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#Lm EGFR A TT Sk BR8P 4 A e K E i 2541
Targeting EGFR in the treatment of squamous cell carcinoma of head and neck
and its drug resistance mechanism

BRI 2R FAAFH(ELEAKRFOBRESRE ANEE 855 FK OBRERNAICT S
FHFELELT O ERAREEERE M E 3L 563000; 2. EXLEAKFWEER HLRF, TN &
L 563000)

[ 2] &4 KK T 21k (epidermal growth factor receptor, EGER) 7 Sk £ &5 6 IR 4H g #55 (head and neck squamous cell
carcinoma, HNSCO MR 4 R e e B R BB IEH . A — M2 14, EGFR 2 5 Z (5 5l , HAE KSR SHIR 40 i
P hmERIE. Bl B EGFR BT HNSCC AL A6 IT 29 B4 32 N F IR R (B B 2 7= A6 [ i 24 i /it H 25 52 81963
AR 5 NAE S R 2GR )T TR 245 25 5 T 4738 EGFR 721697 SR R 240 M s A i e e, 880 HL R JE Al 5
[x88A]  REAKP T2 (EGFR) s kAR SR 41 s (HNSCO) 5 15 5l B #E AT 5 50 50 B BoAAs I SRR s i 771« 1) 24
[hE52E] R739.91; R730.51  [XEAARIRTE] A [TEHS] 1007-385X(2021)06-0636-07

Sk BUER JAE 2 A AR B O AR, ATk N-R B C-R %, EGFR 3 22 H g AMRC A4 45 & 45, i

JIT A R R IR 2 %0~4%, T I8 60 3t o Sk 255
% IR 41 B 9% (head and neck squamous cell carcinoma,
HNSCC) i Sk 2516 it 87 1) 90% » ‘& A2 Y T+ 1 Jis + 11 A
S A 5, A — P AL B B MR L e A R e IA
40%~50%"".  H |, I R iR T7 22 K T AR A Bl e
75T AR B 20 58 25 R 1) R T B T 5 AR AT
FH T Rg 4 M A= 20 8 LA 2 L) A fF A R $E
Ak, BRIt , 38 7] 75 SR 5T A YR T T . B IRA
T B K I N HNSCC R IT S i 7 ¥ i 7k . E1n)
YEIT AT L AL T MR 40 B ) VR T R A A R
FEAETERI A e . B AT, FZR R R R T R
7 % 4K R 7 32 {& (epidermal growth factor receptor,
EGFR/ErbBI/HERD) . Ifil & P ¢ #E K PR -7 (vascular
endothelial growth factor, VEGP)'/HIHEJw 15 RNAFIZE

EGFR J& T 52 1 % % 1% ¥4 % (receptor tyrosine
kinase , RTK) Z I (1) 22 i 1 2 — , v DAAE B R A4 1)
M& 2 IRk S 5 M N BCR 25 G . EGFRZ 5 Z M5 5
B T, T 225 MUK A KR,
I HAE HNSCC it R B Rk &E. HiAl,
Z¢EGFR Bt i HNSCCHE [T 25 C 482 M
TR A3 EZ S EGFRIAYT HNSCC K& H =4
i 24 ALt 9k F A — 2Rk .

1 EGFR 5 HNSCC

1.1 EGFR

EGFR %: K g7 T 7 5 4§ (4 iR F0 i 22, &K
110 kb, HH 28 M & F o il #4 1 EGFR & H H
1 210 N2 LR %, 7y T 8 K /N2 8 134 kDa. M

7K 5 I X AR PR S5 5 A 3 = T o AL B, M A I
55 EGFR 4545 J5 , EGFR 5 H S BN KL A K
F % {& (human epidermal growth factor receptor,
HER) % 1) F At 25 B3 % B[R] 9 B 5 Y — 54K, SR e
PO I A ) R O T D C i ) R R
M Ak, AT 51 S TN i 22 M5 - 3l % 980 - EGFR.
4k 4 K A 7 a (transforming growth factor alpha,
TGF- o) B 41 s 4 & K ¥ (B-cell growth factor,
BCGPF) \ it & 45 & & J 4= K A ¥ (heparin-binding
epidermal growth factor, HBEGF) . X{ i & H
(amphiregulin, AREG) « 1 15 & I (heregulin) 13 j
71 & (epiregulin, EPR) &5 B A #H DhgE AL A 5
EGFR 1E b e R 454, 5] 345 5 0 B0 , #E 1M 72
2 ) A A G B M g A S A B R e A R Y
YER©T,
1.2 EGFR 5 HNSCC

