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[ Abstract] Lorlatinib is a third—generation, powerful and highly targeted new type of anaplastic lymphoma kinase( ALK )
/c—ros sarcoma oncogenic factor—receptor tyrosine kinase ( ROS1) dual inhibitor.Compared with the previous two generation
inhibitors, such as Crizotinib and Alectinib, Lorlatinib has a better inhibitory effect on ALK positive ( ALK") tumor cells and
multiple gene mutation points.Several clinical trials have approved that the second-line treatment of Loratinib has good anti—
tumor activity, intracranial therapeutic effect and safety in patients with ALK" metastatic non—small cell lung cancer ( NSCLC )
who have progressed or resisted after receiving the first or second generation ALK inhibitors treatment.This article emphatically

reviewed the clinical efficacy, safety and future development trends of Lolatinib in the treatment of advanced NSCLC, in order

to provide reference for clinical medication.
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Jitides A HE G FET R R IR— HE @A T, SRR
A i (R Y SRR 2 —, H 85% LA b i it A5 A
2 22z 2R S AR /N AR S Al 9 ( non—small cell lung cancer,
NSCLC) "o P FHUIIR R R BN R, i A 02 o
ZH L SRk R T . RS L LRI R i R
HSIEEAER< s o e | aEE e Y R
BrIe L A e ) BIAYT S PRI TR O (anaplastic
lymphoma kinase, ALK) [FH M (ALK positive, ALK") Hf 4
NSCLC RJF W, HZaxthichr, B Takkrmzy, b
X 22 248 ( central nervous system, CNS ) oE @RI -
R B A 5 1T S O SO . T A =18 ALK/c—ros (AR
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HUE N F - ZIRBEE R ( c—ros proto—oncogene 1 receptor
tyrosine kinase, ROSI ) TR 57 PR JE vl A 5l C1156Y |
I117IN/S/T, L1196M . G1202R. G1269A % £ A~ € 48 fif s
ALK BERR AL, WA, I — H VR s A i 6 240 B % 1T P
BEEE 1A S 1Y 95 B0 JE 259 43 1AM @ VEAR,  BEL i ORIk
TG 55 0 JE M E R NS s E kR L sk, BT
ALK Fl ROST {ESBELS A L4947 49% [ IR 1E S HE R 751,
ALK 1 570 7T 38 555 1) 55 ROS1 BEFR AL AR, PRELEEAR BEILEE
3- # M ( phosphatidylinositol 3-kinase, PI3K) - #& H ¥ i B
( protein kinase B, AKT) . B/ Cy ( phospholipase C vy ,
PLCy ) - ZEHi%EE C (protein kinase C, PKC) %5518,
HEMTAM G ROST IR B B K e ik, B 1k g 4t fifd ok J3 e 35 Fn g
B0 SFRIBRIC T 2018 4F 9 H 28 A AR IS 25 S R T BRI S A
HIA4 ( Pharmaceuticals and Medical Devices Agency, PMDA ) B
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BeJa AER Ut v U, BT A0, AR ALK )
TEYT IS I R B 2459 ALK I3 NSCLC H3%; 11 A%
BB & PR (Food and Drug Administration, FDA )
L Y SE T SRR R T R R R e
R AOEGE Je—£RIG YT Ja e T 2F R 1 ALK” M NSCLC 3
2019 4£ 2 A HAERRW FE 304t 21, 2020 4 3 H b ek
TG RHE TR B R, B T ALK 0 RRG YT 5 e i
HER AT 2519 ALK W10 NSCLC 523 . A SCR 950 8 Je 1A Y7
M) NSCLC AR RI TR . 24tk Bk ok & e b A T 453
DU A I R 2542 5%

