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Research progress of furmonertinib for EGFR-mutated non-small cell lung cancer
GU Hangye, LYU Qing, CHEN Yong (Key Specialty of Clinical Pharmacy, the First Affiliated Hospital of
Guangdong Pharmaceutical University, Guangzhou 510000, China)

ABSTRACT Lung cancer is mainly non-small cell lung cancer (NSCLC). NSCLC is often associated with epidermal growth
factor receptor (EGFR) gene mutations. Currently, epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-TKI) are the
preferred first-line treatment option for EGFR-mutated NSCLC. Furmonertinib is the second third-generation EGFR-TKI marketed in
China, which is developed independently by China. In this review, it is found that furmonertinib has dual activity, strong tumor
suppression, high selectivity, and high safety profile, and is effective in the treatment of EGFR-sensitive mutation, EGFR exon 20

T790M resistance mutation, EGFR exon 20 insertion mutation, and central nervous system metastasis NSCLC, and its relevant

clinical trials are only enrolled in Chinese patients, which is more guidance for Chinese NSCLC patients in China.

KEYWORDS furmonertinib; epidermal growth factor receptor; tyrosine kinase inhibitors; non-small cell lung cancer;

mutations; efficacy; safety
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10%~15% R A T ILGEAE" R AR R 32 IRk 5
P22 5% It 4771 1] 5771 (epidermal growth factor receptor tyrosine
kinase inhibitor, EGFR-TKI ) 3= 2538 12 5 i 22 B ik gk o
Y =852 IR 1 (adenosine triphosphate , ATP) 5 S+ 45 &
kAN EGFR (1 H SRR AL , o 07410 ] EGFR 1553 %
(A% 3, BEL L Jirb 98 240 e 1 5 9 R e 7800 HRTAR F 24
W VE IS A5 S 256 1 22 5 A EGFR-TKI 438 =
o REFCZENE 24 B mIRIE A B0
“AREGFR-TKI, 20214E3 H 3 H, [EZR 245 WS
(National Medical Products Administration, NMPA ) Jit, i
RIER e T 4Ry 454 EGFR 20 5-4M i+ T7T90M
(T7T90M ) i} 25 5728 1) Jmy #f e 9 B e A% 4 NSCLC AR
% 520224E 6 A 29 H ,NMPA fttifEfR 8 e T 234
JT #EH5 EGFR 19Del 1§ 211L858R [ Jay 4 i 30 1 4% 7 1k
NSCLC A # . ASCLER TR R IRIT EGFR I
[K1 €742 NSCLC YA HIBL 254830 2% i AR 780 e 4%
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SPEAETT I PR R, DU A FR S8 JE i R A Bl
H R TR RS it 5%

1 REBRHMIEANT

EGFR F:[H 2878 J& 1 [ NSCLC & i H I 8 A8 2%

RY, 25280 2 R Y EGFR 53655 | 1458 i) EGFR
T AL OE S ARG T =28 A R RS RISE T
) 2 8 UIAE DG A5 3 08, A (8 4 200 5 7 oo A=
K, EGFR-TKI ] LA EGER 1Y F B i fk , Bk i
Rt IR SE R JE IE AT X EGFR R 2745 1 K 1Y
5% ={CEGFR-TKI, 1/ 1w, REFR MM
H HHE B B A 5 =10 EGFR-TKI B2 85 JE 45 4
AT AL, BAR S e 2 T B Je I S5 A3k AT 118
M, 5L T SR K E =90 A LM eSS R | X — &5 R AT
55 ATP 4545 IX 3 i 1792 F11 M793 45 5% L 40 1 i i /K
48856, ANMUE T T k358 )2 5 EGFR 45 A 16 R 1
PR REE , M A WG 1R 368 e A QIR , 4 i
TAEE BRI B, IR 3R e e AR iy 3222
TEPEICE =1 R AST5902 , e b B4 () N-25 FE 301 it
FEA I 5 AR SR T AR Bl ) A 98 T 1 R B
P, PR X5 T 3 2 AN AR A T e BN T 396 5 EGFR
ghG, BA S TGRSR IR LA, 3 4 2 ik
e XEFAE R EGER it Wy 5 R RAR, nlke B A=
R EGFR 4fith 7= W) B A TR 22 5 A1, Dl A DG R AR
FRA Fem i,

