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[ Abstract ] More than 80% of lung cancer is non-small cell lung cancer (NSCLC), and the epidermal growth factor
receptor (EGFR)-mediated signaling pathway is closely related to the occurrence and development of NSCLC. Small molecule
EGFR-tyrosine kinase inhibitors (EGFR-TKI) targeting EGFR have been used in the clinical treatment of NSCLC, and posi-
tron emission tomography/computed tomgraphy (PET/CT) imaging can noninvasively monitor the expression and mutation
status of EGFR in patients with NSCLC. “E_FDG PET/CT imaging has predictive value for the activation of EGFR mutation
and EGFR-TKI treatment efficacy, and in vivo can be directly observed drugs and systemic tumor targeting EGFR combined
with the specific circumstances, by PET/CT imaging before and after treatment, to achieve dynamic monitoring, guide the
therapy before treatment and treatment of sensitive population screening process, to achieve NSCLC EGFR-TKI precise treat-
ment is essential.
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FEXTEGFRIHGTREDTIAR K /Ny F I EGF R 24 F2
R 155 (EGFR-tyrosine kinase inhibitor, EGFR-TKI) % )i/
FHTFNSCLCIIRYT, FEAEREEEGFRIENZE A4S (18, 19, 21
W 9848 ) INSCLCE E X FEGER-TK I JE HUK, 1A
I7 A R EK609%-909%0-6), 1 %F T ¥ 4= BIEGFRNSCLC
3, EGFR-TKIAYT A SRR (HEGFR-TKIAYT IFAE
X T & 42 EGFRZS S NS CLCH 5 Y s BE A %0, Wit
AJEXT T AT FEGFREF A RINSCLCHRFE LR, 1M 4
90%H F & A= T AN AR FE AU EGER-T KA YT AR APk iR 25 Al
bt K b2 —F IR X FNSCLCE & &
EGFR A M AR A 718 L2 s A W i ks 0 7Bt . 1E
HLF o S F LA Z 1% (positron emission tomography,
PET) RARAER—FIIIREST T AR, RS XHE 5> 11 T7E
PRI 4 B shAS LR DI RE ST TR AZ AN I

1 EGFR5NSCLC

EGFRJE — MBS 0S8 1, J& T 52 (AT Ik 2 PR ol it
(receptor tyrosine kinase, RTK ) . EGFR N U 4: i 2 iR 2
PG 15 A5 R T i — R AN AN 515 54 T RIS
WE, TR 22 4505 5 15 Sl B . EGFRIY S Lo 3k
B RIS, MR AR R REVIMG, AR %
JE T b e 7F 5T U Y PO > T EGERAT A I
5o % Sl B A 45 DL T3 % Rat sarcoma (RAS) /rapidly
accelerated fibrosarcoma (RAF) /mitogen-activated protein
kinase (MAPK) {E 515538 1% phosphatidylinositol-3-kinase
(PI3K) /protein kinase B (AKT) {%%@:E‘rﬁﬂﬁﬂ]anus
kinase (JAK) /signal transducers and activators of transcription
(STAT) {5 5% 1 . F e TNSCLC THL IR
RTS8 AU /N 73 5300 500 25 9 1 ) B9 FE 0K
EGFR. 535, EGFREEFIENSCLCHH /P-4 1k,
JEHORAE e B, 29909% LA E B 11 RIFEGFRIE
F1, TMi309%-65% il B = KIS BEGFREE A

2 NSCLCHIEGFRH FER[a);877 KM Za#l 5l

AR, Sy FREIRNGYT I Z AR ) —Fh B 28R YT
FB, W UGE TREWAER R, AR e, &
XFEGERI ST FHE AT B 2 ML 5% B NSCLC o T
A )G AR Y FE B T AV 5T $UE 2) EGERT-#IL ]
1HYT E AR EGERYUAIRY T FI/N 3 FEGFR-TKIIAYT,

