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[(FEE] 1E RN RBRIE T i WAL, I 0YR T — B2 )™ 2 VIR AR 2 S (W] T e P At AR A0 AL R | JB SRR AE A A
WpE g s, R AT 43 RN B e AR /N AE B (non-small cell lung cancer, NSCLC) Bk, HA NSCLC L4 K
It 80%~85%. IR I, NSCLC HIH MR T RAFET AR A2=i6y7 (bI7) . BUENEYT . S ZiWiayy . e giyniayy
&, XTI B~IA IR NSCLC /B3, BREEATTARIGITHL, AJT BT WA BiG 7 LU IR i 5 R TS . 98 o,
TENSCLC B4 Bhia T sh i m 2y Wy s e 4, Horp e 2 G R 4T X R e AR K I 324K (epidermal growth factor receptor,
EGFR) F:N AR (254, BRI A K N7 52 (I 52 B2 B0 30 %) 57 (epidermal growth factor receptor tyrosine kinase
inhibitors, EGFR-TKIs). HF{, FA 3fLEGFR-TKIs 4 FAtHEANGIK, b, 55— fCEGFR-TKIs fEA iR TT BT 5 0
M et ss, e e 5E AR R T KA G B A IO A FE M (disease-free survival, DFS) FLEAETFH] (overall
survival, OS), 3% 5% Je [KH 0] i 3 38 K 8 DFS C 76 o [ KRl et i T AR S 3 Bvayr o AR, %5 —fUEGFR-
TKIs 244 B4 758 JE 15 ADAURA BF5T o JE B B0 W S8 19 DES i #; [N, ARJG R A BIC BT, BEE D &L b
KZRGE K, REMHRLTHCE BREB IR WA 2 DFS izt , HIIZ 2 ik slicoh 1 B~ITA BANSCLC & AR5 5
RITBOARIE TS . T B SR e FMR SE R R A M AR AV EGFR-TKIs #7124, W T ARG i BhIAYT ik AR IS b T .
T, %I EGFR W45 . EGFRIER SR JE RUFG I )y 1 64T R etk B4, XTI R 6T EGFR-TKIs IR 77 RIS EA T4
Z, IFX BGFR-TKIs 7ZE I A A n] B i 2 i [l AU AT 2R3
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Advances in postoperative adjuvant targeted therapy for patients with stage | B-IIA
non-small cell lung cancer
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[Abstract] As the cancer with the highest mortality rate in the world, the treatment of lung cancer has always been a difficult
problem for a wide range of patients and physicians alike. Based on the degree of differentiation, morphological features and
biological characteristics, lung cancer can be divided into small cell lung cancer and non-small cell lung cancer (NSCLC). The
incidence of NSCLC accounts for 80% — 85%. Clinically, the treatment options of NSCLC include surgery, chemotherapy,
radiotherapy, targeted drug therapy, immunotherapy, etc. For the patients with stage 1 B-IIl A NSCLC, in addition to the first choice
of surgical treatment, postoperative adjuvant therapy is applied to reduce tumor recurrence and metastasis. Studies have shown that
targeted drugs are efficient and safe in the adjuvant therapy for NSCLC patients, and the most attention has been given to agents that
target mutations in the epidermal growth factor receptor (EGFR) gene, such as epidermal growth factor receptor tyrosine kinase
inhibitors (EGFR-TKIs). At present, three generations of EGFR TKIs have been approved for clinical use. Among them, the first
generation EGFR-TKIs are dominant in the research and application of adjuvant therapy. For example, erlotinib and gefitinib can
prolong the disease-free survival (DFS) and overall survival (OS) of patients after surgery, and icotinib has been approved for
postoperative adjuvant therapy in China because of its obvious improvement of patients’ DFS. Compared with the placebo, the third
generation EGFR-TKIs drug osimertinib demonstrated a more significant DFS advantage in the ADAURA trial, decreased tumor
recurrence in central nervous system and brought greater benefits in DFS to patients previously treated with standard chemotherapy
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regime. Osimertinib or chemotherapy combined with osimertinib has therefore become the standard of care for the patients with
postoperative adjuvant therapy of stage I B— Il A NSCLC. As the third generation EGFR-TKIs new drugs, the clinical trials of
almonertinib and furmonertinib for postoperative adjuvant therapy are also underway. This article systematically summarizes the