1 I&FRTH

L1 T, MIGERIRE:  fE—EPREZ bl . SR
I/ TGRS (NCT01970865) 1, T Wl IRIXIAA T
54 5] ALK/ROS1 = HE /) Jm 5 0 B sl 5% B Pk NSCLC & &, LA
10, 25. 50, 75. 100, 150, 200, 250. 300. 400 mg, 1K /d
(s R IR ST h R R A TIRYT, IRIT RN 21 d, 4
Bn: ALK fRE B W ( objective response rate, ORR )
N 46.3%, RS R[] ( median duration of remission,
mDOR) 4 934~ H, tfi it A fE 1 (median progression
free survival, mPFS) & 9.6 1 H; ROSI BH: (ROS positive,
ROS1*) B ORR K 50.0%, mDOR J 127, mPFS Jy 7
AH s BRERESZ LR ALK 05501A Y7 B35 19 ORR 2 40.0%,
$25% = 2 B ALK 0 RIRG 7 58 19 ORR 2l 42.3%; %I K
ISR T T I R0 v 95 hr B Je i HE R i, R 100
mg/ Y. 1Y A TG R T 276 1] ALK'/ROST
M4 NSCLC |3, 1IR3 P& e #E 45497, 100 mg/ ¥K .
LW, JRITRIA 21 d, 8559 5R: B ORR 4 49.6%, H
ALK B 1 ORR 4 52.4%, P45 R L% 1, ROSIT
BHEH) ORR 2 36.2%, BEAT:4ESZ FoMEs Je ity iy ROST” f&
# ORR } 26.5% . mPFS N 8.5, Kzt Mt eityry
ft) ROST* # %% ORR N 61.5% . mPFS Jy 21.0 4~ H ' . il i
I 310 RS S8 A Hr R B, A T NSCLC (3%, 255k
JeTE—ZIRYT MRS e IR YT e e I ke i) — 43897 1, 3
TR ELF PO . LR —ZRYT,  (Reds s
SRR ) N T TN A 296 5l 5 AR 95 R JE
M JE —ZRIAYT ALK MG NSCLC B I RIS R, &
55 hi R SR 4R s e R R 4119 ORR 23 311k 76% i1 58%; 57
P e 12 A JCk A AR (78% ) W4 m T somedr Je 21
(39% ) , BHEEIER, WABEILT RILR LG5 R,
BRI, 97 hiR e —4RIAYT ALK BRIY NSCLC & & 575K
P Fromss et

SHAW % VM i 7 — T4 A 69 i ROST™ 5 % 14 [H B

et o BB SF M TG R0 25 S, Horh 21 iR
R 40 Bl E Rzt o B e ihyy ., A DR
B 100 mg/ K. 1R/, HEERIT 21 d, SR ER: —%
WBIT B ORR M 61.9%, ¥dmdstil % (disease control rate,
DCR) 4 90%, mPFS A 21 A~ Rz some 8 JB iR y7 0
% ORR N 35.0%, DCR N 75%, mPFS }y 8.5 H . #f[H
ORI T 97 PR VAT B A2 — R AR ALK i

FI ) ALK/ROST 2 HE R 1] NSCLC (5 iyr sk, Horp ALK
BE 106, ROSI" & 241, M2 HAT, B3 81K ORR Al
DCR 43514 64% #191%, mPFS Ky 6.5 H, rh{7 i A 77 1)

