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Abstract

Compared with traditional chemotherapy and immunotherapy, patients with positive driver gene
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lung adenocarcinoma who take targeted drugs have better compliance and better therapeutic ef-
fect. However, many studies at home and abroad have shown that drug resistance is inevitable. Mul-
tiple resistance mechanisms cause that a small number of patients are insensitive to the drugs when
they initially use EGFR-TKIs, or the tumor progresses rapidly within 3 months. Even sensitive pa-
tients may develop drug resistance after long-term oral administration of drugs. Therefore, the
choice of treatment plan after drug resistance is very important for the prognosis of patients. This
article summarizes the literature on the selection of treatment plans for targeted drugs for lung
adenocarcinoma with brain metastasis in the past 15 years from both domestic and foreign sources,
which can provide patients with better treatment plans for better prognosis.
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1. FBRE B RIRI TR

2 B A 7 O R Il R T G R AR N R (1] TEAR/ N R R, 4 1% i
BEVNAN BVR AR RS (2], MNIEERE B3, AR FR BRI, KZEEE TS T EBNE R
i, HZMo B e 2, W2 B AR A B AL A A SRR s 5 4% R 3 DR T A4 etk
BONWE, WRBHEMIZE, BERERESRIFML, B2 AREIEE AL B A . KW
AP 0 5 o 4 2 PR R A A I o e R DR S R R s FL A A /N B s S =R =y, 7 7E EGFR
FRAFENN A FENE R, AR ] EGFR 48 nf o o (1R 28 6 AL 6 70, {345 s 40 P o8 5 3@ 5l 1 i
SRR S AN AH DG . EGFR JEPH RARTE W5 ABFEC AR NBEA B E R RAR%, JUHE Lotk A AR
NBE, BL19 A FER & 21 AR5 LS8R RAL 7 H H w1 [3] [4].

2. EGFR £HE
2.1. EENE

EGFR 2 [H] & —F 5 52 A B Rl , v B B N 2 —, BT RTK Kk, H5HEALEE G
G RS2 Z TRA A S A N EE AR AR B R IR AL, S RIS S B % (W1 RAS-RAF-MAPK . PI3K-AKT-
mTOR) (e BEAH AR B . S upa s T (e ik i A a5 . 7ER/NH Ml 58, EGFR £
RAF(W1 L858R. 19del 55)HH W,, EGFR FEAZAMYFZIA A ¥R A1 1G ST 254 (1 Fe At s mi o5 B8 TS A s 45
TBIT 77 BRIIEFE[5]

2.2. EGFR-TKI +48
EGFR-TKI, & EGFR H¥E[a7697 254, @i HiH] EGFR Sl 4 K EBU R /EH [6].
2.3. EGFR-TKI B9{EA#$1

EGFR-TKI it 5 %&E&I%%&MX HIIRE = BEBR(ATP) 4 &4 S 45 & 115 EGFR ok 1L & A =
MM N LRIk, DA PRSI RIS S Om ek, H 40 P G A .
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2.4. EGFR-TKI F9N&I¥ R 1%

@ s MJRg 40 M {8 32 BUBR 1. BGFR RIS 5 Bg nl i 15 40 G 58, @i 4] EGFR f 35 M ] {2 i
R AN AE PR @ b R AE A e A EGFR WG RS2 R ML P B2 AR B F(VEGF) I3 L, Ik
/> VEGF 74, Db Mg s A . @ Hiil s i (228 A ae/s: ikl EGFR 3 14w #fi
R TR A U e AR L P SE RS AR 2R RE T

2.5. EGFR-TKI #E NSCLC Bi# #5877 PR

—AR A T 245 %5 325 10 i 57 P B 70 L9908 T I e % S8 7 AR o SR AR BEAL ST S —
AR TKI 23R LE, U B e A O U R B 2 AR, AR AR R IR A T790M AR
Miers BHEMAEL . HAYA R AERERT]. FISE8 e BIRtIFEvEE =40 EGFR #L[H 2, ALt
R PIARSIET IR AE FIBHOESE . HS BB R HLL, I3HIRE MR, A R RN AR WAL
(8] MRERJE, R N=AZY, HAEEA T790M T2 1% # (83 b A B e 7 80R, A
Toitt e LA IR AR, H 2 T2 (9]

2.6. EGFR-TKI T 25894151

i Z5 L] : EGFR-TKI i 25 AL 45 TS 5 @K 5« 53 5 I 0E . RAVE S n i1k /gl
RO ATSEE[10] o