structure of EGFR, the types and detection methods of EGFR gene mutations, introduces the treatment strategies of clinical use of
EGFR-TKIs, and discusses the problems that may be encountered in the clinical use of EGFR-TKIs.
[Key words] non-small cell lung cancer (NSCLC); targeted therapy; adjuvant therapy; epidermal growth factor receptor tyrosine

kinase inhibitor (EGFR-TKI); osimertinib

2020 4E A BRI IE SRS o, R RT A i E
P I R R A RS L BET R AR — L (2022
IR SERREGE T MR . BRI E R MR R
SEOLTUN, R E 2022 45K EE A 2 87 T H KM
SR A1 77 7 I BET A 2, B B A
RARRABCT R — (e, PR S A5 v ) Mo
BE MG HEIRYT T R AR T B, e B
e/ 40 Jfili %% (non-small cell lung cancer, NSCLC)
B 80%~85%, Hir £ 49.9% fiYHT & NSCLC #
FAT T~ Al ik T AR I A B 58T 4 B 7 22
HEATHOMRE AT B 20t CTRENAA” X
—WEE, B 21 L W ME AR S AT R B AL AT (e
I7) BY— R E B RESE L S 2008 4% BE AT i 9
HHNIAITAT LACE meta 04T ', & 50N 0 il i (R
AR JE BT W] LIRS — AR R, EARER
NFRIGIFERE, FARBAHBLIT Y EE 54
A AEFRAAR = T 5.4%,  BIVEH Bh Ak 7 % fili 46 48 1406
JPRCRIIRTIE s ERR, 4RSSt KB 2 (0 40 B Ak g7 i
R AR, RIS A B Wk H O ) 7 Al AR
JE NG %

Wi 5 X6 S8 1) 25 S I AR ER A L I PN 4% R B B
o9 5 DR ARG ) 3 B, A B Z2 T TAG I 6 4o # [1) 254
TEMEA G BDIRTT P AR M UESE, #0125 B
W) KRBT 232, IAE 8RR v A5 2138 3k
FHo 7ENSCLC @B, il T #5707 A9 5K 3l Bk K Y 5742
KA S, BETEEEAF I R I TR . I
IR, S UL SR ) 3k PR 98 AR R0 Sy 3 fz A= K R 752
& (epidermal growth factor receptor, EGFR) 3[R %
AR HE P BRS R 49.1% ;ISR T ECE L
B P R URR SR AR A 19 5 4 i T2k (exon-19del) %
A8 F 21 5 4 B F L858R # 1 (exon-21 L858R
substitution) 278, FHTE A #A EGFR 572 1) B
Fo b HE a0 49.2% F141.1% B0 HET, #1525
o R e o TS e R NI 2 W it
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(epidermal growth factor receptor tyrosine kinase
inhibitors, EGFR-TKIs) T ] T4 EGFR 5872 (1 i
FHIARJEHTBNAYT . WA =1L EGFR-TKIs B4 & JE
(osimertinib) £ if ADAURA RS, #UE S w] HF
I B~ 1T A ] NSCLC & # 9 A J5 i ity s oAl

EGFR-TKIs, 1 %% — {1t EGFR-TKIs HAEE e
(gefitinib) . JE % # J& (erlotinib) . & 3¢ # J&
(icotinib) , %3 — ft EGFR-TKIs fr ok BB

(afatinib) . 35 52 % J& (dacomitinib) J% %5 = 1%
EGFR-TKIs——Fi 3£ #:J¢ (almonertinib) . k&% 2
(furmonertinib) % 1E 4L F & LG R L 5 o 3 F
I, AR5 EGFR 451 . EGFR 55 [F 98 248 2 Al
R 7 ik AT B, JE7E B3Rl B XFE Aok T B~TTA
I NSCLC 855 AR J5 il B B8 ] 25 90360 I7 RO A 52 e
HEAT BES DU O % 28 R A IR A TR T BRI
5%,