(overall survival, OS) Ak ol EEE—IRgh A 34 B4
IS JB VAT S T HE R Y ALK WS NSCLC B35 (1% 5] P
s SRR, B O RST R JE 100 mg/ K. 1R/, JRIT
3 JE, & ORR N 55.9%, V14 JCdt & =47 W ( progression
free survival, PFS ) 4 9.6 1~ H; M2 950 e ity R TTHE.,
BETH 0S R 13.6 M WNEERIZZ HER, HEH 08
H753.5 1 SETO 22 % 111 RIR % ( NCT01970865 )
T 39 4] H A% ALK/ROST T HER B3 NSCLC & 2 i#F 47 43 #r
R, BRAERERZ L = 1 Yk ALK MH)5I6 97 (10 3% ORR A5
N &M 2% f# % (intracranial objective response rate, IC-ORR )
435K 54.8% 1 46.7%, WEAAN 3% % i ME B e iR 7 A 1Y
ORR Al IC-ORR 43514 85.7% F1 66.7%, BEH:AL%E2 W IR#:
JEIRTT 1) ORR K 42.9%. ZHU %5 12V NG T — IR 5
AE F X 95 I HH NSCLC £ 3% 1 [ prtk 2 hoL B ot 45
B, Hoh ALK 3% 76 ). ROS1T S35 19 {4, 34 3% FH 95 Hi
BIRHATIRYY, SR E/R: ALK 3 ORR N 33%, DCR K
80%; ROSI* # % ORR # 41%, DCR 7 94%; mPFS. 0S %
B3R 2~3,

Howr, 5Bt B2E E E R &5 A E M % (National
Comprehensive Cancer Network, NCCN) 4§ pq #f 77 4% 97 7 B
JEHF ALK", £ o Je sl oAt ALK 410 5 — 236 97 )5
TEUERE AR E B A G B JE 3R o e T 1 A e 0] U
PENSCLC 3% ') L DRI BRI SAE S T 95 R8s e BT it
bR s e, HOEAE R A T Rt T . (BB SHAW
2 VST g2k R I, S5 R B 41— 2R YT Y ORR, DOR 5
PROFILE1001 I i 5 52 %5 JE i ORR . DOR AffS, 2,
{H15 2020 4F SHAW % -7 iF 5 45 A B2 5. BrbL, 540
BT NSCLC g I — 2By P iR i gt — A .
@ F %2 (ORR H 67%, mDOR Fy 21.0 4 J, mPFS K
19347 ) FEEh# 2 ' (ORR 4 77%, mDOR Jy24.6 ™H ,
mPFS 4 19.0 I~ H ) GIF IR NSCLC B WAL 5 s me
eI, BTRL, MWL EIRE, 558 nl et i 7
$:5% = 1 Bl ALK 08150067 5 W i o R A eI NSCLC /57 .
— IV S5 R SR AT EE B A7 se R JE sl LAl ALK 4146 551
YRIT R R I R R M s R RS Pk ALK B3 NSCLC /B
T AN 2 4 P TR IR X 56 (NCT03909971) s, #)
AR AR AT 2021 45 8 58, A hoihikk ek A
T 7R T S RS AR A (S AT 2% 1) L b,
TSP I 2 B AT B IR AR A A T v, WL 4,
WIREAA G A B 21097 )7 ZAWHE
1.2 M/ VAR RIE:  #EH, A X57hik R iRy i
NSCLC 3 1) A G AR IR A HE T, A DG B s AR XA
Ao 2020 4 4 1, —TPPAL 95 PR JE VAT 2 (S R e 5L
AR IBIT TR G A ALK I3 NSCLC 4 2 By &1
IVIIE R (NCT04362072) )3 8, w85 Wi T 2023
SENE T
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Fz1 THPIFKRIRE S ALK B NSCLC & iIAI 7Rl

Table 1 The treatment of advanced NSCLC patients with ALK positive in phase Il clinical trials

A win Jat: gl LA i Jat: el A id %= LR ALK R RAYF
HAg (i) 30 59 2 1
WIFHLA (%) 3 59 46 7
WA ALK 4050 ) BREETE 46%, (OIRESTE 46%, PRESIE 449%, (OIREIE 319,
il K i SRR 100% TG 4%, TR 4% BT 16%, TITETE 6%
p ORR: 90.0%, mPFS: NR (1144 ORR: 69.5%, mPFS: NR (1254°H  ORR: 32.1%, wPFS: 5544 (27907 ), ORR: 38.7%, wPFS: 694H (5.7~981H ),
i ~NR), DOR: NR (100/H ~NR) ~ ~NR), DOR: NR (1114°H ~NR) DOR: NR (4.1 ~NR) DOR: NR (55/MH ~NR)