EGFR & [11E 50%~90% ) HNSCC H #§ 47 1E %
(BEWE]  HERRE T 7 AA BB H (No.172y-002) 5
T BRI A HOE BRI B BT H (No. ZYK036) 5 St 4
T A AR A BT B A [No. B 205 KY 5°(2016)080].
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K R IEY . G A BT R RN
RHIBEAE A EGFR A IS Ak WG O, 10 i R
41 fg 3% Coral squamous cell carcinoma, OSCC) & 3 Fx
A v EGFR Jd 1A #61% 75.27%. 4 EGFR [R5 K
- Tt van IR 2 0 e B8 AR A R R R AR
Wi 7 SCHRU Y B WRCHALAE DAy — A 10 s 05 1 A
23k A7, 7] BAf# miR-133a-3p /3 # EGFR ik
AT E— PR T HNSCC 4 e & .

2 EGFRTiFHIESH SRR

EGFR M SFMESHS®BES S THmmAK.
WHE R RN AL, S d AR T, S R R AR R
JE = Y)A 5% . B4R 5 EGFR (45 &% T EGFR H
T R A0 AN R U AS 5 A T 4k, B X RAS/RAF/
MEK/ERK i #% 1 PI3K/AKT/mTOR i #§2,

2.1 RAS/RAF/MEK/ERK iff #%

EGFR 4K %5 » Tyr1068 47 55 ) B 2 1k 4>
T2 Grb2 M1 SOS T A 45 &, HBUE RAS ™,
RAS & A 1E A —Fh GTPase, A] LAIE$% 3K H 40 i 2 i
EGFR ) _F %15 5 5 MAPK 2% B¢ LA K Jd i AH ¢ i
PR, JEAL R RAS 5 3 hE 40 i 2 RAF TG
RE B R IE MRS I MEK BB IR AL , B
SRS M AL 5 (1) ERK /2, B J5 pERK 1/2 33 X\ 4]
A% S 8 1 55 A0 A B R O 36 R A 5, AT R 4 4
i A K S 1509, #E OSCC 40 , 22 4 [ B0 &
8 (MAPK , RAS/RAS/MEK/ERK) 1 >y EGFR f#)
FE NPT 2 —, EFEEERA, ez
AT B 2 AHA S R b a] DAl 21 RAS SR AR,
HHEFSE B, PR R ERK R B2 A0 KT 1 B e
T 55 4 4L, i3t — 25 i B RAS/RAF/MEK/ERK & i#%
TEA$E HNSCC IR A Fik e it B E
2.2 PI3K/AKT/mTOR i %

EGFR F it 5 — % E Z {5 5 & /£ 2 @it
PI3BK/AKT/mTOR 15 i i %18 1. EGFR &5 1]
BOE PI3K , 2 J5 0% 1 PI3K W R 1k PIP2, 5 H A4k
JNPIP3™, PIP3 5 AKT/4& H B & 0 145 &
J& WOk AKT, B B8 46 75 0 25 3R B9 AH 98 4 1 3 A
mTOR , 4k 17 2 2 it 968 248 . A K L B4 5 AN A% #5200, 78
HNSCC H', EGFR/PI3K/AKT/mTOR # 5 5 # Wi Ik
A, 0 HNSCC M8 4 f i) 36 5 B A EZAE M . o
FL2R I, /£ HNSCC HH 5y 304 1) miR-27a i 1 B %2
1] AKT F1 mTOR 2 [K 1) 3 1& , i3t 17 I 5 EGFR/
PI3K/AKT/mTOR {55 5 4% , M\ 1 $1 ] HNSCC 41 iy
MG HE . SWICK S5 52 56 45 B3R B, 78 /& 7 EGFR
BT BE PR 5 7843 mTOR 1) 551 (0 Bk 456 F v
PI3K/AKT/mTOR 15 5 18 % 4% #0 f1 , 1 107 #1011