EGFRIK-BHINTHA T 1 Z2 20 M 755 1 Tl B i B
TE NG
2.1 5—fCEGFR-TKI FHAEEJE (gefitinib) HWFR G Hmvl,
J& T AW YEEGFR-TKI, 2 55— i 24 it o B L)
(Food and Drug Administration, FDA) It FH 1477 1 1A
NSCLCIJEGFR-TKI, 2009494t i FH T-H A EGFRIE b
RAFINSCLCEH I —LRiRyr 1, SLafbyr L, Ge
% i 25 42 NS CLC AR & 1 Tk J| A= A7 sl Jeig e
(erlotinib) WHRFEZHL, 55 AR LA 72T
dEJRAAE AT I, TRV e IR YT AU T AL Gk iRyT
W H AR FOe7 ) JFHITF R TS HFERR AT
1Y 7 EGFREEZAENSCLC A A T HLARF 5 1), il e
(lapatinib) FITFNSCLCIBIF A RRAR, HF25% 15
TEIRIT I 24 AR B IE TR E o PO JE (icotinib) JE[H
N —Fh IR A9 AT 3% EGER-TKIZ W, i e iy v ey
FIPFSHAZE T A JEinyr ), X xF TR E A F otk
EGFR-TKIZNY) HA B2 L. AL, 2RI FH
EGFR-TKIZGY 5 Rl SE0F A N2 32 i AR IR
2.2 5 fREGFR-TKI PiAEE (afatinib) & —Fp LI IRAT]
W IEGFR-TKIZY), T20134F- g FDAM#HE T H A EGFR
FRAFPINSCLCEH I —LIRITEY, SEgf2=inyrHaLL,
B VLR S iR AL PES i 2 LB T Ak 22 VBT AL, YRYT UL
RETA56%2Y, AT EYE (dacomitinib) & TEFRR AT AFE B
EREERL EA T I v R AL SRR, XA
FEGFR LS8SR/T790M MG AL A I MANSCLCH AT 7,
4N HIMPESH F1K96%, 14 IWPESHikE|77%, H I PESH
1701, T H74% ) 88 2 1l 8 e B e in T e ik 8 743
F K-
2.3 % —ACEGFR-TKI % —fCEGFR-TKI /A n] i iy £
PEEGFR-TKIZS Y, 31 T IRT790MA- 25 KT,
B2 Won H TANSBERTT 2, R X E G FRA R 58 A8
IR I RIVER, Ao —RIRIT 8. EE2Ya
osimertinib (AZD9291) . rociletinib (CO1686) . olmutinib
(HM61713) . EGF816., ASP8273%%,
2.4 EGFR-TKIMN 5L HATI%{L 52 EGFRIUNSCLCHE
HAEA SR /LG B R EGFR-TK LAY PG 4E A AT, %6
KB e 27 A EGFR-TK LAY T i 32 AT . Horpiig a2
PUEIGZ R0, BATHAE S AN SZ O 3% (1) EGFRE
TR A (2) EGFRE U B Y SR 5 4L; (3) EGFR
NHE S R (4) EGFR-TKI M40 A 11
A2 () HLlERAk; (6) ATPES S & F TG (7)
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3 EHPET/CTEIETENSCLCHIEGER-TKIS FER[E358FF
R ALY

PAPET/CT RN RE > T BAR A TS AL AR
I FERET (el RS “F-FDG) TR S A FE
Iy TRIAE G, T R A o B AR A G R LS,
TEREAIm ARSI R AR 22 DR 1 R B B AT H AN (RS
3.1 “F-FDG PET/CTRARXS TEGFRIN b5 A2 Yy T iF
5% “E-FDG PET/CTRAZHFNSCLCHRHEGFRINIG{L
FRAZTRIY, AR PR A AT 45 RAS AR 26291 201148
— T [l M A A 9 AR AR X T AR S AL ZHS U Vmax AL
%, SUVmax>S.0A {2 EGFRIE AL 157 e A BN (=)
1M20144E 55 —F 58 & B, JCIJESUVmax, /& FHSUvV

(SUVmean) , EGFRZE A 20 5 R 5 748 2 [A) 5 e A7 i 2 2
500 Y SUVmean A fEANSCLCHEH KRAS R AR IR A1
— PSR T 201S4E—Timeta s BT 245 R ZRATC 1
JEEGFRILEKRAS, “F-FDGHEBUEIIARE I 58 A8 4R
A&, JMENSCLCHH IR WA s | g /N A X 2l
IRARFIES S AR RS AN L4k, BRSUVAL, PET/
CTH] JE it 1 —SE 8 bR HTBOR B 2, Qs (R AR i Al 1%
HBUH (standard uptake value of lean body mass, SUL) | fifJ&i
AR HHAFH (metabolic tumor volume, MTV) DA Weikari a3
St (total lesion glycolysis, TLG) 5%, HTAIMFFE AlfE 2 1)
TE AR, DIIRERG A LAY ZEIE.

3.2 “F-FDG PET/CT &% TNSCLCIEGFR-TKIIRYTYT
BTINATSE PET/CT RAZ X TNSCLCH) 4 W I & 5L
HOR, MIMRESS H T46 )5 ZE00iR 7 LA AEAF TS - BFSE
45 BURW], “F-FDG PET/CT7ENSCLC/H H HYEGFR-TKI
RS R R BA ST RO A A A U AN EL, 16YT
H AR R 5 H S AR SR8 S N PE A AR A (Response
Evaluation Criteria in Solid Tumors Criteria, RECIST) ik
P R A C T SAAR RS A — B 24, LR R TS 5T

PET/CT i I 2 5 A S - 5 75 5 7 DA O, A
A (progression—free survival, PFS) G234 B A=A 1