T ALK= (B8P BRI, ORR= ZWZE#F, mPFS= ti JCE A, DOR= FELE88ffINR], NR FmAILH

F®2 HREIEIRIT ALK M) NSCLC & 1974k
Table 2  Efficacy of lorlatinib in the treatment of ALK" advanced NSCLC patients

HiH Bk PR~ ALK A0 R A ALK A0 HERZ 2 B ALK %= 2 F ALK IR %= 3 f ALK 30k
A (i 64 9 8 38 55 17
wPFS (1) 93 (65~NR) 93 (92-NR) 92 (33~NR) NR (45-NR) 112 (45~NR) 65 (35-116)

INES
?t%ﬂﬁ?%% 653 (95%CI (515, 76.0) ) 70.7 (95%CI (337, 89.5) ) 45.0 (95%CI (108, 75.1) ] 66.7 [95%CI (484, 79.8) ) 634 (95%CI (484, 752) ) 46.1 (95%CI (19.2, 69.5) )

ﬁggiﬁ%;& 40.8 (95%CI (247, 563) ) NR NR 542 (95%CI (319, 72.0) ) 423 (95%CI (252, 584) ) 184 (95%CI (3.1, 44.0) )

SAEREAFR (%) 794 (95%C (639, 88.1) ) 818 (95%CI (447, 98.1) ) 85.7 (95%CI (334, 97.9) ] 857 (95CI (68.8, 939) ] 779 (95%CI (627, 81.5) ] 725 [95%CI (455, 817) )
fE: NR Fon ARk

F£3 JHREIRIT ROSI' I NSCLC 3 1Y 72K
Table 3  Efficacy of lorlatinib in the treatment of ROS1" advanced NSCLC patients

il Bk R 1R ALK 5] {55 2 fi ALK 0] %= 2 Fh ALK 5]
A A 17 1 5 6
wPFS (1) 119 (64~NR) 9.7 (64-NR) 119 (11.9-NR) 119 (11.9-NR)
6 M EMRARE (%) 74.5 (95%CI (450, 89.7) ) 67.3 (95%C1 (278, 88.5) ) 80.0 (95%CI (204, 96.9) ) 833 (95%CI (213, 975) )
AHEHRAERR (%) 426 (95%C1 (130, 69.9) ) 404 (95%C1 (9.8, 702) ) 40.0 (95%C1 (1.1, 829) ) 417 (95%C1 (1.1, 843) )
SAERAFE (%) 92.3 (95%CI (56.6, 989) ) 100.0 (95%CI (100.0, 100.0) ) NE NR

W NE FRARE5H, NR FnAkiks

R 4TRSS RO SR NSCLC I RIS

Table 4 Clinical trials of lorlatinib in the treatment of advanced NSCLC

W4 IGBES RN A1

NCT03439215 HHHBR W?ﬁﬁ”’b%f}%@ﬁf @;RE@ IE‘FOSS}i fﬁ*ﬁﬁﬁ hitps: Jiclnicaltrials.gov/ct2/show/NCTO343921 52erm=NCT0343921 & draw=28rank=1
NCT03909971 HhBRE ‘%@@%ﬁ%@ﬁﬁfi*%ﬁ%%;%%g@%ﬁgg hitps: clnicaltrials.gov/et2ishow/NCTO3909971

