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Advances in antibody-drug couplings targeting EGFR for the treatment of tumors
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BT /2 EGFR-ADC HLABEARAS B R B Lk 5w 2
— o RURESVEPUMR N FH 2 T 4F R EGFR-ADC i 4
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FEUG KRR AR S AR PREE T DNA 45343 770 fn 4 b 5=
F T 1 401 57 CTOP1D™ U 3 i BH ¥ DNA & 1l &
Mg R T2 Ah, B 2 o0 IR B Rk AT IETE AN
Wt &% B A - EGFR-ADC™, 1 _F- 115 1) Akalux K F ¢
SN BEHES>F IRDye 700D X /A 2% fif » ABBV-637
YU BCL-XL #0il 74 A8 208 A 175 5 e 989 441
PHTS
1.3 ##F

ERT RIS RN GRS T, &
ADC F&E T A A B i B R 3R, i T R
FECATPIBR 7 A AT )RR B0, H Ak NG IR
58 B B EGFR-ADC K 2 R EUAT V) B K42 1
LI T A B P A R B A R 2 S R v R RO R
i, GG RO R BUR MR T (HH R
BECPEAE T AN B8 58 4% ORUE AT R0 AT 1 RE S5 14 R T, G
TE L P AR R K 5 72 AR T SR 35 1 5 S AT ) g 2
HEFEFHR ADC R 36 TG A 25 1 g 2 e A 2 2 i
TR RO S R A ADC 7E ML VR AE A b b R g
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3.2 Depatuxizumab-Mafodotin(ABT-414)
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ABT-414 75 BEAR BRIR v IT i) 2 4k
3.3 MRG003

MRGO003 A& H & B A & 4> 38 4t i PR 58 1
EGFR-ADC 254, 11 A\ 5 EGFR 470 AU 1) 771
R RS At VT R e ] SRR AR IO . H R,
MRGO03 T\ 25X B i« S MR e 55 22 AN SR i Je ot
I R 058

MRGO003 [ T a Hiilfe R 156 45 2R 27, 22 44 1 40
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W= AmEEM . BN, = diiE-Hii e &
W) A AR 4 1) B W SR TR TR 5 25 L i
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FTHPURAE I ER A& T @ SRR AR LA
o 8 AEAR GeAE F L ADC 4 Akalux 5% %0 %
JPVEEE 71 A AR AR ADC #E ] 5 JF 8 ) 25 1 1
T AE SRBEE,
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FHOCHLE AR 24 B . H ATIA N, vl B3R 45
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B e84 AR PN S IR AR 1 SO R 4l R X A R
Bt P AEBUER. EH X 2 248 1) ADC it Z5 B
ANTR) T3 A FH T i e i 2 et e 8 4 i R
T RAT 5 4 1 RIE K ARG A 28 384T B 1 2 T
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IR b, & ] dE I BA VAR TT LK ADC AN RSO T
21 DA S s B SR AR 1 e R V6 T AR, B TR R
G 77 FALHE ADCBC G LT  ADC BB Fo 2 A 75 a5 417
55 ADC BEA /N7 7 B ¥R 97 6. o I
A2 RS A A Rl R 2E iR i IR R A DU SR S
ADC [r] Jif 87 2H 23 1) 3 2%, LA K I PR BT BIF 9 4 R
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B R R — P R E  (H LA 23 ADC
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2 ULl palin P
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{140 Ji g8 S ) 4, A LI o B 2. T
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FIATTHE 55 . H B T8 = 5 ADC-FL R 2 &9 N 1k
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T UL SO 51 R 55 WL 0N T 7 AR ) IE 4
Jf 25 14 4E F - EGFR R A2 5 800 76 I 24 P 55 i ff
i VAR AL 1) 1) R, A SR T EE 6 ADC 25 ) i R FE
s A 8% 4. fE K Sk, EGFR-ADC A M 3t 44 & 1fii
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U A IR 8 « P9 A 803 (AR AL R A R0 A R
TR S 245 2805 R N F 90 5 T T AT W AR 9, N
ADC {1t — DA AL SR LR S5, LA s ADC 25
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