1 EGFRE2FEZBRARTIERD
Bk

1.1 EGFRIW 514850 B %A

EGFR & —Fl 5 I i S PRI B~z 14, JB T AR
H K F %Z & (human epidermal growth factor
HER) %K J& [ A #& HERl (EGFR) .
HER2. HER3 il HER4] , H & A i T 7p12 ° .
EGFR 45 ¥4 £, 45 it AN BC A 45 4 3 16 im0 40 it J
B, v G o kA R R R 5 A kS
B E GwRLA S YIS RANRARE AR,
EGFR 1] J& il H A T B8 1 14 0 1) 5 a8 5 R — SR A,
DL 985 3t L T 1 18 e 45 4 3 S B EGFR H B B R AL
T fl A MR R SR, WO — RV T K R
B U, T H WL Y exon-19del I exon-21 L858R
substitution 7€ 7% 7] B YK EGFR M ARG PE 45/, S5k
EGFR —RAL VL S iE PG s Horp, exon-19del 8 748

receptor,
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Al 450 B3-aC FRIE L5, B 1E H ] SME RS B o C-12
i€, exon-21 L858R substitution 2 2% AT 5 16 il 435 #4 Ik,
BUETEH R gk rh )

1.2 EGFR 3B Wk )y 1%

EGFR 7% (AR A DN SRR o 28 48 21 E AR [ 2 i
JEPRAS T, ATAEEIE . W, AR & R R A
DNA JF AT HED T (HiZ0r i UR k. P IR
HHBONRER Y. HET, % ORAZET PCRAY I
XFH G AR AT RN, an 4 BH A %R E R 48 PCR
(amplification system PCR,
ARMS-PCR) . LB} %% )G % & PCR (quantitative real-
time PCR, qPCR) . Jz # 3t PCR
transcription PCR, RT-PCR) . f# i =X %t % PCR
(droplet digital PCR, ddPCR) . Sanger il ¢ Fl155 —AY;
¥ (next-generation sequencing, NGS) 45 "' i
RERENE, BARTE 21 Y Ot s 21k
(immunohistochemistry, THC) AKX} & UL & 4 2%
T4 B4 1) EGFR 28 11 1 Rk FEAT R D, LA ] A
NSCLC 85 1) EGFR 7L 26 1Y, {H 2018 4F ph 3¢ [&
H 22 K 1) 25 (College of American Pathologists,
CAP) . [HEPrifEEF5 4 (International Association
for the Study of Lung Cancer, IASLC) FIZE[E 4T %
P52 (Association for Molecular Pathology, AMP)
L] SET A s i S o) I PR AT 41 1) 359 7 40
TREMIERE) A~ THC ANE A H TR A4
M EGFRZA ",

B i72 DNA (cell-free DNA, cfDNA) $2HUFI
DNA T AN LR, WAKTER (liquid biopsy) £
I PR L B 0 FH B T2 o 323 A AT DA B LA AR A
PR AR A (1) i 2 S L g PR 58 g R, L
FHLLBIAfy NSCLC B85 19 W98 EGFR I 9848 26 R) . H
BRI Ty iz — R, i g3 s g iR A A i
figi A W ok JR W P B ofDNA ) 4G 3 B DNA
(circulating tumor DNA, ctDNA), SEIXT445 EGFR
GEAFLE P A H R AR R 12 R ctDNA A
HEAT I EGFR &7 K ) 5 1% S0 5 S5 A 1) — Bt A g
S T AR 2 R SN 43T . RECK 45 ) &
FPH) ASSESS WHFE & 3, 1 3& 2 R 5 46l EGFR %%
AR — P 89%, i tDNA Kl EGFR 9875 1 ik
PEAL N 46%. HANSE ' E K¢ (1 IGNITE B 53 19 45