NCT02927340 SRR SHER AN *%%@E%ﬁﬂﬁ PHIER  byos: elincalrials govt2showNCT029273407term=NCTO92T 408 draw=2rank= ]
NCT03612154 T T EIRIT ROST EHEAYMER NSCLC 4 W9 ORR  hutps: /fclinicalirials.gov/et2/show/NCT036121 54%erm=NCT03612154&draw=2&rank=1
NCTO4111705 BRI ﬁﬁ;*"%’g&%ﬁ%@g&%& e BRI elnicalials gove2show/NCTO 1 17051em=NCTOAT 17058 draw=28rank=1
NCT03727477 HHBR ﬁﬁ§§;ﬁ(§<ﬁ§§§g§§§,§%§%§§%ﬂﬁ hitps: Jiclnicaltial.goviet2/show/NCTOT27477Aerm=NCTO3727477&craw=28ranke=1
NCIOSTTO ﬁ%g%’fﬂ Tﬁgﬁ%ﬂ%)ﬁﬁﬁ%ﬁ s mﬁ%ﬂ%@%ﬁé@%ﬁ&w TR b, linicaltrials govle2showNCTOST3T994erm=NCTO3T3T9948draw=28ranke

. ROS1 =c—ros RIRIEURE N T - Z KB AR E, PFS= TCiFRAAAY, 0S= BAAFY, ALK'=ALK BHPE, NSCLC= AE/N it

L3 NIRRT AR B NSCLC ¥R 7 H i WIF & growth factor— B, TGF-B ) | ZEHEHFILA L, ﬁ#ﬁ%ﬁ
i, HEFEFUGEZE. WX 57 b R 25 o 1ot i - T — R 0 ) R, X 2 4 E’J%“EF Lo
i 5 B B A R AL AU e A O WE SRR, T BRIPHE, AR SR I 414 P- B R R IR

SR 5 1] RES K BUIG AT SUT 4 40 W BB 1 1 (secreted  BAUER 45 ™) #£ NCT01970865 i i it % %6 At |, @Luﬂu
phosphoprotein 1, SPP1) FHH i 48 A B A4 KT (vascular FE 5 191 £ AT/ Im  rp s B JE R B LU DR DA 57 B
endothelial growth factor, VEGF ) | #4b4E KA F B ( transforming JEAEFRNPUIIRE R 1, SR B, SRR R L
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(0.73+0.14) , &F KARACHALIOU % ) B 53 iy 3 o
JE (0.63~0.94) . (o (0.15) . wikE 2 (0.0026) #
FELCAE, SERA SR e A IR TSR

L 09I RIS s, A 24 {51 F 25 A7 A8 1T 0 5 AL G 2
o ALKY 5 % 19 4], ROSI™ i % 5 44, & IC-ORR N
45.8%, ALK® B3 IC-ORR 4 42.1%, ROSI1" H# IC-ORR
60.0% "L T IG R B, 30 f9IVA ALK 3 (Y 10—
ORR A 66.7%, Hth ALK" 3 I ROS1" 28 & i P iR 7 3000
PEULZFE ST, SHAW %8 V) BF 58 oK, 69 ] ROSTT
o1 BIR ERE AN 24 BIRETE 32 SRR VAT S e i
HF (1 IC-ORR 43514 64% F1 50%. ZHU % 2 BF 58 ow,
ALK 5 # IC-ORR H1 /i N %% 9% 35 ] 22 (intracranial disease
control rate, IC-DCR ) 433l i 35% #l1 87%, ROS1" # # 1C-
ORR 1 IC-DCR 4354 55% F191%. LEE %5 ") /N eEA £
I RIS 7, 3 6 ALK/ROST T HER I NSCLC #4532
R R IAYT G IC-ORR 7 100%., PELED % ' fy— I3 [a] st
PERFFEBAR Y, ALK H3#% IC-ORR 1 IC-DCR 4318 62% Fil
88%, ROS1" # % IC-ORR F1 IC-DCR 43 5 & 67% 1 78%:;
TEHIER LR, ROSTT NSCLC JE 1) mOS 3AF] T (90 +24)
A, ALK B mOS 7RAE] 1 (89 +19) 4~ H o 2020 4-4],
BAUER % "N T 35 R0 eIy T HE32 08 ALK A1 R1477 1
ALK B3] NSCLC [0 CNS #E . 4k CNS #E R Bk 4%
( cumulative incidence rate, CIR) , £ HEIR. 59 ] H 357
MR R IRIT RO TR, 37 BT 3Lk CNS R, H CNS it
B, dE CNS #ER 12 4 H CIR 3528 229%, HIELLZETC CNS 5%
BFIE CNS HEJB 12 M H CIR (43% ) 5T CNS #EE 12 4>