N o} N 9]
/ A\ N / N\y—NH
i he
AN N
1\ N
ARFER B. AAHE

Bl REBFRMEFZERHULFEMEK

2 REBRHNGKINFE

PRI Je S ILTE AT AST5902 (25488 T2
Bk A 235 KR8 . NSCLC 345 7F 20~240 mg/d
7 BN IR 9688 JE 19 246 1k i (peak concentration,
Coa) FITHH£E T 10 X (area under the curve, AUC ) #4111 He 45l
W/ IN T 445 245 790 B 1S e8], T AST5902 1 ¢ 1 AUC
H 0 LA S R 45 25 70 B G N L ™, Y45 245
80 mg/d, B K45 25 1 IR I, R 9285 JE Fn AST5902 43
BT T A4 dJFFEA TR BIRR S I 24 VR B, S B 4000k

EZED; 2023455 34 85 141

1 030,762 ng-h/mL"”, NSCLC & $k LR 255 AR
e i L IR W [ A 4 h, I 2R R R 2 1124 R 56
h; 1T AST5902 f4 Hf (37 3K W st 18] S 7~10 h, I 3K 314 B2
WHIZh 82 WY, 5 IR AL, R M AR B S iR
25 AR LRI Con TH 1 29 53% , AUC 9 TINZY 32% , 3516
I 1] TG B 4 728 5 T AST5902 FY coa A 24 20% , AUC
FFAR 2 8% , ik W AR AT 24 2 WY, (R e Je 2 AR
T8 3% 1 3 AR A 2 3 ok 2 vl 1 JIEL i 5 A 24 )
A= 58 B Zhu SF R SE T RS [40 M (0 R
P450(cytochrome P450, CYP)3A4 55175 57 X HR EE e
F AST5902 FEfif ek JEH AR N 258l Iy 2 s, & 3
FIFE SRR 2585 JE Bz AST5902 12548 3h 1244 i 55
Wi, FEAR 5 JRIRYT R R v skt S I CYP3A4 5
P . Heng S PEAR 47 il B e (CYP3A4 5 1) ]
DR IR T 2GR 80 124158, & 0 80 mg/d (R 4k
JEBK 1400 mg/d 7 i e me ] fif AR 58 JE S AST5902 1)
SRR AT — R AR (AT AR A A2 R R Y
3 REBRHIEKTIRZEMEMNR
3.1 1 #isRiKEs

R 26 %5 J2 ¥R 97 I [ EGFR TT90M fiif 25 %€ 7% 1 41
NSCLC B # 1 T 1l AR 5025 T o | 7657 i b 14
R0 (NCT02973763) ey 14 il s 232 TIRER e
MIRYT , 4 255058 20,40 ,80.160,240 mg/d, R e
M 20 mg/d i3 25 240 mg/d 5 H B B R PR vE
P AR BT A2 70 i, 2 A RAT s e 5 )
RIS (NCT03127449) v, A5 116 Bl , B RHEZ 1R
RERCIRIT , I FIRIT A AS R i S 800 H
A0 4 44 BT AT 349K ] 160 mg F1 240 mg #1440 , AR
P A AE W JC R A A7 ] (progression-free survival,
PES) 1% 95 455 11 2 (disease control rate, DCR) Z( & 7]
1,80 mg LA b 42 e 40 mg 7142 4 4 41 T Ik i)
K (5T 80 mg 4 Joik it B E 4 = NSCLC i
HPUIIR E E . SEFARIER e KA YT 1 25 4 AR
B PPl Je 2 TR I RS0 126 4% 80 mg 7 H i,
DA B R BB b A T RR IR T R 2R D e 4 XU o )
AR
3.2 [ HIEKiRIE