refractory mutation

(reverse
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5 ERWTTERML, 2 P EARI EGFR 5872 ) —5
Pk 7 80.5%, ctDNA f il EGFR %€ 7% (1 fU Bk
46.9%; [FAIIFIZAT IR KB, AR Y E K ctDNA £
W EGFR % 7% W) Sk 4% 5, 70 A 3 [ 36%~
100%. PRI, ctDNA S I -5 £& 8 B 4G H AT 405
(9 — UL ctDNA K Al 112 EGFR 58722 6 M A9 T~
Bt T ctONA A ] fr) 808 5 AR HLAE AN ] [ 8 B AT
AN ARSI AR B, ctDNA ARSI AE 17 4 i FH 2
A AR A FbR A L AT B Y BOR
CtDNA K I 5 5 — Tl AR 16 46 J7 ¥ —— 1l 3% A Wb A4
RNA (exosomal RNA, exoRNA) il R H, W
AN EGFR 587 K A BURPE . I, KRG e
#l % 4 (European Society for Medical Oncology,
ESMO) i, Wi B M i/ EGFR-TKIs J& &
Az Tt 245 1 £ 3 PT5 SEN F tDNA Kl LA 8 EGFR %2
AR H I TR RA R R , BE kA
[a] Bt I j2 %Ak ]+ (mesenchymal-epithelial transition
factor, MET) %372 (BIH ULI25HLH]), 1 ctDNA K
X MET 5 PR ¥ D1 RO i — 58 722 1) S0P 31K
DRl AN B A R SR T 24 R A I i o B I
A ctDNAKEIN By N FH LSRN, IINSCLC /i R R
P FARIGIT SE UG « AR JE BE U5 b X AT e v
CDNA KGN, LA I 2 75 A 70 B o ok B k- B
T e /NI BR S kL A EGFR JE 97 2K /Y, 3T
Jihgga 52 e AU e

2 EGFR-TKIsTENSCLC BEZARE
iR aTRNEA

Lz, H—RES =10 EGFR-TKIs {{#
HEAEFH T M NSCLC B M RS2 BiRYTY, Tife
2005 %I 25 W) T U LA BhIR YT A8 2 A IRt
o 7 Hi, %5/ EGFR-TKIs— 5 8 J8 1Y i
HFEURE T AR S, Mzt i &as,
A S R T 2 Atk ol Ar v gt 7. 5
B, HAWARFH B M 259 (i g e . HWIER
Je. BAEHRS) MikKREEEESITRE, SN
BEMRITIRAE SRR, Har, RS A
EGFR-TKIs 7£ 4ff Bl y& 97 #0807 FH 08 4 DG i R G 50 1
IEETF R B SE . WR B T LI5Sk 5 1 %l B
FE AT PG AR, HARILER 1,
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% 1 NSCLC Z&AKER A EGFR-TKIs B IGRiXIE

Tab 1 Clinical trials of EGFR-TKIs for postoperative NSCLC patients
Number
EGFR- X
. of . . Primary
Trial Phase Stage Adjuvant regimen TKIs . DFS/month OS/month
enrolled Rk endpoint
. duration
patient/n
I-mma . 30.8 vs 19.8, 75.5 vs 62.8,
18-19 . .. Median
ADJUVANT™ Il (N1-N2) 222 Adjuvant gefitinib vs VP 2 years pps | HR(9S%CD=051  HR (95%CD=0.92
(7" TNM) (0.36-0.72) (0.62-1.36)
n-ma . 35.9 vs 25.0, NR vs NR,
[20 . .. Median 7 ’
IMPACT I (N1-N2) 234 Adjuvant gefitinib vs VP 2 years - HR (95%CI)=0.92  HR (95%CI)=1.03
(7" TNM) (0.67-1.28) (0.65-1.65)
. 47.0vs 22.1, NR vs NR,
1) I-MrA . L . Median
EVIDENCE 1 0 322 Adjuvant icotinib vs VP or cis/pem 2 years HR (95%CI)=0.36  HR (95%CI)=0.91
(7" TNM) DFS
(0.24-0.55) (0.42-1.94)
[ B-IIA Adjuvant chemotherapy (optional ) Median NR vs 20.4, NR vs NR,
ADAURA ' I (NI1-N2) 682 followed by osimertinib vs adjuvant 3 years DFS HR (95%CI)=0.17  HR (95%CI)=0.40
(7" TNM) chemotherapy followed by placebo o-ma (0.11-0.26) (0.18-0.90)

Note: VP—vinorelbine plus cisplatin; NR—not reached; DFS—disease-free survival; OS—overall survival; cis/pem—cisplatin/pemetrexed.