HNSCC 4l ffg (¥ 34 58 fE 77 PI3K #1177 BYL719 Al
BKM120 7£ 43 4% HNSCC 7£ P ] 25 Fofr S 44 Ji 987 £ 11
PRG0S H i A5 B 9 2R, DR 1 #0 ] PIBK {5
5 1 I 0T TR I R B B s e, Sy Ak —
AN VB LE Y6 T HE S 2 mTOR {5 5 75 55, 48 #F 50
mTOR 1 i) 77 70 74 2 5 SR U I &4 ml = A W R e
JigRa VE B B2 88 1A mTOR 1 EGFR 15 54 S\ Jy
JE VR YT HNSCC [ 75 S B . /£ HNSCC 6 97 HL il
o, KT B B30 EGFR [0S , #11%H) EGFR (= &
JH 7% PI3K/AKT/mTOR 43 3¢ [ #1251 58 fig 45 RicHh %
R HNSCC 4L (1) A KA T . siRNA LR 45 RPIER
B, # ] EGFR/PI3K/AKT/mTORC 15 ‘5 i 4% 73 32 1)
HUE L E B EGFR B BR 1k , B At 43 208 b
HNSCC 2 (1) A KA BE

3 EGFREE[EETT

b8 & BT 75 19 A W R N, EGFR AH ¢ i #% 76
HNSCC A e A it /E R ML H 25 BB, PRk, i
SR A AH AT 1] HE VT 22 A S R HE 1) 259
3.1 ¥ %% HAk(Monoclonal Antibodies, mAbs)

mAbs 7] 3 i 5E 5+ P 61 EGF AE Ak A= K R
(transforming growth factor, TGF) 2§ FC AR 7E ffl #h &5 &
EGFR, [HI T (5 5% 5 I8 2040 #) EGFR Yy e 1)1
F o A SRR , 45 S8 41 i B 97 20 o 2 M A H
SRAT A B A 5 20 M G 5, A A 2 AR I EE
VER R 4 mAbs 15197 14 [R IR F I BE65 K B#
B AE L, A 38 o] DA P= A= 9 54 A o 1 A
EGFR mAbs J6 7 F % F PE Sk 3 R i 2 250
G2 i 22 (ORR) I8 /& 7E o 3 J& A A7 1 (PFS) AL A= A7
WO ¥ A R o3 , 5 s by A T, 7E 40 -30K
W WE VR TT 7 58 HRAN N P 2 3 BT O OS (R AL B
F10.14H L 1EHE7.4 4D 5 i BT EGFR mAbs ¥ H T
M )2 R HNSCC 3 iR 7 B — 2 A 2k
Rz 4

G 2 P — R EGFR g P, 7T
VBN — 25 T IR IRIEIT . A SLiP e oK, B —
1 FH PG 2 5 BP0 VA T HNSCC 1 58 25 1) vh s 15 82 1
()24 11 B IR B AT Ja I PR SR B O i 2, 3L
ORR }51.9%,PFS N 6.2 H ,F A0S N 14.01H .
VERN—FhHT BL 2459, Vh 2% & B2 — PR & 1N R
BT FEHUMAR, FIEGFR 45 & A R e, 5 T
18 It [ W EGFR 1) i %20 B2 A7 A3 % 2 A4 £ PI3K/AKT/
mTOR {5 5 8@ B [ 4% 34 52 2 40 1), 3 w0 A7 2040 1
HNSCC 4 g 1) A= K>

Je S Z Bk F S — M SR Bt EGFR Bk,
B AT LATE P Hb ) A YR PR AL 5 EGFR 454, BH KT
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EGFR A5 10 T A5 5 5 530 5, Wi 400 1 Je 83 &40 ff
S s B R e 1 1 =R NS A SR E A
AN AE 0 CD R, 5 S AN B T 4. Bk
W2 A, JE BRI AT 5 R PR TE A2 T 4 M X Bt
EGFR, M\ TSIl R S5 87 B8 20 8 5 BT & 11K
7 A B 0T 78 PES T8 A A7 3010 5 38 g 2 ol
J5 TR T AR A BT R FH BT P 2 bR R
PR, T 5 B 0] R OB B %, 77 AR B2 IR EE LAE
LRRAER. BEZIRRPRRAIER D, HFEILA
A AR B RE 5, F EGFR R 1K 1 R T i
W . 1M AE EGFR RIS B I e, AE N E il /)
ERENIDITR P SRR AN V€ S SR