H CIR (9%) ;5 #Z= 1R A ALK 30HIF6T7 A9 139 fi 8
Frh, B ONS B A Al CNS MEE 12 0~ H CIR (35% )
BT CNS #EE 12 H CIR (23%) , T4k Je ONS R
MyE CNS B#EE 12 4 H CIR (55% ) [FIARER T CNS #EJE 12 4>
A CIR (12%) , BAREHEILE 6.

— LA HGE RS T TR e 2 = 1 Fh ALK #1
HIFNEIT 0B E A SN PO ACR . 16 46 2 Ltk ETEM
ARG, 401 T FARRERM . fbyT . some e S —
RINAITIG , KRB I AR TR s B2 B A, B2 4
T e iRTT I A AR g, R SR R IR YT e A
WiTESE M 7 L 1 B YEIV ] NSCLC B 527 R 3
BAE, SRR e TRYT IR L CNS ERE, (A e
TBIT R E S B A i, R 4 RS, X LI CNS
AR BTG R N, Sa RSP RIRIT, AN,
Faft ke ThRae Yo AR BIREEE, SFRIE et Xt
Z = 1 ALK 01 G ST 5 17 1 R 1 NSCLC i A R
BRI, JUIL AR N TR YT T TR AT

Zi L, SR EXIRIS R A EIE Sk CNS ¥/ Hi%Z 7
T8 T2 B A, ALK 10 500 7 I 9 15 22 Ji 1) I 48] NSCLC H
FIA AW ST NTRIT AR, BB Semk [ 14, 22, 31
R, T ROSIT B Y IC-ORR H1 IC-DCR ¥ T ALK
B, HHRT HEET 25 PR e Xl NSCLC (38 /5 N iR YT
BORMIG IR AL, MTE 2 RFEA R0 — 2D 5,
2 =&

T 303l R 50 v, 54 481 6 4] NSCLC S8 35 1 25 ) % &
PEVEAL &5 R, 95 PR JE B H UL AR 9T N KR

R5 FFRIEE XTI NSCLC 8 15 NG F AR

Table 5 Intracranial efficacy of lorlatinib in patients with advanced NSCLC

ALK ROSI*
. Wi (n=30) TR IAET (n=59) AR ALK IHIANATT (n=198) Wi (n=34) BB IR ST (n=59)
i ONS B 8 37 133 19 6
AT ONS A 3 2 81 NA NA
IC-ORR (%) 66.7 (95%CT (94, 992) ) 87.0 (95%CI (664, 972) ) 63.0 (95%CI (515, 734) ) 526 (95%CI (289, 75.6) 1 667 (95%CI (223, 95.7) )

1 : CNS= AR M 258, 1C-ORR= fili N MEMR3R, NA= A3 M

% 6 NSCLC ¥ CNS #tE .| E CNS R S kAR RFET- %

Table 6 Cumulative incidence of CNS progression, non—CNS progression and mortality in NSCLC patients

—_— Rz i W Je iRy T 1552 = 1 IRCAR ALK MG YY
B2k CNS B (n=37) L TC CNS 5688 (n=22) LR CNS % (n=94) FLELTC CNS #688 (n=45)

CNS ke

6 A BREAEFR  0.16 (95%CI (0.07, 0.30) ) 0.09(95%CI(0.02, 0.25) ) 0.14 [95%CI (0.07, 0.22) ] 0.12 [95%CI (0.04, 0.24) ]

124 H BE AR 022 [95%CI (0.10, 0.36) ) 0.09(95%CI(0.02, 0.25) ) 0.23 [(95%CI (0.15, 0.33) ) 0.12 (95%CI (0.04, 0.24) )
4 CNS i

