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Abstract:In clinical practice,the detection of epidermal growth factor receptor (EGFR) gene T790M
mutation is required in patients with non-small cell lung cancer (NSCLC) who are resistant to epider-
mal growth factor receptor-tyrosine kinase inhibitor(EGFR-TKI). Due to various reasons,some patients
are unable to obtain genetic test results through tissue re-biopsy,and liquid biopsy also has limitations
such as low sensitivity. Exploring clinical factors related to T790M mutation status and improving the
re-biopsy techniques for T790M mutation can help to achieve accurate diagnosis after acquiring resis-
tance to EGFR-TKI.The third-generation EGFR-TKI osimertinib is the first choice for NSCLC patients
with T790M mutation though drug resistance is still inevitable. In this article,the development and
detection of secondary T790M mutation , the related clinical factors,treatment options,the mechanism
and countermeasures of drug resistance of osimertinib are reviewed to provide information for the se-
lection of clinical re-biopsy strategies and subsequent treatment.
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0.027), % IEE| N 5 4 R A K F (vas-
cular endothelial growth factor, VEGF) &5 S A= 1L
B A B DA DG 3 OR T IR R B TT90M 58748 5
R Z MR . BT — =48 EGFR-TKI 3 i 1t
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SRR B W CT R AF 5 i T g Hoe b 5
I TCGE T2 3 S S8 70 AR A1 T 9 o ik i
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dardized uptake value,SUV ) [ 5 A3 - 2 {8 Al 5z KAE
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JE RS R W R T 245 J5 P TR R R 1R
SRR — 2 R B B AT DU OR B 1 T790M 28 A8
RZS, (A SCAE G BBUE W R S PRI . X 4R
— AN R AR 5 5 R 2 RRAE A 45 G 0 A R X
T790M 5 25 R 245 1) T K 7356 A% Jr =X 1) ok % o L
(7R IR

4 EGFR T790M =T RIETT

AURA3 5% b T B A8 e 5 & 81 fk
S7 AR YT EGFR-TKI it 25 H T790M FA Y NSCLC
BE IR, & B = EGFR-TKI B4 8 e v] i %
GE KB FH A P AL PFS (101 S H vs 44 A P<
0.001), AURAL7 W} 58 7 0] i — 2P ARS8 T WAy % Je
FEE i T790M Tif 25 58 A8 (8 35 o 97 2. 1 IM-
PRESS #iff 58 "8 /R A LT alifb )y, — 2 R
JeIRIT T 25 8 5 AT A T AR e R EE K PFS, 1
Hod T790M BH : 37 20 1) A A7 R i AR T B 4l 4k
72 (P=0.043) , R WILE s 25 J 4k 2 fidf Hl— X EGFR-
TKI I AR B TS . PN I B B JE i ot 7
2 EGFR-TKI 36 97 Ji P i Ji¢ H T790M %€ 25 FH
NSCLC & B EEIRIT % .

AN, — 23 ) =8 EGFR-TKI t # iiF 52 X}
T790M FHM: NSCLC S A%, Flun, Ahn 255 )
H2iE T Lazertinib i1 I ~ 11 I IRAF ST 285 58 . Horp
5% 58 35 2 b 7 0 B2 A DA I Lazertinib A
WY R, TT90M FHPE 835 By Rz PFS 28 9.5 A,
MAEA R 5.4 ~H x5 1~ 118 AURA B¢ 8
R BUE M, (P AL PFS 4 9.6 4~ A ,ORR K
61%) . it H R4 i ny 3R E | F= 465 % 1) =48 EGFR-
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TKI Bl 56 %5 JE 78 244 i W % T790M 28 48 [ Tiif 245 &
#HH ORR N 68.4% , W i PFS £k 12.3 4~ H |, X g
W B EA MR Z 2R Y ™, Nazartinib
(EGF816) . Avitinib (AC0010) %5 13 %% F 5%l H F
EGFR T790M %78 ) NSCLC H % % {8 1x 86 254 K
HBAT AL T 1l PRI 2 B B