3.2 B & BR #kBE 49 %) 7 (tyrosine kinase inhibitors,
TKIs)

# JE % JE (Gefitinib) « 5 &' # JE (Erlotinib) A1 i
1% JE (Afatinib) &2 % | 1410 EGFR (1) 1% 2 R S g 417
#il] 771 Cepidermal growth factor receptor tyrosine kinase
inhibitors, EGFR-TKIs) , H §I C. & it #f H T ¥/ 97
HNSCCFY. EGFR [ ¥ 5g & Hi i 2 8 i 5 EGFR 1)
i A 55 g ek 45 a3 1 L 1 e S AR 45 A I E RIS 5
2% 35 , 1 EGFR-TKIs 55 EGFR [ I8 A 45 ¥4 45 45 &
M #0 #i] EGFR AT A& 45 & J5 7= A2 10 R Ui 208 o
EGFR-TKIs X} EGFR [ B2 4k A # #1] 4F H , v] BRI
p-EGFRIKF-o [AINF, AHSCH 7024 H TKIs A #1
PI3K/AKT/mTOR i@ i # AKT B AL EH . H A,
EGFR-TKIs #H 5% (1) 29 CL 48k J& 31155 = 4K
321 #—RFAEWTKIs UHFEFRMRTE R
AR ABATT A H ) EGFR 1) i 0 R P I H P 485 40 45k
259, 14 5 EGFR N & 2 B B (1) ATP 455 A s e
)45 4 LLBT 1L EGFR E ARBEER AL , it 0] R 5 5
&3, T 20U 40 i A KA BB TS . HOQUE 452
TR, SRR e R 2 e Be A R A431-A6
JIev 23 210 L ) 40 PR 0 DA R AR K BB AT 2 1 R
7E HNSCC 411 s 2 1, EGFR @ 634 - 1 sl 4 ik
i 7= A B R AL, /1N 70 B PR3 B0 5 J BRI R 0 K 22 i
Jed A0 i AR AR KA E Y (BIIR b, SRR e
B e 2R T R B R 1 HNSSC [ A4
N2 AN 1.4%~10.6%, H & B8 & 3 03 T~TV
I HNSCC &35 1Ak I7 8997 2409, R i A BF Al 5%
B, FE T8O TT NN IR B 8 R A 2 B TN PFS. H
I BT R B B R AR TKs 9T
322 H AR HENTKIs PAREE B NRE,
B BN T AR BELT R, 1 S ATP (204,
R 32k 5 JE AT 3 ) EGFR (35 PE , 3 5 HOE RO N
LU I stk G, AT A R G2 R G 1 R A AR
TEAE 5 2 B O] (e, 55 —CHH L, 25

AR By B Je WT i 35 4E K HNSCC &34 [ PFS, H 5%
% % J8 PFS BT AL 35055 ) v 2.6 S H AT 1.9 A H B
By %5 JE 1T 5 EGFR E3G PR A7 A5 B L i, S5
I % 52 BN R A0 BE S BT EGFR (1 ER &R
P R AR A I B BRI 0 , T R E S
B S0 AT RIF AR B, AH Bl S — AR AT 1) EGFR-
TKIs, 5 —fX EGFR-TKIs f] iz K 3 f# it EGFR.AKT
A ERK1/2 1B R Ak 7K SF 5 58 58 A7 280t #70i) HNSCC
A0 G A2 Ko DRI T E X HNSCC 41 g A= K 1 390 1) 4
A 1% —{X EGFR-TKIs Fi i # J& kb 25 — 1 EGFR-
TKIs # E & B F R P 8 e B A &%, [ 5 AR
EGFR-TKIs X} H M (1) 52 0 bl 28 — A 5 58 , 55 AR
EGFR-TKIs A A2 3t H W2 4645 5, i Bisid 3
AT AR Th A BEL T (S . FELIT B W S B IR AR
i) 55 — X EGFR-TKIs i75 5 ] HNSCC A K],
323 F=ATKIs LLEVEE JE (Osimertinib) F4%
e, At — AT AT 45 0 1) B R i E AL A
FHILT 565 — AR EE AR, BT JE =& — g 52 14 %8
U (1) TP, JLAS bR 441 f e £8. 35 1 PFS S B e K 22
18.9 /N H®™, &4 #F 8 & 7 , B G B Jé Xf & i
EGFR B RAE (4119 5 M i -k 2k B L858R KAL)
F1 EGFR [if Zj T790M 58 4% [] 9E /)N 4H A2 fili % (non-
small cell lung cancer, NSCLC)¥3F i 72, H O 8
Ik #E T EGFR-TKIs ¥ 97 J5 i3t & ) EGFR T790M [H
PENSCLC & #1, HLEIR PR I H T HNSCC fAH 5%
WFFCSCHR B /D . CHAIB &5 ¥R 50 3R BH , B 258
FEAA A B 30 HNSCC 4H 18 5 76

