s "ty cell membrane vinliAA
autophosphorylation memzrﬁju serine/tyrosine kinases g
Lﬁle?LL A4ABN c-myc oncogene AL major hiscompatibility
complex class Il Taiana* AN rituximab WeNdLIRL CD20
LUREAS B lymphocyte %ﬁmmzrﬁmﬁﬁuﬁu ADCC
uaz CDC 1¥vinana B-cell (B-cell lysis) u@nmﬂummvmu
mi‘wm cytokines ImELﬂW% tumor necrosis factoralpha
Uz interleukins a4l WLMWIﬁLﬂmﬂV}ﬁiﬁJWQﬂ‘EW 9AT
“nusiunns e ndnuaeni@anan (infusion-related
adverse reactions)

gulunissnm

ANNHANNANEWUGN rituximab  AMNsOTNITEY
mstasnsiiuaedlsauzioran nmaeusliiusam
nssantamvassilae’ uenanilileldenifianiuenad
11117m 114 fludarabine %38 CHOP (cyclophosphamide,
hydroxydaunorubin (doxorubicin), oncovin LAY predr;isolone)
asiinalL Tugratuiliiiuanalsedusfemimies
M AANIANEURUTARLLL apoptotic Rituzumab M5
N33U8947N US FDA Tt e, 2540 1ﬁ1°ﬁnumﬂqam 15
FaatniMAeeTiin Bcell NHL Ainduiludivioaasiasn
wdinde Wl w.A. 2549 FDA laFusedldiaeniddu
sudinusniugiloe diffuse large Bcell NHL 7l cp20° 1nel
Ifsauiu CHOP %38 anthracyclin B seunluThiteniy
muﬂimmm"lm@@ﬂhLﬂu@ummwﬂﬂmﬂaﬂ follicular
NHL 7ilsingl&5unnsinenannion uay low grade NHL
fpglEsuanAThingn cyclophosphamide, vincristine LAy
prednisolone (CVP) WATHNTAEL UBd partial response 98
complete response Tae/liganniy CvP

aurneild

15U low grade B-cell NHL jyjmmm‘ﬁ'ﬁ 375 un./w’
Mﬂmﬁwmmﬁmﬁﬂ “Uanfazads Wunar 4 “dand
‘LumﬂqwummamL@mm‘lﬁ?ﬂhm@@mﬂumm4 ﬂm”m
AN ST ATR9ENAL upnsinaiulugilaausiay AUT U
PAULANNTUNTNTZANUR919A (tumor burden) LAZANUIL
B-cell n@

AINITVINLAELN

ﬁmmm aulunjiinann infusion-related reactions
mnq‘wmm cytokines (severe cytokme release syndrome)
ansadeaen un 1 vunn W /iy aueiniguuss
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M99 1 ?_I’ﬂuﬂ@jll Monoclonal antibodies H5Usa4lngIadANT7RIMNTUAZEN UL TLNA M5§@LN§HW (US Federal drug
administration) Wl lunsinuuziseluidaqiiu

2 nlasunis Tuanaiilwang | dssinvaasuausved | detdldnlasunissusasain US FDA
§U52931n FDA
Rituximab | 2540 CD20 Chimeric uzidesiaanivaessiin Beel NHL Viaeste
TR T
2549 Diffuse large B-cell NHL CD20" (1Tl first line

19#d9881 CHOP)
Follicular NHL a2 Low grade NHL (Lganriy
CVP)

Trastuzumab | 2541 HER-2 Humanized NzfuAuNsTauNgngzaN8Nd HER2 3
(3930 doxorubicin, cyclophosphamide

WA paclitaxel)

2549 VTN UNTTESENFAWAT HER2 3°
(3930 doxorubicin, cyclophosphamide

WAL paclitaxel)

Alemtuzumab | 2544 CD52 Humanized wzifaddiaaentndefaiadmadan T las
(B-cel-CLL) BaT NLifpADN1NUARITHA low

grade NHL
Cetuximab | 2547 EGFR Chimeric nzifaanl lugsrazunanszanad
overexpressed EGFR (l##393riU irinotecan)
2549 NeifAsHeuazAaTia squamous cell Nldl4
FUnNTHNAR
@ o ' f P
2550 nzideanl ungjsrazunnszanad

overexpressed EGFR Alde irinotecan uay

oxaliplatin 1d1Aem

Bevacizumab | 2547 VEGF Humanised wziiaanl “ngjszazunsnszane (IWsauriu
5-FU)
Panitumumab | 2548 EGFR Humanised nzifaanl “lug)srazunanszananldean

irinotecan WAy oxaliplatin ‘lallAeia

2549 nziieanl unjsrazunsnzanad
overexpressed EGFR Alden fluoropyrimidine,

irinotecan WAy oxaliplatin ‘lailAeia

18ur MaeAReALININ (angioedema) w1glaguN Trastuzumab (Herceptin")