3. ks R fh AR S 7 SR T A IR 1

it R Bl 5 et A/ N A e PO e 72 O B L DR 3, R B AT R A A P R A A5 O R A B 55
Mg B LT A ARBLZ A, A5 DRI m ) G 88 S N2 B 1 PR A o I 5 e I 2 % 9 v ek 24 Je it
iR BB A, HOR KN 5 4 B A ML B0 S B B ok, LA BEL 24 e 240 M AR 1) [ it o x
BRIEIT LRI 2R T BRI B e A B R SR R 2, R T FR A A . Sl T4 134
JIb 83 20 0 5 A R it Jk e R AR 0 O 5 0 — ARSI (11 i 8 i e R V2 7 RO R SR PR AE T 7 AN 7
PR, Bl T hiee RGPz, BEE 2 R A MR, NI R
RSB DI RE BT, AR Ay X, AT RE BB SRR AT, BT T SRR SR A e A i
J& S BRI AR SE 2 U5 T R 2R

4. EGFR-TKI T{Z5 5877 £
4.1. EIRHE EGFR-TKI 3&F7

1 Nishie 25 A OB 70 A i 5o B e A7 A4k 282 1Al EGFR TKIs &I, 4k 4E 1 RREE W) 259 g A7
WIRE K120 F TR N 7R AR 2 PRt RE, 152 B EGFR TKls 52 I 52 40 Mo 78 2 2 4 i s s i, 1A
I NCCN & 541 A 24 5 3 4k 228 B EGFR TKIs, L2 —R#1. AW & =29,

4.2. ¥F7

I B AT 2990 T 00 i K R AR g v ek ek o o A e, o A A BB P ek VR 9T K
I o KT HE R S AR A 4 DL K EGFR-TKI I 24 838 109797 0% 6 2 1] 131 K536 i AR NPl 2R ib 7 2
Y, AEAR/IN B i AT R R I B, A B AR N AR . TE— DO RS i 2E +
AT M BB 1R SR R INZIRIT TR, BB N A SR B [ 14]0 5 — X bk PC 45 PT
MW TR, W OS ZREUN, T PT HERIVEREUN15].
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4.3. RIERTT

TPEIRYT = AR PD-L1 FRIA/KF, 1 EGFR 587458 8 3 MR A 55 h CD8+T 4ifiidiz i PD-L1 &
AR, S BRI IT SRR A . AR R IZILG T RS T b 28 B R N B B0 A2 T 4e M k2%,
CXC bR FEifE 13 RISFK, sl Ri&F &, CD73 id#KiE. EGFR KBS i VEGF.
VEGFR [RIEFE[16]. Z BB EAMR IR R, EMFER AL FEFEAEE17]. HETE o 7R M
B2 B IR 23067 e B IR O R A R . AR SR DN 984 [ 5 252 EGFR-TKI 897 /i J& 3% PD-L1
FIRACEEIRG, R 98 1 ff (TMB) 5 B 10 b . — S5 0 it R A 0 A B0, 11 R o) 249 5300 /) R
WA L CD8+T 4Hfi £ . DC IRIESE AL H R MRS, AR inyT Ik aE[18]. Sk
AP A iy T 7 RA L, e A b7 Bk B A8 A B & Ay 7 jB S SR RN K . P s AE i it
16 52 IR I () 25 R RN T RE AR 3k 4028 T 20 A 2 o T A B J0F N R 4 A, TCIS Sl I o T A, s
(9 T 4R MR TFN-y S5 — 5 Lk 8 1E 8 LR S e 4 MOIR T, 2590328 P R0nT LAE 52 [19]0 X T JE IR 58
BRAME B, BT RAR R T REMIA B, ALK, EGFR 248 B 75 % iR I7 F3RE BN,
KRAS&TPS53 RAAE G ifyT kst 2 . ICIs H.2570877 EGFR-TKIs i 25 1) 597 3%, BRETRIT B
SRR, KT A A% A [ i 24 A SR B S e VR T I HERE A R IR YT [20]

4.4. MEEREETT

AR B 308 3 00 1 e R i A I PR T RO FE MR R, e ek 88 R 70K e R 5 L9 [ 1
0 At 25 W3 i i B R 2B PE[21] [22], RINFE R RIS EGFR-TKI 254 5 B AR Bk B HiAH
Eb, HEA BRI, ASRIREKE 14 N H, BAFEKIE 3 422]. Ak, P4 g
238 I H ) I P R A A DR DT BRI A S8 M, IR ST i ALK P, BRI RIS AE T i
INBEIX A BB, DRI TEU VR I A SE AT R AARE AR E (23] BRI, 70 L6 A S 24 ) A2 I gt i e % £
R CEBRIER .