2.1 3 —fCEGFR-TKIs {f& NSCLC i % A Jis 5l Bh

itr DG IRA|

Har, © Lmify% —1% EGFR-TKIs 5 )% &
Je. FHARRR IR RS e EA T AR, A%t
JEIE BRI R IR B e Je T B . KELLY %5 7 gE47 11
RADIANT B A, AJ5 M HEIE & R iRIT i 8
M ICHE 2E T B (disease-free survival, DFS) £ ff 4k
K, EMHRLEAAEE, ZR A A3 0EE, M
5. YUEZ: 2 BEfTHY EVAN RIS R I, 547 2 4R
BfIF A LG, AR5 e B e G709 A B 3 1
DFS A B K, HizEEH 8447 (overall
survival, OS) JRE#FHFEK . PENNELL % "' /M i (1)
SELECT ik &8, ARG1TH LTS JBig & )ein
J7, HE 24E DFS F hy 88% (M WAL TREA:5CHE) ,
25 0S %R 86%;  HLIL % & e i fii ] i /b it
WA K, B RIGFAE R — 5 TR

AR SR AE A AR S 5 B IR YT 259 M 4 BOR TR T
ADJUVANT I IMPACT Wi K S8 I R 55 . ZHONG
age US19) iy ADTUVANT 30 (10 e 445 B o, il
B AR JE 4L & 1 DFS 4 30.8 N, Sl Bh K FH Hi
4T (vinorelbine plus cisplatin, VP) fb¥7 4 i
HHDFS A 1981 H, Hibhi AR Je 41484 1) DFS
Akt (AREEREVIRRIAYIER , WP ea S
W) VPALTT R A AE MR I A X, 24
BSOS BN 53.2% 5 51.2% HEF TG 2%
B (P=0.784), $E/xH B AR e 48 & 1 OS AH
BB VPRI T 41 E IR 03K 2% . TADA % 2 4%
B IMPACT 58 YT FGE SR 5 iR B AL,
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AR R B E I DES (35940 H) S4B v ik
STHB A DFS (25.1 1) M2ERTEGIHFE X
(P=0.630), BHPEELE AR e 4134 1) DFS KB3R5 ;
AR, 2 4 H 1Y 5 4E OS R4 K 78.0% Fll 74.6%,
ERIFTGH 22 XL (P=0.890), EN4HBIEARE R4
B RALIOS IR tE . LMEHEIMF, ADJUVANT
W B AR e 4l B H W DFS A Ak g5, T
IMPACT i3 HHiZ 41 # # 1 DFS R AiE3K 5 . BAF40IR
¥ ADJUVANT I 50 i A AF 2 & 30, S Bl R e
B F e 25 2 J5 nT RIS 4P DFS, HFARIGYT
459K % NSCLC & & (B [H] [R] b A7 fir 44 5 475 JR 8
JEHZI G, %A R E 1A A i 2 m i Bh VP ALY
HESE, HIBMI TE kmig, SRS e ok
BREFERN RN L, IR kR
NSCLC, 24 BH M OS 225 g it ¢ Lo %t
ADJUVANT i 55 73 Hr 3 Al 14 8, DFS 5 OS FiZEZ 5
JHT NSCLC A JG¥7 &4kl i A2 7 — 2 i 22 5], Bl AR
SRAE R I 10 5309 AT L8 31 K W] 4131 £ 3 19 DFS 778
Aets, AFBE A Bl DT R ARSI, JF R REAf R i 4 iR
B OSINAT Fr ki o IXFE AT T — LB HAR IR
()R s | T BT /K (8 20 R 1 Jonn ek e i 5 1) R AR
AEAEIR], AU B 2 ) OS T ELBE T M S i K
(RS TE] 15 LA DFS AF oA 32 2228 05 015 48 e R 95 1Y
MK, (H45 4 ADJUVANTIRE (45 8 (B DFS 3k
AR E OS4k%5), DFSfER EIERE OS ik
NSCLC AR J5 W bl A 5 it . [WEE, FERETERY
BRI, FRATESRIA A LUE K RS OS, (R
1 OSZJGEIRIT RIS A i, H) OS K Z ik
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HBAETE S BT A R AT ez 32 5 R B i e
FRYT; MMALSEEMERE, M TREFAE
X OS By IE K38 & DFS 1Y 1E K, A5 (515 % A
wie.

