Cetuximab

ERBITUX 100 mg/50 mL (50 mL); /
///

AUNEHFe 5K 200 mg/100 mL (100 mL)
13\ IR | BRI

//

> HERMAEGE (BRAFV600E RE51H ) : Bl encorafenib & 8E A
BRAF V600OE RER LA BRHEEGE -

> ERUAEEEE (KRAS [REE - BFREEGFR) : )a% KRAS [REE ( ER
2)  REARNERREFREE (EGFR) WEBRMAERE - B FOLFIRI
[irinotecan, fluorouracil, and leucovorin|fEB5E— 48 - & irinotecan ¥
B[RRI irinotecan- and oxaliplatin-{EEREYABA] - HIEHE i
) aBE IR E irinotecan B2 oxaliplatin 1B KRS # irinotecan FAM =AY
mA

> fEARE : Cetuximab AEHREEA RAS RENA EEREEVE RAS RE
AR RS -

> SRSAEBELINADRRE | MFAE —ZYaEIRR (platinum-based )EERXKEE
B EBMER ; BMEWNEFSEMBREMERNVREE ; £52
fluorouracil REA%E(platinum-based )E A F B EiS BB M ERNE — 478
& ) - mOS: 7.4 months(chemotherapy-alone) vs 10.1 months
(chemotherapy plus cetuximab) NEJM 2008; 359:1116-1127

= B FERE (YR 2004 £ FDA A8 L)

*mPFS: medium progression free survival; ORR: Objective response rate; DOR: duration of
response, CR :complete response, MDR : The median duration of response, DC : Disease
control OS :overall survival, mOS : median Survival

{EFRE

EREY - BRARKARARNERATRENBERR - BRE BN
ENiE( #R) - Cetuximab BREBHAL SR A EEBRBBEDE(AF) - B
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REFNEHRSE  EARME - BAIREES KM EEREN - ; ?\{ rmatien 2022

R i



EENHAAIIRKRERAFREL LW?ED%J%EEZ_%FI?ﬁﬁﬁ?"“ﬁ’]%ﬁ@i?
FFEMEAT - EXEBEEBE  FEBARNERERAFREENESEIE
2978 KRAS ERRIRE - BE AEZEMEA Cetuximab - EIRBEMAL -

Mt KREES EE (ER

> Ht . pEEENM (B 10%- 30%rm AZ 3 ERAT) -

> BEBIHEREE  EEMF - BPEamKE R (49%; 3/44 : 31%) ~ B
KR (17%) ~ BM(9%)

TEEENAEREIER

1. OWMEB &ML : OFER (6%-11% ) RE (4% ) - fRIDE OB
(2% ) ~ HOIEE - DEXRE

2. TR ERH K (91% ) ~ A (<73% ) ~ %@ (59% ) - AERKEM
RImsE (45% ; 3/4 4% - 1% ) ~ 88% (19% ~38% ) - %HE (27%) ~ A=
(18%) ~ E&f (<16%) - BEEERE (<16%) ~ & (14%) ~ HIE (14%)

3. MEZMR: MMB (95%) ~ BEXRKEZ (15%-88%) - EQ%]‘ E A3
(86% ) ~ BZKZIE ( 14%-57% ) ~ B&E (14%-47% ) - % (28-44%) - &

BREME (31%) ~ BB (14%-22%) ~ BFiEK (20%) ~ FEEERE (19%) ~ KHE

ZPR (19%) ~ BREE (12%) ~ ZFEE(1% to 4%) ~ RERZE(<1%) * Stevens-
Johnson GREE(<1%) - BUHREARIE(<1%) * IRIE(<1%) ~ BiZk
(<1%) ~ KK8 T*IHE?EE@ E(<1%) ~ BEHRX(<1%) - OEX(<1%)

4. ROWERHEZRRA BES (15%-84% ) ~ BEEIIE ( 6%-55% ) ~ AR7K
(13%-25%) - ﬁﬁﬂﬂﬁ (12% ) ~ EHME (12% ) ~ EEEZEEL(1%-
4%)

5. BBEZM  EBE (19%-72% ) ~ R (49%-64% ) - € (59% ) ~ &
M (53%) ~ &Rt ( 29%-40% ) ~ ORER (31%-32%) % ; 3/4 4 : 1%-
3% ) ~ BRB (25%-30% ) ~ BIEAR (14%-16% ) ~ OEZE (12% ) ~ Bk
BIEHE (10%)

6. MiEz4  MEARIKRE[BTS (43% ) @ MBERZIREIBAS
(38%) - MBEm4HEBHS (33%)
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7. MEIATEERF  EDH (<73%) B (15%) - &R (14%)

8. HREBZRM . BEX (10% £ 18% ) ~ AEEER(<1%)

9. MWIRZAA : FIREEE (49% ) ~ I (30% ) ~ WK (26% ) - BEMMRE
(<1%)

10. 2B &# 0 B (13% ~44% ) ~ BUMAE (1%-4% ) ~ MiSERE (<5%) -~ &
MR RE S (< 1%)

1. BlidZ%4 : BIERIBEIRR (1% R EEEHEREERE )

12. HAth : 3805 (22%-29% ) -~ BRHERENRE (8%-18% )

R BRfEEYETIRARAERE - FIWENEIER - 81  ZYASHEIER - RAERRIBVLER -
HEE NMANEMENNTIEERIER - ZYRIFANERZEBREBEENRRGFEINE RSUE
#£ (Common Terminology Criteria for Adverse Events, CTCAE) - & # R ME A BEX{CE8EE -
PREERESUNBREREDK - EM I RBERERANERNE  DREMOR)  PRA) &