4,

5 BEBRHMZGIH RIGEIEST

-~

U B 7 8 Je Xt EGFR {8 78 A8 Je 3145 1k
T790M %€ 283G 97 ¥4 8%, (H 2L F — . =A% EGFR-
TKI (1) 4K A5 1 Tt 25 19 % A= A7 BR i T 58 3 19 K =2
%5, 25043 KT EGFR FIAEHK#T EGFR Wifh
.,

51 k¥ EGFR BTt Z5 9141

EGFR ) C797S 578 , Bl ATP %5 45 57 /5 797 %
T =7 Ab 1 >F: e 2 R e 22 B RIUAG, P R B A8 e
5 EGFR RIZE #EH) £ R, 7 109%~26% — 28 B Ay
BIeIRyT B AT 2557 & T790M BH P it 245 8 &
ol W) = RRAE . RAFE R RS B B — 1R
EGFR-TKI ¥ ¥7 U B, 69% ) C797S % & 5
T790M 5 7% [] Hif A7 £ 27 i 45 57 5 R 1 HE 51 O =Xt
TRIT R LA AR B IR IR AT K B, — A =
f& EGFR-TKI Bk 5 %} 2 28 C797S/T790M %€ A% 41 fify
AR, T s G ] A B AT 9 EGFR-
TKI X} T790M/C797S it x5 2% 41 g 5 Jeza ™, 1EAE
JF & 55 DUAR EGFR-TKI W1 EAI045 AN AL A] 5% Ty #2
] EGFR C797S 2878, i FLYE 5 P4 2 Sk A fiff
FHEHEXT C797S-T790M-L858R = 58 A48 4 i A7 5 ™,
TR ) ALK-EGFR B 40 1] 590 473 in 2 Je 7 1k
AN C797S-T790M-ex19del 28725 A7 # i /F FH 7

Oxnard %5 ™% 41 ] T790M BH T NSCLC # #
F 52 R ICIR YT B R S FHRAT EGFR K
I, Horb 28 1] (68% ) F il 1 T790M k25 . T790M il
KEBHE WP EZy Ry 6.1 A, H 2L TR
T790M 75 B # 14 15.2 4~ J1 (P=0.01) , fE& M
BRI A 5 8 T 24 1) B ) 7F — i R b n] o B AR
PP 25 B 3 1AL BY R 2538 5 5 T790M 58
AR AR G T IR S T 24 AR DU H AR B T790M
A REWIR EGFR 2878 H T790M % 2K (1) B 34 v]
PR — 18 EGFR-TKI #EA71697 5,




BT C797S RAS ,EGFR " — S 5 UL i 5 58 A8
W5 R ZA K, Hrh G7T96S/R 9878 ] 52 i
WA EGFR W 454155 i 1792 | L718 Al
G719 FRHE — gz 78 N3l o A WA 8 e 5 EGFR
A2 1Y) 23 ) 25 0 S B 2555 Yang 55 %1 i 58 b
30% 1) B8 iy B JE Tif 24 58 5 [l I A7 AE 24> EGFR 4k %
PEGEAR XN S5 SRIR YT R P, H T E gk ket
1,792 A5 X} 75 B Je B i 1L718Q) i 245 28 4% H
H Al — — 40 EGFR-TKI™,

52 Ak EGFR W 254§l

MET ¥ 33 3 #5722 3% EGFR T i 09 {5 5 18
P17 & NSCLC f8.75 %5 B 7 45 JE i it 24 k{1 -
Met 1l 57 5 e 5 JE 5 B8 A4 2 Je = — R A SR YT
TEFES 1 015 A A2 38 HR (FISH) 42 75 16 97 il
T790M 5275 H. 6% 41 ffl N A-7E MET 47 35 (4 /8 35,
1E 75 B JE IR T JE TG R 45 R s T790M B AL
MET 4" 38 1 40 B He 5] F+ 22 94952 LA | it PR wi fF
50 R B HER2 i Ji 3¢ 35 v] fli 5 PCOGR 41 i &=
(T790M FHM: ) XoF B8 45 5 & A SRRk AV T B8 A
JE KA i 22 TR BT P R — 25 PR A 3 1 R T
it HER2 5 T790M 431 NSCLC #f g ik X B8 7y %
JE AT 25151 Kim 2308 76 1 B 38 75 85 JE I 25 o
() g 20 23 rh BT Ry 0 %) 2T 4 A e A K PR 32
& 1 (fibroblast growth factor receptor 1,FGFRI)¥ 14
R £F 4t 4 i A5 4K XL 2 (fibroblast growth factor 2,
FGF2) Rk 3G hin , 8 7y B Je Bk A FGFR il 570 (4n
57 B e ) W HA R,