4 5 EGFRER[EETTHEXBITZ5HLE

T EGFR /£ HNSCC 1 [] 5= K 14 , {# PL EGFR
R R IT — FE RO S A R (BB A B R G
7k N T I PR T 25 LR B 2 3. HNSCC 4
W 1 25 WL 3 E AL EGFR (5848 L R i AH S 5
DRI PR AR, 1 iz ) 78 o2 S A AR B 321 2 AL )6 5
I8 4 A 5% (tumor microenvironment, TME) 7 41 Jitd
D s S I - 1 B S A 1 Y )
(carcinoma-associated fibroblasts, CAFs)Z¢.

41 EGFRZE%

EGFR 7 T AT A B A1 45 438, 0T 15 75 2 IR A
SE4 T R 48 i 5 EGFR-TKIs R 24 11 32 22 i
T 5 R RSB G SR E T IRE R .
JAIN Z5098JF 53 % B, 7 HNSCC 1 HRAS Al MAP2K 1
R4 AT 5] 2 EGFR-TKIs i 24 . HRAS IR A5 7E
HNSCC 85 03 3 , £ 6% 1 Jif 8w ml DA 82 31
HRAS jil i P& RAS 1) GTPase iif 14 , fi RAS HF 424
FFTE GTP 45 &R A&, PR 0S5 5 18 1% 1 4% 300,
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MAP2K 1 3 4k 75 35 75 4 EGFR 0 1) 751 it 24 vp 48 8 AT
DAL S22 , MAP2K 1 3 2 IA WS H R U 2 MAPK 1/
3 Fl c-Jun BEER AL , 28 —AX & B e 6 1% MAP2K 1 #1
il 71 PD-0325901 A L 41 1] X} 122 & & J8 i 2 1
HNSCC 41 il (SCC-R 4 ) ) £ K™, EGFR
T790M A T4 7 TKIs 5 EGFR il 45 #3428 2 [A]
(RIAE ELAE FH , 3 1T 175 % TR s 6P WLARTR 24 12 1) 72 A2 01,

5% — X EGFR-TKISs [ 25947 RS 1] 38 7 2 50
1), JL T BT A BB # 2 P AR i 25 PR 7R 2R — AR
EGFR-TKIs i 2 ] &, 50%~60% ) 553 76 2 20
SAME T U EGFR T790M i [ 28485, DL B g
B NRE R 5 =1CEGFR-TKIs - 7 ik T790M %
AT BRI 25 AR T R T . A
TR B, L8S8R/T790M/L792H 2% A% 4 Jifd %of B 7 #
Je HA M 251 . AN AEBA 8 P % B iE o] A
W L792H 2R A8 A4 (1) - Hi foe KA i) 4 BE BRI, LA o iR
L 25 1. HNSCC H 1 18 2 SR i 24 7 2
RTK 3R i), 145 HER3 .MET 324 A Al AXL 32 {4
B A, RTK I8 M T IR 45 K30, i) IR 25 4
BT DRI RTK (1) ERC, A7 e9kiE , vh %
PUFH IR &5 R 3al 400 1) 770 BB A5 ¥ 7 AT I 3 48R HNSCC
BEWIRIFVEM 25 . BRI, PE 2 TR YT )
HNSCC 5 1 5 40% LA b A7 7E — Fh 22k 1 M 4 52 44
1 EGFR-K,, FA% IR I S P i 24
42 THMEERAGEE

W TR I, 12 2 8 JE i 25 40 i Hh s MAP2K
1) p.KS7E 748 (1748 5 ik , MAP2K1 Jz H 7R i I 550
MAPK1/3 Hl c-Jun 7£ 3% % £ J& it 24 48 ff b o 2k A
BOE . T MAP2K 1 #1171 5 2t MAP2K 1 2 F R
F R MAPK 1/3 B B A 7K ~F- T B, 328 1 568 441 e 1 3Rk
AT, M 25 0 R A9 B 055
43 HARTKs#F 53512 5@ %