BEAR ) (4 R)IET (5 4) - ERE 3R LNEIERR - FEENARERETHERE
IFE ; BRE 4 RIBETW - RKESBEERNTABRER -

il
> BUBEAZENERE . REERIARETRESHE
> HIBEAZHERE . R IARERRE SR

EE/EEEREARKREARNER
> DERE  EESEEEARAIRER A E R cetuximabB S IEEE ~ 3
cetuximabBt & tH48;8% - MfluorouraciliaE - B4 O\ IHEBFEIR3E -

BIfER R

fEcetuximab# ZEIBAM v Z2EDHIMBERE - 2105

DB $% . $BFIGE -

> KBESEM : cetuximabolBESIEEREE M - BREBERNEY - HEEZENX
e~ BB - BUERAMRBERE (FW =85 KEMMIE « BEFA - A
B k- FEIEX - BEXR/EEUMBEXRTRE N NE ) MZEE -
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glEFA BE EIE
BEsEMH F—RE mMIEEcetuximab®iF 1 E£28E -
FECRE IR 34k mMURBUE - #ELI250 mg/m2iIEIE R -
B (W ol 4 4R B NRLENE - FHcetuximab °
FEE 1% Y o . . s .
5. g F_RHE | mEEcetuximab®i;F 1 £ 28 -
—_— R34k mMURABNE - EELI200 mg/m2IIEIEARA -
2K| <7<
\ 3 4 4R BRI BNE - FHcetuximab -
A )
F—RY mMEEcetuximabiE 1 E2HE
IR 34k (mURckE - #ELL 150 mg/m2 WEIE R A
2l 4 4R cetuximab -
B NRLENE - FHcetuximab °
FENXxE  KAEHcetuximab -
IR 34K
3 4 4R
> BREET . ZREMBEE (oJseBRERE) | #HBEHNEREESth s
4 BB EERAERGEBEHEE /NS -
gIERA EIE
EREER KIBERRIENERERE -
> ERFE : cetuximabolBES REREF M VIR E - Bl RREEERIIT
RERE (XREEEZ - KE  BEWE ) « EME - 2L - Ke -~ OIE
ZEN/H O - SEREBHRENREA - BEREoIse=IE - mEFR 78R

M AERREE - KK 90% IR BN oI BEfE SR — RENR BBV NT N E -
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glfFH BE BRI

mRNRE | —E R i R E R 50% -

=%k UERIKAEA -

> BEM : cetuximabolBEEREE M Im - 2 —LRanmel -
gI{ER =E gL

WEEEE1 2238 ;
PEREAR =M MUNRBUE - AIEEER LR EEAZENE
SfFekBIE |E -

iIiE==Eks mR 2 BREANRE - BlIfFHcetuximab -
B B KX fF Fcetuximab -
( D )
LY H{EMR

> EYRMOER  fEEBENBRSEYREMER - FTERBEISIIER - 0
BERAN/EEENEL - FERENHEFRBBEENENESFAES -

B PR 52 A1 TR B

> KigERERARREABA EGFR 5k - BRAF V60OE A1 KRAS ERE -

> ERMSE - 5 (SAEABEE—R  MakTHE EV8HE) -

> FHAIEIRAREE (ECIRERZRE %Eﬁﬁn/mFZHU ) °

> WEHBEAEmEETEEEREVHE1/E (BENEB8 1/ BE

IR EER ) -

EAEESN (BRBRRRARENERE ) MMEHROER -

> 7 galactose-a-1,3-galactose (alpha-gal) #ZL#E-a-1,3-FZ# (a-gal )
IgE MEERm AL B KRENREROESIEN ; ZREaZEAEEA o-gal
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IgE ke (BENUERERENERRE  GRBEM) -

> EPEREENH -

> AERREROBEMRERENR (HBsAg ) ~ SEMRZOEE (anti-
HBc) - SBIFFREKREMES (anti-HBs ) - AEMEBEA HBV BRMR
£ ERAE FEETERIGUEESEFTENRSEY AR

HE

cetuximab 2—RBEHAN/ERSEMRNE - IE—MHEaREEREFR
2 (EGFR ~ HERT ~ c-ErbB-1) WizFMAGIREERREF ( EGF ) F1EM
FoRSmAS S - B2 EGFR 455 o PHET R S48 B A BE U B BL (EANZUE - 1m0l
MR - FEMARAT  WRPEEEBEABNMNEARERREFHNE

4 - EGFRIE5RZ A8 RAS #llfE ; BB RAS REWMIBLITFAZ
EGFR RURSE - £ BRAF REWEEEED - BRAF HIHIEIF EGFR 247

HWAESEMZB LI EGFR /T &8 MAPK @ISR ( J1ZEr%EE ) g95F
5 : 7£ BRAF V60OE REM A EIFEEIMETZID . cetuximab F]
encorafenib WASIEEBGERE O —EEZYEBE RPWEREER -

| EGFR inhibitors:
~| cetuximab, panitumumab

— EGFR receptor
. i P13K inhibitor:
|| RAS P13K alpelisib

BRAF inhibitors: i *

encorafenib, L RAF AKT
vemurafenib, dabrafenib i &

MEK inhibitors: || MEK mTOR

binimetinib, trametinib \ l l
ERK S6

Figure 1. Mechanism of action triplet therapy of targeted inhibitors of the mitogen-activated protein kinases and
PI3K pathway. Since activation of the PI3K/AKT pathway is a known resistance mechanism in BRAFVG00E mutant
colorectal cancer, it is also included in this figure.
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