EVIDENCE X% 2 KB, AJ5R ke ein
T I DFS R 47.0 A Gz & Ths e fl Bh 4k y7
AEHE), OSHREIRE KA, HRWEe4EH
I H UL iR 2 R A A TR X B 22 R SE (central
nervous system, CNS). %% — %8 H b EGFR-
TKIs, ARG A% 508 Je bt W35 WO K
DFS; [Aff, Xt EVIDENCE i 46 # 3% 7 % e 40 ffk
SR EAT KRIIBETT G R, %2 R HE R A AR h &
HEAFFARIEFE, $ERR 55 e HAT 58 1 i
TSR MBI, BRI R R kY. I,
Rl A7 e — e R B, Anfby T A IR e e
YA T2 B PR Z 30T AR AT Gk
A A A . O ETT R IR . XA
AR5, EAE H AR v 6 FH 3% o RR Je AE vh T
PEHLE I TABAYT P WA, iR
SR (MEIER2ITIer (20220%) ) Kb
It AR JRg 24> (Chinese Society of Clinical Oncology,
CSCO) KAty (R & vEAR /Nl i fE 297 35 ™
(2022 ) ) HHHE EVIDENCE {56 B %, 11 491 i
SRE ARG YR B e Sl BhiA T I TR kYT, i BE A
RADIANT. SELECT. ADAURA X445 A 8385 H
BT E AT T, R TR R v e Bk
HALYT R A A A W S R . 5 R,
EVIDENCE i 4 th I 25 H K HL ey 2 4, BEZR &
ADJUVANT. IMPACT 4535 H FH 24 B[R] 4E K )| DFS
FER | H b R B FH 25 K BT 5T & AN A8 B (1Y
F, R AR IR 1 T B A s KA 1
WG, EET, R IG R R IR T A A
AREBRTHFERERMEANKERECFRT
ICWIP /| ICTAN 7' CORIN ! 253085 | J5 225
1 8 X SEBIF 5T AR B4 5

2.2 % fREGFR-TKIs fE NSCLC i % A J il B
ity WS I
% — ¥ EGFR-TKIs 7] 1 F T* H EGFR U %
A% EGFR 20 5 4M 7 T790M  (exon-20 T790M) %
ARG A, AT A — 10 EGFR-TKIs J5 & 4E
i 245 (1 B 3 NSCLC & 1 R 823697 . Har, H R
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EGFR-TKIs £ 4 AR J5 i Bii6 I 25 4 B9 H S I R 56
P 0 A . i i NEAL 4 P EHEM
NCT01746251 %44, 1 A~IIBWINSCLC & T A
O MRk E 3 A A R 24 BE L&A
(recurrence-free survival, RFS) 5 70%, HAR24)5
) 24E RFS 4 81%, 224K 11%; [FR, #2E24F
FTHR BTk Je il 8 50% M E A R . H
B, %5 JC AT Aol 45 B HE#E NSCLC 3% 15 AR5 B 5 —
fR EGFR-TKIs.,