1E5 EGFR TG RGO T 5 oAt 52 14 i 2 IR i iy
() SRV B VAL B I S S 25 fik i PI3KC AT
MAPK {5 5 %, Xf EGFR F 30 LG AR, M
1M FEA% T EGFR #0157 197 2. EMT 22 b 52 40 i 2%
Z3 90 B AR 1 A B R B, SRAS AL B 1 AR 2 1, T
) 78 J53 T 40 B 1) 3 72 5 '8 AT RE A& EGFR-TKIs 3£ /5 74
i 2 () J Kl 2 — , 7 HNSCC 12 28 1 78 24 /v i 1%
5yE0, EGFR A H T i 1) 8 6 3 ok 1A 55 48 g o
J53, W EMT AR 4228  EMT FS0E 7] e 12
T HNSCC L5 & #E A FH 0[5 I A BF 750
iIF 52 /£ HNSCC 41 g i, EMT i #2 w] A 3 3% 5 5
EGFR RA:A& (41 RAS RAZ \HER2 4 A1 METD1228
V AR ) 9 A i PIBK/AKT/mTORC {5 538 %
X H8 EGFR 2454 %} EGFR-TKIs B A fiif 2414

4.4 DI AR K R AT Y m i

i 988 AH O B A 4E 48 B (cancer-associated
fibroblasts , CAFs) ' Jy JIf 8 Tl ¥4 45 i 3 4 10 2 1k
B 22— Ref8 3 i 22 P A DR 1, DT i a2k ek e 1
B M S A R T M AR K. R, CAFs 1]
353 WA EGF , W0 F RIS 5 30 B, 2 1T i ik e 4
M 3G A B SR A HNSCC B #1R A, b
P68 FH O RS 4 240 L ) B0 PRI 17 e 4 0 1 2%
ST BURYE , T CAFs FIAEAERS N 17 UM-SCC-1 41
e CON L Sk 988 5 25 9 14 4 B D X P8 22 3 B 0 1
21k,

5 i =/

7EA 35 HNSCC 7E N FI 2 b R KI5 i e i
EGFR ik 2 i 2 T v £ 4 E 521, 1 B EGFR )
RKILKVFEWEFAEFEMEME. 20NN
EGFR B Bt [a] B SZ TS 0 E , HF8 H R s i
F 1k EGFR, MY Y7 J5 4k K B T Re it 5K, AR A7 3 B
fiko R LMJL+4F B, 32 F EGFR 75 8 40 i A ik
AR IR — ¢ P 1) 1) B RS 245 ) R {8 HNSCC &
HHEAARGR R NGE, 2 BEA IR R A
B ESR . BT HNSCC R ) ia 7 it R B4, Bk
B 7% 1 HNSCC &3 Wil 5 U5 A, T e I
SEERAEFTRNT%, fH it IR S F R EFEN
54.7%75 Tz ] EGFR ik /K1 5 T s i 5 Bk
o BB TG, B B R R N B R TR )
M

6 FHBESRE

H &I EGFR 7£ HNSCC 1 R 1A /K P4 = Lok,
FET % EGFR 8 E 1) 43 1 458 S H RS = 18 g B
FUIRAF R IR, IX B K b i 3 17 3 e 245 47 40 33
Pt . 75%E BP 2 C 8 FDANIER TR T
HNSCC 47t EGFR #L 17 Il R 254, I CAE Il R L)
2R A2 WUmPKATHE TR, 7 %8 R
9 EGFR 1 il 77 BX & o7 ml BLR w97 &, 2 AE
HNSCC I PRI 5T H R I, B T 0 2 BT A, RIS
i « zalutumumab A nimozutumab £ H: fil $i1 EGFR H.
o FEHUR ST RAT AR E o« /N 53 1 i U BR U il 1 1)
71 B A7 A AP0 EGFR U A 254 5 H Tl IR , Hor
By v 5 J8 38 i BHL T R 9 15 50 B AR S, 4
HNSCC 4 g i) A=, 1M AT A7 R4 iess s PRSP,

SR, LE I PRIE 7 Hh BE 25 3 7] 245 490 1) R AR 2
L, BEXN T AN R NBESEZ . il
A FFR B EGFR S R IE R RAL , DL % 55 i 8 %
R0 72 EGFR BR1a)R T 77 AL i 245 1 22 R I, 78 53
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TR e ZG ML) KA B TR R A IR
%o % THEHNSCC B3 5 A REBAK, mAFAN
W 755 EGFR A5 5 1% 530 B AH OG0 [ LML, DA3gE G
i 245 AT 32 v ) B8 2 VR T 3R . RSk ATl EGFR
55 % A EGFR B [ 4101 1) 71 i 24 ML 45 5 23 B 5 R
A 5T mAbs #1 TKIs % EGFR 13 5 #% 5 55 5 P40 ]
IR o

(& % xx #]
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