6 MHREBLAR  0.11 [95%CI (0.04, 0.24) ) 0.24(95%CI(0.09, 0.43) ) 0.25 (95%CI (0.17, 0.35) ) 0.37 [95%CI (0.22, 0.51) )

1240 HBREAR 022 (95%CI (0.10, 0.37) ) 0.43(95%CI(0.22, 0.62) ) 0.35 [95%CI (0.25, 0.45) ] 0.55 [95%CI (0.38, 0.69) )
FET-H

61~ H 0.03 (95%CI (0, 0.12) ) 0.05 [95%CI (0, 0.19) ] 0.07 [95%CI (0.03, 0.13) ] 0.05 (95%CI (0.01, 0.15) )

124H 0.03 (95%CI (0, 0.12) ) 0.05 [95%CI (0, 0.19) ] 0.07 [95%CI (0.03, 0.13) ] 0.08 (95%CI (0.02, 0.19) )
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( treatment—emergent adverse events, TEAEs ) Sy e P [ A RE
(72%) . HMEAKM (39% ) FBHZRAE (39%) , 3% L
TEAESs 3 522 = W H b 0UAE | (A i iy e 25
TG RIS, 3~4 2% TEAESs =2 A 2 I F B IMLE ( 81.5% )
B BRI (60.4% ) , 7 Bl & TEAEs 28183477, {2
TARITHISFETFAERE 5 69 B ROSIT B, 3~4 %
TEAEs T2 55 = HM ILAE ( 199 ) 12 IE R B2 1609 ( 149% ),
50 E KA T PR E B TEAEs, {HICIBITF M EIE T3k &
Ry = R o dose—limiting toxicities,
DLT) 42 iy 1T B/ 101 R 50 25 2R R, 28 fl
ALK @b, 15 Gl F BT 3~4 90 TEAEs, FZJEm/H
[P IRE e =T E b I | 23 0l R 43 2 K ( gamma-—
glutamyl transpeptidase, GGT) Fhy, 11 BlEE HI T HW
TEAEs, EZMi% . AL, PR R e, flikegess ),
T B E 2 57 R SR IR YT G & AL TEAEs SE2550 2 IH & i
IAE i = AE | A e g2 | 0 | AR AT
(B RARAE 536 7SRRI D BRG T rPrfefE
AN, — S AP K 57 hi s Je I 254 A a5 WA R 2 E
GE SRR, FIARE P i REme 7 2 CYP3A 0 78] 5L
W SO PR R BT JiAh, WA R AT R AR b il B A
MR EE Y ONS BURPEIRSE ) | R L L IR R
TR | sk R BENLIG  ge
EORLE A AE P SRR RN, AR S SRR IR LR
NEFIER AT I SRR A OC, Ak, [ BTPEM (interstitial
lung disease, ILD) . JATEME. OHAFE K B3 (4 SR o
SEVBTER T EOR R VARG
SRR, SRR A RIFMESZME, SIaIT AR

LD i W A R 2R SRR A M 2 R A R IR, 2
RUEYS . WKnk . o HER. KB PRETEERAR S kR
G550 1~2 AN RN, HE R o 8 R 245 ) 50 15 310 45 4%
Pl o Sl =AU ALK SHIFREAT I NSCLC B 1) 2R
R RTS8 nl LIE H, S5 P MY TEAEs EZAENER
O] P A A R e = P59l LA, A ALK I 7R 89 TEAES
éﬂ‘ﬁ’&f”é , [J—IL%% 7 [14, 47-53] .
3 RERERED
3.1 RITES WA EAE RS, J7 R e T ALK
ROS1" W] NSCLC (R r B, N iR 16 PRt s,
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Table 7 TEAEs in patients of advanced NSCLC treated with loratinib and other ALK inhibitors
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