RGL RV LTSI mmimmuﬂmﬂgmﬂiu 24 Lﬂumﬁﬁiumﬁﬂwﬂmm sifufuNTiin  HER2
Faluandslffuen fmsenuninfndjfiosesszuy  vive erbB2 %% HER2/neu wummmmu positive 3"
weavdsliFueinely 3-148 Sundsldfuen ldud (wum‘qmﬂiu neuroblastoma m@wqu@m neu) alu
autwlasfin WmiReannasn wazinfaieas sznzBufuuazszzundnazaneialszannidenny 2530
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m@qgﬂqmmﬁuﬁmu finsu aseentedTNARSTAL
st ldnnssiiulanguus

nm‘lnma‘@anqwg

mu@faﬂqm‘imiﬂﬁmﬂumw HER2 LULTARNE La\‘i
Tnadudenns sone “yonunalusadus Sl
nglaTALInIedTas wasdansAussuU)NANAUIY
37978 ADCC uaz CDC livinaneimaduzise naifiunns
b A9R8NT8d HER2 HAns “NRusALNNg 5avaeniaen
T luad uaz VEGF #athi trastuzumab 'f?iqﬁugqmm?m
Lﬁu‘ﬁmﬂ;‘wmﬁmﬁq NAUNTLLIUNIT antiangiogenesis
wananida “ullgudn trastuzumab SUAUAETL HER2
anann 1A internalization WA down regulation YAIATU
4 9 WA alaesssu T AreaTad

gualunissnm

Trastuzumab M luginsnzifasnunssazungnszans
fifinnsL nseanaes HER? uadlinglduinintTnunray
e ldganiy paclltaxel wiraldiuguaanzifausinunseas
UWInszanefifl HER2 positive m”lmummmum‘wuq
YIBNINNGN 1 mumslumﬁﬂmiﬂmi@ AINIIENUNNT
trastuzumab  fiotpealugiaanguiidnainisney wes
faagusenisinmingsaniesay 237 504 trastuzumab
FAUAY anthracyclme M?’a paclitaxel WU FLELLIAN
uﬁmﬂuwiwﬂuiiﬂmnmu ARTINNIAAL UBIFANTINEN
33819ANTBEFIUTIRINABL Wed TETiaanlaegIn
mmmﬁﬂmmmimmqumeuﬂmmuﬂ VAN DR
Wisuieudunisldeialtndaniieaedainen®
trastuzumab 1§5un1950s8991n FDA Tl .. 2541 14
fufthenzfaugunluszazuninszarafifingu aseen
984 HER2 1nnimeliisasi doxorubicin, cyclophosphamide
way paclitaxel AN Wt w.A. 2549 FDA la5usaslildiu
;:Iﬂaﬂuxﬁ\iLﬁ’mﬂmzmﬁluLLiﬂIﬂﬂﬁi’fmﬁummﬁﬁﬂﬁm
AINAN0

awrneild

211A (loading dose) 4 NN/NN. NeAdNYaRALREAAN
M"'| Twnan 90 w9 uay mmmmmm mamtenance
2 un/nn. Wan 30 Wil “Uansfazaisaunssiiatiannig
faniaeslsnasseangnen

NI IAEN

f]‘VlﬁVLNW\Tﬂﬁ‘V Ffienany lEun flulike symptoms
mmmuﬂivmmsﬂmv 40 m@wﬂqmﬂfﬂmu mma“w
FAntu 1mLLn 19 4 thadlesnduile wieraul” 3
mnwmmuimamiﬂl,mfm”mmeummn 3 Lm’ﬂuLLiﬂ
wamqu Bur Wiadenuns Wald@ena1sn

ABUATUNTING 15 2551; 23(4)

Fea s vieRnide enanulugilaailézy tastuzumab
fanfuARLng LLﬁiwufi@%mnIumuﬁvlé’i”u trastuzumab
Wesat1une’ wanainiganldiannn aunsalunng
yuzesinlaanas wazithy e WiAnielaesanedne
NURALNR (left ventricular cardiac dysfunction) #a'la
WAURASIIIE (arrhythmia) g TaeemnzidleWieaui
auARL AR Feiflfimderala 11y doxorubicin
(adriamycin) AsANEINLINNT IR WLIL combination uLﬂu
Aesarala (Faaar 13-27) NNnndnasli trastuzumab
WLIL monotherapy (5ae1az 3-7)' qm%fvl,;iﬁqﬂiz qﬁﬁluﬁimm
An Ujjisenui IauA anie vnalail senin uaziloymn
Tunnsmellaiitasaniinnstnsuasainiseandaie
maduinala aulfizensietlan lAun acute respiratory
distress syndrome (ARDS), pleural effusion, pulmonary edema
Wlusin ﬂgmmammmmm LL@wm%mMu 24 Faluausn
m@qmﬂumm\mm LL@wmmmeﬂmummﬂqwﬁmm
mmnuﬂ@mqﬂ@uum iy weuiin geanlilanes wziss
iy fiunsnszangliiitlan