ET TG RIS 1 RAr s 5, RER e iRy I E
EGFR TT90M Tiif 25 5 £ i ] NSCLC 82 1) 11 1l PRk
5 (NCT03452592)" 45 5 o , 77 %0 T, 220 5 -
F252 TARERJE 80 mg/d IRYT AT 1A Hh i PFS % K
2% (objective remission rate, ORR) Fll DCR 4351 47 9.6
A T4.1% F193.6%, B Hy R AFIYTRL BLAh , XF40
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AR Y 29 0] PEAR (9 o X 28 2R 48 (central ner-
vous system, CNS ) #%# NSCLC ## , ORR .DCR 437l A
66% . 100% , 3 BH {k 36 5 JE £ CNS % #% NSCLC &
WIS TERAITR . LT, 26% ) B # KA
T Z3YARE, b 1% 51576, 45 B35 =3 %%
TBIT A A RS R AR RS T 1% 1697 M R HE TS
FURE 32 e A A0, 43 R 5% FN 7% , 350 1~2 9 Hidth
B ILAHAYT A RS y- R A B R il T 5 R
KRR T5 % i (aspartate aminotransferase, AST) F 5 . N
MR % A i (alanine aminotransferase, ALT) FI & A4
IAE 5 0l ik g | B M OB A, R R
IBHASM A RERA R 0. T 1 L D RIS 0 5
AR SE AL, NMPA L HE TR 8 e i T —2ifyr
#5 47 EGFR TT90M Tiif 24 5 7% 119 Jmy 4 W 191 w5 7%
NSCLC N .
3.3 IMHAIGKIXLE

FURLONG /5% (NCT03787992) "2 5 7 L #1k 26
B 5 A8 e — 4R I697 EGFR #8578 (19Del 1
21L858R ) ¥ Jry i g HA Bl e B M NSCLC SR AT Al S 2 42
P T I R A 9T, J45 358 {91 3% (R g 3] EGFR 2 [H %8
AENSCLC 857, 9% 1: 1 bl B 32 K 3535 ¢ 80 mg/d
s # AR e 250 mg/d iRy . A OR IR e —Zih
J7 IR E W ] EGFR 552872 NSCLC 3 Al 4 >k 20.8 4
AW PRS, A LS AR Al 1L LA A B K T 9.7 4
H s Meah R 28 Je 48 A 1) 22 A R s e 1) (19.7 4~ H
vs. 114N A ) FISA IR [E] (20,9 H vs. 11.20H) 0]
e T E% Je 41, {H ORR(89% vs. 84%) .DCR(96% vs.
93%) . 2% fi# R (depth of response, DepOR) (61.1% vs.
55.9% ) TE W2 [H] 22 SR i 3, AR SR Je IRy s AR fE
HARRE . R, REF RARF A5
ZEEERFA(18.34 H vs. 11240 H) LR e K (1
Z3IPARFHEREF AR E T EER(11%
vs.18%) HMK T AR R 4L, AL B E ™ AR R FF &
A2 BRI h 69% IRTT RT3 R 3% 2% R 5 e 4l
BH R WA R FF A ALT 7155 (28.1%) \AST 15
(26.4%) JE15(27.0%) 292 (17.4%) , iX 2L R AFRY
KA R L T AE R e 4l (60.9% . 55.3% . 35.8% .,
40.2%) SRR ERF R LR THIEEE . TZ
I S8 11 R AR5 245 51 NMIPA L7 TR 288 e 1 T — 4%
IBYTHEAT EGFR 19Del 85, 2 1L858R 5748 1Y Jay s 6 19 w2
& NSCLC B .

2022 4F | SEEIG R ME 23241 T FURLONG #f5¢
PR PR CNS # R 19 NSCLC B Bl /il 30, e
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AR 5 R e 41N A JE 419 CNS Hr AL PES 43 51 Ry
20.8/> 1 F119.84 H ,CNS ORR 435124 91% H165% , CNS
1432 DepOR 43 %11 & 61% F1 40% , CNS DepOR ) f5c /N —
T3 62% F139% ., HHAER ML R E
—4RIRYT EGFRJEH 525 11 CNS # F5 11 NSCLC R # 7F
CNS PFS.CNS ORR Fl1 CNS DepOR J5 1 i 7~ H 5471
P