(overall survival, OS) 3234, B 2 b A TE s B I
L ESTI S

4 EGFRTKIEEBIPET-CTESHREHE

NSCLCHEGFR-TKIVY7 /& —FIEGFREFE T4 i L ]

BT, A IE A EGER-TKIZY YIS L S A% b i
WPET-CTRARIREL, RBUE IR B WS B 259 5 4 5 i
A EGFREE M Z5 G ARG L, I8 vy T XL,
SEPE BONTRET RE AR T ZhAS I L I6YT R 4R T
4.1 EGFR-TKIf[H]AY1'C-PD153035 PET-CTRA4HWI5E £t
FEGFR-TKIPET/CTSr T RAGH, AW I L 2 1) )2
MLO1, MLO03, ML04, ML06%:s), HHHML015PD-153035
J& Al EGER-TKI, Hifth A Al 3k

19994E T KA B T PD15303SHY R AL A 909, I 1
SIYIPET AZ 5 F0FSE T C-PD15303STEIR AL W23 Aii «
FERAETEMG O, IR 5 1 18 RN S5 S R
T4 B+ £ 'C-PD153035 PET/CTRA% Jy 1 BfS T
R EE . Hodp E SR BIE S C-PD15303 S A W A AR TR 4 -
PEA R, H e 8 1 18 vk B SR 43, mTREFR I
A T R TR o R T AR R B NI,
UC-PD153035 3 243l o JH 5 R ge HE ik, e M B HEFAL
PR R R SRR IR A2 45 /D, A Bl i eg A%y Thn 5 Bk
TR E MR A 3, T R AENSCLCHIEGER > T4 1) A%
Dy R R AR T RTS:, RO C-PD1530357E fifRi 4141
) TSP £8 B3 e DI/ NS e SR AN A DG, T 5 e
21 {9 2 181 6 K I EGFRAE FA/KSE B YIAH BT, 20114,
LRI 5T L], erlotinibifY T HIC-PD153035 PET/CT
B HSUVmMax 5 NSCLCHEE WPESFIOSH YIAH & . FIrl,
C-PD153035 PET/CTHAZ T HFEGFR-TKIYAYT U AT
FNAYT R L, TR TNSCLCHYEGFR-TKIIGYT 7 S0k I
HA—E B IE
4.2 EGFR-TKIf[1]Y" C-erlotinib PET/CTRAZM 5T 2009
B, FFEAFE T IR SterlotinibAi IR AT CHRICIRS T
UC-erlotinib, 4T T/NIPET/CT AR #), Memonfif
R4 IR, C-erlotinibBE S TEerlotinib i B
HCC827 a8 Jm i e S AT RICR AR, T HL 2R A4 L) 1] A
W, $E7R1C-erlotinibRE S 7EMRTR S| XT Ferlotinib AU
IR L4

K AFAr 222 E E A TR SENSCLCHR A 42U RE S A
AR E I C-erlotinb B FFAEPET/CT FAFLARAZ , i Hod 1t
SE T, IERA R 41411 C-erlotinb B3 BUR 5 EGFREE AR
YIRS, UC-erlotinb7E H A5 EGFRIEAL R ZEHNSCLC
L FRRENS 2 LB Sk TR AR 23 5 AN I A 5 4 449)
LEHLJRFEH: C-erlotinb PET-CT M BES IS EGFR-TKIIA
I reh R R ZH 40 EGFR-TKINEY 7 AU 41K
A ZH L X J3 JF 3, M C-erlotinb 3 B AEEGFR-TKIVAYT o JiE
TR IR L 2 LR P SR A
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Slobbe P 4H ik #4114 —AREGFR-TKIFR 1L A i 6]
FREPET/CTRAGWIFE (18F-afatnib) , 3 H-5"C-erlotinb
MIPET/CTRARIEAT T XA, WSR2 3R, o2
NC-erlotinbifs &3 F-afatnib3) BE A FCN B EGFR-TKIHUEFS
FEIE, FEHCC8271u 6 Jry il s Ll e S SR 4, I EEGFR-
TR UK E DAY A S 49 FIH1975 i I LA RIS ASREA 3L
REE.

%% FFTiR, NSCLCHIEGFR-TKIIGY 1 —FIEGFR
R PER R RAYY, RENS IR R R AR TR i, PET/CT
AR BRI TN HXTNSCLC 4 SHEGFR KA M SRR
AT IELL SN, RERSTER I B2 S 4 B e
ikt EGERAE M 454 i BAET, #2067 HiTS PET-CT
WAR, SR YT A BRI ANA T B s AR
M IET7 NG TE S, 7TENSCLCH # IEGFR-TKIIAY T U
PES VRTINS MR i e vk H5 E AN ATRARPE T
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