Alemtuzumab (Campath®)

mv‘lnmsaﬂnqms

mu@mqm‘fmmmu CD52 Uuila neutrophils WAz
lymphocyte LNRA 59394 B LAy T-cells 189N ABNYN R
M IF A AN ZITIANENIUNIZUIUNT antibody-dependent
cellular cytotoxicity (ADCC) LAY
cytotoxicity (CDC)"

gunalunissnm i

il ludiasnzfadnifennnmeiriaiag
An Tl legsf (B cell chronic lymphocytic Ieukem|a B-CLL) bay
N La‘qm@ummmmwm low grade NHL_ Hragiathinge
visenduiTug relapse) Tugftlae B-CLL finaseeN fludarabine
1199 alkylating agents ﬁluj NUARIINITAAL UAIFABLN
faaaz 33 (partial response f08az 2 uay complete response
¥aaiaz 31)" alemtuzumab 185UN35UT8997N US FDA fingl
neztnuNasesn ull W, 2544 aeialafimy eniifhy
AU IWG (orphan drug®) “WFLINN95NEA CLL Hasann
Affymunsndeuainnislden i igRANTuLNngaaN
13978 T cells uazlfrizenuiisuusaiolfiii

* Orphan drug WHNeRs enfifiausfugdesldiertiase

complement-dependent

o o o A o = P - A
ussmn hiln desiuseinwleaiinuldesvidelsniiiu
funsaieuss wiselsannalifaamuywnanInetieseiiio
~ oo P A > =
wisaenndgnsnis g taelaifedunaunuld uariilgm
NsUNALARLY
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awrneild

gt BCLL TneBuannawias 3 un. vamd
waanideas g Tunan 2 dalus Eddfnsenguuss
NN e (infusion-related reactions) 9<AU 3 vige 4
Tatlannzsioiala ssuumaduwnela uay finsiinide
quuse Aasugeen dagiaanuenlildniusag aun
10an. wmumuﬂgmmmnmi‘lvlmi.vmu 2‘1)li®u’ﬂf;lﬂ'3’1
% Buane maintenance 30w, Tnellsf 3 Asaste “Lak
AUt sauszeviaa i leanan 12 Uand

AIN15IIAEN

s laiftarles qﬁ“ﬁlwuﬂ@ﬂ Aa Ujnsenniuiamn
Wen Taun miLLWﬁ;uLLN (anaphylactic reaction) 81N17
VABARLMAINTS YU “u welaldean T4 3 viuag
UnpATey mmmum alawiuga mmi JaniREY Huun
ane (Tusiu mummmiimm@uj \1 ARDS WAY
cardiac arrest LW nANNT 519 T-cell Uaz hematop0|et|c
cells m'lmﬂqwmqv pancytopenia LAY Vegamannnng
Aodeld

Cetuximab (Erbitux®)

nalnnisaangns

@ﬂﬂqwﬁmﬂﬁuﬁu epidermal growth factor receptor
(EGFR, erbB1(HER1) uaz c-erbB1)* HArusniz ssie
EGFR vn1ifim internalization we9sa3UAeTUSaN9AA
autophosphorylation 483 EGFR A% antibody complex A
waaniiavg AU Inuarane e s3I NTR Taenfiunng
b m@@ﬂmm Bax, caspase-3, caspase-8 WAL caspase9
FuSELEINTTL AsaanTeY Bk uananidadid
mafiavasndenlu  NeBuszL)RANTULHA ADCC
wzidean luwunnau peBaNTes EGFR tszannifenas
60-75 m%wmqmﬂfmmmu%umimmmmimium
EGFR ¢lanulune Liwummmu@ Lf;l'm_lm (epithelial cancers)
wanaata 1w wWiun den o sangnuuan  wag
fiueal Arrruavae s cetuximab Aatinun g luuz 3
anid T

gulunissnm

Cetuximab lAFuN135Us09a N FDA Uszind uig
21830118 WA, 2547 Fensrununnsiseia il iunzise
i “Iunjszezunsnszanefiinisu meeanves EGFR
Tneilsisaniy rinotecan vt lsinenluguaeitlal nunsonu
fiaen irinotecan AaNludl WA, 2549 Wlugndausnii 145y
asfusea L ldiunsifaAseeuazaaTiln squamous cell
Mﬂmum@mmm (unresectable squamous cell) Tmﬂiﬂ
sonfuUs e wite [Ty s uas A i
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nsunsnszae uaziisenunisidludilaanziean “ug)
7l mutation 189 K-Ras oncogene azmal adsaen i
wazdnsnssanTammnInilen Reuieuiugtaanzse
AL M7 K-Ras wild type™® sauliud] w.a. 2550 1450
nnsfuses il idue iz Sam] “Iunjsvazuns
nezaneRiinisL meeanaes EGFR wazlden irnotecan
faufiu oxaliplatin laildna luilaqiiuasuuzinlinga
ANWUENIIRUGNITNIES gene K-RAS fiauliien cetuximab