WAL, 7R 45 32 AR PE VTR B SO PR3 B 167 5 1Y
EGFRF:H 2748 B 11 - T A ) NSCLC # 3%  He g fk 35
B e 5 2 ) g7 Rk R g 4 vk iy T3 I PR BF 5T
(FORWARD, NCT04853342) 1E 76 JF J&& , 1k 25 %5 ¢ H if
FE I PR 5 v BT R 7 19 97 30 % 22 4 e A il LA
FORWARD fiff 5% HA7 B A R BB AR I
34 EHfblgKiX%

EGFR 20 5-4M i ¥4 A (20ins ) 2225 ZAK T 19Del
A1 211L858R iX Wi 58 4% 2 J5 1 EGFR 55 — K 28 48 2%
HIU SR ALY K BRAT i EGFR-TKI X Tk £ %k EGFR
20ins ZE 75 (Y7 AR AN K ERAR . — T PFAd AR 56 5 Je Xt
EGFR 20ins 728 I W NSCLC H 35 Ay It T 7 R00R 2 41
1 1 b I HF5E (FAVOUR, NCT04858958)"" fity 1) A 5 41
o, R 240 mg —ZkiRYT EGFR 20ins 28745 W 1)
NSCLC ### ORR 4 60% ,DCR 4 100%., 1E2:4 17
1], W36 10 B £ 10 2 4k it 320k R, Rk =3 4%
AR RAERB A R BRI, A 16
FRA 2HIETS 5 F B I BT 6 d R BRI
B TARFEREIE 240 mgIRYT s WF 98 IS B 5 Bl e ok
ZARIRYT . FETIRIRETEAEF 1 b WS )P 45 0L
RIEE e X EGFR 20ins 2878 NSCLC [ Rt T —&
LI Ra Y 7 3k S 2 4
4 FKE_LEHHE =R EGFR-TKI [ L

bR TARSER R LAAh , 72 3R B AR AL b i iy 28 — 4R
EGFR-TKI if A B 7 B Je fp 52 8 Je , iX — Fh EGFR-
TKI 7E EGFR %:[H %8 75 Wi ) NSCLC ¥R 97 Hh B 3k 4% 1
EGFR 8% 5¢ 75 W 1 NSCLC — £k V4 J7 UL X EGFR
T790M Tiif 25 28 725 Wi ] NSCLC — £k/J5 £k 3R J7 A9 i
NI

TES TR, FLAURA™ ¥ AENEAS™ FURLONG"3
AT I RAVE 5% 25 51 {8 7R 78 EGFR $£1R €78 NSCLC £
BRI RS e AR S LR E TR
I BT AER S, HAE CNS #%82 NSCLC g
oy, b RS e BAT AR AL PFS, IR
1E5 = AREGFR-TKI 24 —Z a7 e MU Im PRIFFE iy
HR2 PRSI 201 H (F 1),
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*1 RELETHE=/REGFR-TKI&fr EGFREHE 3
T NSCLC BT R 2 & 18R

ke Bkl WEEE fRERE
FLAURABHS  FLAURABHS ("FE)  (AENEASH)  (FURLONGHFS)
B 556 136 429 357
g et
IPRS(95%:CI)/H  189(152~214)  178(13.6~207)  193(178~208)  208(17.8~235)
ORR(93%CI)/% 80(75~85) NR T38(674~796)  89(83~93)
DCR(93%Cl)/% 97(94~99) NR 93(88.7~96.0)  96(91~98)
TP RER) %
23R ES 340 535 364 112
K% 517 366 B4 174
2t 517 39 164 bl
A4 > MR 409 238 152
TMEED MR 282 n 9
2 122 3 201 9
ALTHE 65 85 294 %81
ASTHE 93 153 299 264
QTR 10 85 107 9
e 4 28 09 06
CPK It NR NR 355 39

