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ABSTRACT: Epidermal growth factor receptor (EGFR) signal transduction pathway plays an important role in non-small Cell Lung
Cancer (NSCLCQ), especially the state structure of intracellular tyrosine kinase domain mutations determines the targeted therapy of
NSCLC. Molecular targeted drugs for EGFR mutations in the epidermal growth factor receptor tyrosine kinase inhibitors (EGFR TKIs)
has been developed and applied to the treatment of NSCLC. In the treatment process, the mutation state of EGFR changes dynamically
with time, so it is the key to formulate and optimize the mutation state of EGFR. PET molecular imaging can be used in real-time imaging
of the occurrence and development of biological activities in the cell and molecular level, making it possible to reveal the mutation status
of EGFR in real time. Therefore, a number of studies have been conducted on the molecular imaging probes of the tumor mutant EGFR
with TKIs as precursors. This paper reviews the progress of EGFR-TKIs in the treatment of NSCLC and related PET molecular imaging.
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NSCLC % %45 — . —ft EGFR-TKIs [ st , 1t %259t
FH AR BB E BAR e SR, TT90M 2845 & EGFR
20 Ak AR SR B S — . % EGFR-TKIs J5 fir 22
HI AT HERT 2501 79, 55 =X EGFR-TKIs 5iffg EGFRT790M
AR A 25 I 5, AR R 2 WAL HE : AZD9291 . CO1686,
WZ4002 Fl HM61713, . AZD9291 & H RiimE— bl 3 4 50 25
i B 4% 3 )5 (Food and Drug Administration , FDA)E#i T4
¥7 EGFR T790M 248 [ 55744 NSCLC 2541¥), {H /2, lRE eIk
25 9-13 A~ A i), 259t 2 IR G A o AR IR eI oY RIS
MR PIESE EGFR C797S 5878 & 33045 =4 EGFR-TKIs
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W& A & R AR IEA TSI G, (SR ZEAAR#S 7R EGFR 158
ARSI AT RE . B, 2P LA EGFR-TKIs N RTIAFRICHT SHE
2 A 0 1) FilRd 278 EGFR Jifd N BE 4> F USRS 1 B9 13
With 2 . ARSCK X EGFR-TKIs 723397 NSCLC K AH¢ PET 43
T UG TS T AR i R AT 2RI

1 EGFR-TKIs ZEJ&JF NSCLC F H B 3 B

1.1 &—fX EGFR-TKIs

W5 SR 47 EGFR 2845 () e ] NSCLC & 2 il FH S
—f EGFR-TKIs FyfefE Aff. 4f—4 EGFR-TKIs FZAUHEH
4[:%; JB (Gefitinib) , JE. 1% 5 JB (Exlotinib) 352 578 J& (Icotinib) , 3f: H.
Gefitinib 7l Erlotinib £ %3 FDA LA N7 EGFR19 4h
P SEARFN 21 A L858R A5 5E4E NSCLC —Zk 2y
o, EURTAC ,OPTIMA “5WF5¢ & BUAE AT EGFR 2845 (1) i 4]
NSCLC B 5, 5% A M #E Ak y7 25 W AH Lt , Gefitinib I
Erlotinib fgfs i3 B & 1Y JC ik Jié A= 1] (Progress Free Survival,
PES) il i A7) (Overall Survival ,08), i i # 7550597 s Tl
ARAL U7 R,
1.2 & {8 EGFR-TKIs

KLl NSCLC & # 7 f#f H % — 1% EGFR-TKIs10 4~ H
KA SRR, BRI, 5 R0 T m 2
Y — 25 R W] 36 P EGFR-TKIs, 7% IR 7 — 0 0 3 4
EGFR-TKIs p2A4: (T2 4, TR KA SR 3k
SRR JERIBER e, RBRAYITEEETF 2013 FF3RECE 254
B HIHLFHEIE F T 1 9] NSCLC () —£83AY7 . Lux-Lung7 BF5%
TP LR BT JE R R R IR AE A B2 2R YT EGFR 2878 NSCLC
B PTG e, KB JE 41 PFS B8 m T dER
JEIRITHL, BT JE AL it 10k J XU B A1 27% o, B ) 4ERS
PFS Yus& A &, 33728 18 A~ A FNsE 24 A A Bk e 418
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W T 27% , 2 AP A SR R
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ERR M, XIEMHIFFF A RS T790M 58485 | i Tirf
MG, WK FURR T 25— EGFR-TKIs 18975 & &1
NSCLC &M, ZEHR LT, WF58 i T4t %F EGFR T790M
ZAFHAR ] it EGFR-TKIs (55 =X EGFR-TKIs), F#A1f%
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Jo U ALIET T PET 43 FRUR, K IR 7 P fir 9o B
JifogRa X 45 A AR S P e A O, I 285 SR T i S5 g IX
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B[y 5 JE R 28 AN AT i P EGFR-TKI, H:[H#E NSCLC
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WL AR DA R SF- BT, A B AR S E HCC827
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RS RE AR S T IE R 414, 2011 4F, Gao 2P A L
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UG AR ST H GO AT 4R AT SRR
W A RS A UC X AZD9291 #EA TR kAR, A
BRI RGRAE , BIRIBCR A 12%, Xiao 20N FERIEES
Wk W HAE T Y SR 4R 3 PET/CT RIS , iitE i
ANGYFHE M 25 IRST, Sl 3 " — 2k " XEHEAT F AR, & R
SF-IRS R4l WIdPET BARIGIEHY TR, &P "F-IRS #5411
EGFR19 Mg T 2 248 i diz far e BRUR AL P S P B
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Xfafi A EGFR 278 1 kY] NSCLC (1 55, 3 T # [w)
AT BN EERRI T TTE . SEGeAn P, ERA R
BERE S PR, A RN W D SR . B IR T
T 25 R AT & LR, o311 25 Bl L 7E AN T2
AT, S5 A 70 1 25 B e 2 2 s T — 2 B0 5
THARRT I A ATE— S0 2, T e — 2D i T ok v I H:
B, I PRI R B HAE Y] NSCLC B P AR
FERE IR i AR v, SR EGFR Y58 AR ZS X HE (13697 7
ZRIHE A HICHE . PET 431 WUAVE R —Fh e 1%
SFHR AT 7K P 7R B0 B4 5 e R, RS 7
R457R8 EGFR py RIS O AT BE . HFTHE 7 282 EGFR g4
Bery PET 731 URTREHE BUETT L AFAE— SN QKR
PE2E 5 HFIUE | 15 Wl 5 Bt v , AN REZEA T IR g A% s i
ANIREE ity e PR IR R, 325 HAE PET 231 1lif%
7 K PERIRE S, il PRHE 1) 245 W AR SR A4 i 128 | 24
Py SOV T T LA KGR 2RI A S AT S R A
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