U T

loading dose 400 {n./u? neiAinuaamdannIne 1
2 ol uaz Mg 250 1./ vemdinvaeaRens
melu 1 dalue “UniazafeaunsziedinisrinBuees
Tsavgald "w1sonui®aIneg anaziia steady state
u “Uanfii 3°

DINITUINALN

qm”luwmja‘v 97 laun ﬂgﬂm’nmmqmuuqm‘m
{nRn (skin rash) Wudeeaz 75 vesiilon uazieuax 16
flenn1sguuseszii 3 vise 4° u@nmnumwummi@uj
U 911419 umﬂ@im@ﬂ Al 0 wihues 1edsme
powulafingh doladud adul” feiAEY Ruung
aufie udu UjfSeruifsuuss Wdud waindeaas
waRnaN N1zvialane A (cardiac arrest) a8vlafinN
UAseNguusTNTInny Heand 1 sie 1,000

Bevacizumab (Avastin®)

nalnnisaangns

Anduensunzifesausnlungy antiangiogenesis
drugs 'ﬂ@ﬂf]VlﬁIm?;ILLmﬂUﬂu vascular endothehal growth
(VEGF) v 1¥feanana il a VEGF Sy N9NTTHU
13 $ranaeniaen @@ﬂqmﬁimmmvmumuisﬁu
tyrosine kinase enq@ﬂuummmLsmmﬂ@wmm@@m Iokdl
ns Feaduiivasniden Wesduy VEGFR2 vinls
VEGF 14 ’WQJ’]?E‘I@‘LIﬂ‘LI VEGFR-2 (F|k1 Receptor L8 KDR
Receptor) uummm@wmm@@m 'qmlﬁﬁugﬁmi
mmmmwm@m@uummmm wadudaniafinlmsaes
yaendendasuazufinisuninszaraandtsnnzidlg

gualun155n1

FDA Fuseqlild bevacizumab “wiugtlaenzids
anl " szazundnszanalae lfsaniy 5-fluorouracil
(5-FU)® seunsAnemepdiinazas 3 lufilaanguil
Wu91 N9l irinotecan, 5-FU A leucovorin (IFL) $aumiw
81 bevacizumab Wudn gileaddnanissenTindsygu
AndnnguitlalléFu bevacizumab udg (203 Lhew
WAz 166 (Beu ANAAL) uenanidian Wy dam
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aa .=4' | X caX | Nae o o
nrrandamlaaflsaliiduunnlufnauesdnafiie Ay
NN DA N TRaUAY AFUedsnludunastiade T
WA UNUTINLAZLRLANITRNTNTZANeaadlsA (tumor
burden) Tneidmsanisnndnenay saulugihantaaus
ANTUNINITANEIRITANN Lmeiumwmmmm LS
NNPANNAUARTINIINNT AL

UYL
TWawna 5 un/nn. dvasa@enann 14 4 aunseig
dn13nnBuaedalsn wazenaye steady state Usyanoy
100 Ju wagann lanaTausn
BIN15U AL
U = % -d‘ 1 o a
uatnaAEaInNNIslE AU 1w ANsulalia 3
Amviinladuman wazisaaunisiaaanaanly
MaBUaIssNLNsEINzamyg TAasldlugilan
PAFR 22NN IFTUNIUNITUNETRILNA°
. . ®
Panitumumab (Vectibix )
nalnn1saangns
Ha < 9 o . |
griiinalnniseangnandiuiy cetixumab whi
ANANNNZFE EGFR 81NN37 cetixumab
N lun195nm
= 7 [~ o ] 1
annsane ludilaanziieanl “Innlszazundnszans
w91 N3l panitumumab LA#°) WNN1938AT IR ASTN
AnTwwsnszatsaedlsmlTauieuiunislin1sfn
WL best supportive care W b lAANERINN1IT0ATIR
aildfunisfusesann FDOA dszma uigaEnalud
WA, 2548 faenszuauniageialifldiunzifeant “vn

1 L dl £ al o o 1! b
srazunsnazanglugiaed idenaditninunsguliliug
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