NRAS .BRAF I KRAS % 78 45 ] F % RAS-
MAPK i #% 3 7% . Eberlein &5 /78 B 75 2 JE it 25 1Y
EGFR 7€ 7% NSCLC 4t it #k v 4 W] 2] NRAS %€ 4%
(E63K) M NRAS ¥ U1 myam, mEmEReS
MEK # il 7) w1 55 % J& 56 45 R FH AT 78 442 g A0 B Ik 3
KMt 25 09 & 4 . BRAF 4% 19 2 11 76 8 15 MAPK/
ERK {5 538 % & 1E FH , 7T 52 ma 40 i ) 2 24 404k
4, Oxnard 55 %' 238 T 2 {4 BRAF 5 EGFR
T790M F2 45 (1) B 758 Je it 25 /B % . HoAT iz ko84
(1) 4 AR X BRAF 4100 570 2% 25 Je 0 B8 73 4% Je () B
HIRIT U ™, HAb B9 KRAS €48 I G12S
Q61K 1 & # IE 52 5 B Ay 5 Je Tinf 244 OG890

PI3K 5% % 76 1k 7 3 i PIK3CA %€ 7%/ 3%
PTEN 2k A= 1% Hirfr PIK3CA %875 2 5 HAh 4K 3

FEH R B AR AR, AR JE IR YT HE R Y B T AR B
o K T790M 28748 (¥ [Rl B H B PIK3CA 2278 ]
& PIK3CA 287830 % #2783 NSCLC & His AR (H
[/ i} % 4= B PIK3CA F1 EGFR %878 %} EGFR-TKI 24
Z9IR 97 IRCRA T I A 5 0 7 Ak Kim 55
WHGAE T 1 Bl B AR e S H L PTEN 2k i
B

NSCLC [a] /N4 Mg fili 5 (small cell lung cancer,
SCLC) M4 21 2% % 78 J& EGFR-TKI Tfiit 25 i) 2 71 AL
il , "R R RS Y, Lee 4 IXT 4 i &
EGFR-TKI 677 i % 4= SCLC %% 1k i % 1% 22 R 5 (1)
TG R R AS SEAT A FE D ZH I 7 | SR8 25 X0 RBT I
TP53 112Kk 1 Al e 2 58 3 R A 41 U AL B ZE 5 T
HATA UEE R W, F1 2836 SR FE I 1 467 X5 SCLC
SEARAY T 0T 24 55 E ROV RS A A A R A
Je i 24 £8 35 Hh o WL ¢ 3] 8 7 A6 0T, A 1 R —Ti)
F0 T A K 98k PRl B U 4 S R A R JE AR A
i 245 FH DG 52100 A H A AR AT EE R TR YT R

6 N %

EGFR T790M %72 /& — . — AU EGFR-TKI & &
VLR 25 HL% . ®14h EGFR 19Del ) #h EGFR-TKI
7RI 5 AR AR E TT90M 278 By ¢ R BN WA Hf A
AR TG R TG R AT 8K Gk B T A5 R e xF
T790M Z& AR AR A HEAT 00 46 WM . AR F 4R IE S
ctDNA Bl 2 Wil W) > 11 PR B0 EGFR-TKI Tiif 24 $2 {1t
TR A A — 2RI R R 3R 5 T790M 2742 14 4H
S RO TRY I PR PR 2 5% BB B TR YT RN TR
W BT AR E T, Wi, #F— B RAER
T790M %78 5 IIfi PR 47 AF 14 A & I BB 3K TG 23R 7
VPR, TCIR 2 XTI K 5 W 10 18 I8 J2 T i 1]
NSCLC B EWGIF B b i A & X,
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