4.5. BREBTT

EGFR RAF R ] NSCLC &3 TKI 24 5 A E 2 PG s, HETWF AR AT R Bahiin
BHRBEEAPFIETE R MRS PD-L1 1A L CDS+TRM 41 i3 i 15 1, o] Tl £ 2 fE 75 75
PEIRIT PR [24]. BREIRIT T REH KB E AR, HECEEIT RN A IAT A R RN EE R,

4.5.1. Il EGFR TKI ;&fT A BB 87877

TrRAE HIATE 2016 FFUSEE 240 1) fiti i B2, #4552 EGFR-TKI it 24 J5 G BEAN [RIVE T 77 %8 3 Rk &5
EGFR-TKI /6974, ¥EMBCEST, Baifhyy, paiscRfpnir A, @i & 41835 40 OS. PFS
HE AR, SR EORBCETRIT T REE T 44 EGFR-TKI JAy7 4, Hafbyrd. PiE. TR
Z AL T I 0 LURE A AT 5 2R T 1) [ MR 9T 4R B [ R 2518 [25] [26]

4.5.2. DUMEEAERMEKE AT

A — TR DR ER B BT A 47 41X EGFR-TKI i 24 AT ST A, %3697 5 S8 T R P 28 1 5 K it
PR A RCR B o 50— WO T VB #E R BB A A7 P T 10 AR (R i 26 ) 1A i e 6, T 48 SRR %
D R AT BRI T DURER ST S AT v TA0T 3o U8 S R BB 15 AT (K07 280 22 e Py ey
[27]. (EIALST JEAS R 2 Z ST AR, IHFAREINE R YA R

4.53. URERT AERKERE BT
v R i R B WALER 2016~2022 4 EGFR S ) it 24 Jim K HX LA G g2 6 97 A At R va T AR R VR 97 5 AN
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SN, IM (g B2y), TA (REREPUILE), 1C (FRIZEEAILIT), ICA (FiZ it A LT B A L REIT), BT
FER LN ICA 41 PFS. ORR. DCR BF & THE=%H. H ICA IGITH=H L LA R RN KA R
EE T HARZH 28],

4.6. EEFER

National Comprehensive Cancer Network (NCCN)¥& ® & ZX 20 4 7176 il feg: £6 38 mT i =l &2 DNA I
JF AR (NG S) X /N2 Jfa Jitiges £4) I D6 A AN Ji J3 - BB RCEAT ARSI, OX6F 3 i 247 P s A6 58 0 HE 5 FE TR
F NGS, &2 7595 RHEE 2 AR, FGHERE 270 10 RO MR T7 77 e SR k4,
P R AR 29].

5. Fifi PR 8 B 78 F AR B

BAMNERIE <34, WEERAEE 3 A%, WHEFARBIT. =i EnmT. e, 2
JEGTYT X A2 15 A i TH RE AN i 0 A A i 3l X I LA R AR I 4 NI, STAASE [FITBURIR T (SRT) N S df 14635
Jibi B TR J A R L D B A RO, SRR SIR A RIS Y CR . SRS + LA AT IN R
HR B, HE RS N 3 MOS B 51N A LEBE A [30]. X TR B, T s s
Pk AR, S R 2 B R AN A, P A RN R TR K 31T

6. B4

2% L Fri&, EGFR TKI 39t 4 B AF (0B 4% i 28 LBU/D A RS, 2B 58T+ 1 RN i il i
BIAAEIRE, (HINZ AT . DR T o i 24 f g, WA IR i 24 2 BT J5 27 7 R IR R 2 G
B, AR G SRR T T RIE R R AR . 5 R A S — A VA R AR L, YRR T AR A I
HURE 1 HLRESR AL 4 1T (0 BroRa i 24 9 85 8., 75 g e G2 52 ZH U A 1) JR P N T V2. X
T ICRE IR FE RN/ 33 F 1) 585 T 16 4 4K 42 EGFR TKI ¥697, AT BK 55 BR A% 5 30 B IO 1) 5 S 24 B
AOERRBCERYT . TERTELERRMIRIT A RH, &% + 7 + MERR MBS T BT Rk M
EALE + AT ICT+ AT AR REIT AL A AL, iPFS Al PFS B, REW, BEHRIT HRIBA
A G B A SR TR AN RN o I BT ST AT LA BT I B SR RN AN, AH R R AR TE
—EMBREL, WERE RN WRIT T R EIE RS . YRTHF A 7E NSCLC &3 EGFR TKI i %
JE1RIT FBOESE, ARBHFTEARHEAF, RS HZR R RAHZTAE, KIS 2
WHARMEY, HEZOHFRMAFEARRRD, SRmERK. H 200 RTINS B #5 WA,
06 % 7 £ E T LG o e DA E 25 T e DA P s g i i, BB TOIT S TBOTT AR B 0T i 2E 2R 1 45
Bt KRR F ARG i, e Bia T 7R, HE2 5.
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