NR: K38 ; CPK : LR B R

FELAVED L ARERE BRI BT SER e—2k
1RY7 EGFR SIS A NSCLC B A KL 1 B AL, 15
TER AR BRI FAAfE 22 5, Horp IRSER e e
5 M FIIREFEAR (ALT (AST) S 1) & A A vy, (H HA
AN EFAAY & A RALE ik 34 EGFR-TKI Ji) 2 f K"
RBAR R E AR PO WA RFER T K2 8IS
ANAFT AR I/ RS /D L T B il o A
BT 5535 2 e A 23R i e AN L {22 I VR0 UL ol e Y
(creatine kinase, CPK) FF ™ (F£ 1),

X} EGFR 20ins 287 NSCLC H & Ik BB e A i
A I R &R s A T b IARFSE 45 R B AR SE R e
240 mg/d JAJ7 , ORR 4 60% , DCR J 100% , & & 4= =3
P B R m R AR S Je Xt T EGFR 20ins 5872
NSCLC B # Y7 RO 41 R A5 B S TN
FLRAR AU PEF ST A R R AR JE 80 mg/d Y
At ok KA BT RE EPE , ORR 4 0, FP {3 PFS Ay 3.5~
3.8 4 B M5 1 4 FH & 160 mg/d J5 , ORR ik |
249%~28% , i {ii PFS 155 6.8~9.6 1~ H ,(H AR R FH %
Az SRR B S5 T2 H T v TG TR I F o BHE
Mo BT FiRgE 5, 2022 4E 45 = {8 EGFR-TKI i J7
EGFR %: [N 287 NSCLC ) & AR HERE |, 7 EGFR
20ins Z2E Wi W) NSCLC [ E pnifEALI T J5 , PLACi R AR 3¢
BT IR 8067 GHRES 2A %),

Toit sk 3L Je it —£3R Y7 EGFR TT90M fif 25
SRS SRS 4 B A 1 NSCILC 3 B IE BT 4 T 11 3993
WG PRIEFY 3 &R — 23R YT EGFR HUBIE S Jry
W5 A M NSCLC 38 I IF T 3 F 11 FURLONG #IF5Y
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AKX EGFR 20ins 2822 1 1] NSCLC i /7 ) FAVOR
WFSE AR BB Je iI7 RO 22 R 45 R0 T IR 26 2
VIt s . EARE AR, B EAEE TS E |
TRIEHE e 4 3 5 55— EGFR-TKIGH R Je ) P T 3%
XSRS AH B T4 A G RBIE R A 2R AN AT A
AN NHERY R AEAT 22 52 55, B LLJF S RE B3 x4 = A
EGFR-TKIBEA T 1A HLAL AL 2%

b BHEERZE

Ki Ak 1A Y7 R R, EGFR-TKI JC £E J& EGFR 3 [H

AL NSCLC [ Lk 7 ik , B AR AT P AC EGFR-TKI

CHARRE JEIR e (Bl Je 55 ) X EGFR B H 58 7%

NSCLC 4 897 0T & XG40 7, AR 24 R) 4l

F B T 22, HG v TT90M T 25 28 742 1) K Az 48 B i ik

50% , 1M 4 =4 EGFR-TKI U Al A5 &4 ] T790M if 255

A ARSEF AR ER 24 BT A E0F A 805 =R

EGFR-TKI, A7 XUHE 16 SRR M | e e PR A iy 4

YRR N EGFRJURIRAE  TTI90M it 2558742 . 20ins

GEAF L) I CNS # %% NSCLC (B #5780 1), HHAHSC I

PRI I8 AL B [ £ 3, % 3 [F NSCLC (835 1R Y7

BEHAR SR L TEARMWITE D I — PR RIS

Brehnit JkGIRT LLRAEAE b R AR A A

UL GEAR P T RO 4 4, DA NSCLC 57 Rk

204 MO RIT A . AN, BARIRSER R T

R TTIOM TiRf 24 5 7%, (HLTRS 24 [ i 4T3 9K TG vk 56 4 ikt

B HRTRS TR S JE At 24 BIL i K A I i 24 S s

PITEARWIHR R T, W B R OR BE 43 IR S JE Tt 25 NSCLC

SE AT A B AT A T 245 ALl 1 22 ATk 24 figp R 7 8
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