2.3 3 “fCEGFR-TKIs f£ NSCLC £ % A )i §ili Bh

RIF bR

WU % 22 B xt 3 75 8 Je oF & 9 T 39 i R 3t
¥——ADAURA Y455, ¥ NSCLC B35 A5 MG
SFEAERE L., B, BadenUEThsMER T
7 EGFR 2878 B NSCLC & ARG AR EIR I 254,
L2 7F ADAURA 50 25 38 52 B B 177 2 i gk & 401556
B & o2y & B E R (Food and Drug
Administration, FDA) fit#E b7 B,

ADAURA W3¢ 2 S it-4 A 682 1 2 %, R
NSCLC/3l [ 1B, I, WA, K4 HEFEFEER S
%0
AJCC) KATHINSCLCE 7M1+ M ] . EGFR %7
JRZS (exon-19del B exon-21 L858R substitution) Flfk
B CEMAFESCAEEINAKE) XA E 5 ZE, Bl
WL 1 EE BB C AL R, fEREHLL
B AR A AR Rl B Ak OFAEsmi k) o Xt
ADAURA i 50 [T~ A B8 5 1945 Rk 17 08, &
PRI B 4 5 2 R R A A 24 4 H J0HRE A A7 LR
I3 51 90% F144% . AL DES 4351 49 K 2351 19.6 4>
H; X} ADAURA IRE th 22 5# ) [ B~ A 1
BAMEE RN 00, KR AR e 5 LA m
24 4> F JCIR A A7 1 EE 3R 53 00 Ry 89% F1 52% . H
DFS /35 A FIiA 5 27.54H , Hi% DFS %4 . #1
T A B4 i 1Y 55— 1% EGFR-TKIs % B i6 97 /Y Ifs
RIRIGHAE . RIE, 25 s, BaEgedisit
AR BH B CNS Bk 56 %% , 2 BRI NI 1% &
HH T R, PR AR e B AR CNS 2
B, ARG R E A CNS B R 558 T KUK . Xt
ADAURA {55 A ZH i $2 32 A Ja A 150 Bh Ay 1 s o
() DFS #4701, 2538 Wos BEAE 2 b by i s
(378 141 ) 1) DFS % HR 7y 0.18, i A 4% 52 o 0 S 5%

(American Joint Committee on Cancer,
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(3041451) “40.23, szt Ay iy g B REAE AR
FRERIRIT AR HED, XERENAREHBATE
HEFE R AT BB WA e % (HxF T 1 B
NSCLC %, 2% BRADBURY %5 > () £ 45 [l i i
5% LA K 3¢ | I R AP R 2% %= (American Society of
Clinical Oncology, ASCO) T20224E%Aift) (ASCO
P PO TR ) Y, HEREAR R AT AR SR T
(RIGH BT Z a8 80) s W, 2% LEE LS
J6EiE M 2% (National Comprehensive Cancer Network,
NCCN) KAl (NCCN i i R 52 46 Ba -3 /M4 il
i (2022 4F) ) (NCCN Clinical Practice Guidelines
in Oncology, Non-small Cell Lung Cancer 2022), %
FAR GBS XS R (a1 de 22 59 gt
MR . FEIEVIBRA . >4 cm. o k)2 Mg
PEARAL Rk L e A AN T) 19 I BIAERE, et
RIGATAITER G A B R IRYT -

F AT, ADAURARK YOS Hdi i Ao, [Hix
FEAR WG E 7 B e i (NCCON i Jg3 I A S B 4 1 -
AE/N et (20224F) ) o NSCLC (& AR J5 ryHfE
M2y, FN, 3T ADAURA X DFS $1 4 Bk
3ts (HR<0.3) &5, LM CHEEMA % B4 R 1]
I JR AT KB K I ADAURA IR I B & Fe b 57 45
Xof B B JE 4 HR A 10 4F OS FEAT IR FE B BpL 15t
G R AR B, WA B E I OS Ik
W IR 17.4%, FRATA] LLA BRI ADAURA B 5%
WAE R AR FE AN OS L5 . (HAS R,
ADAURA #IF5E Mt ATCC 55 7 B iidea 233 - Wk ah A
) 1 B~ A NSCLC %, HHi AICC fitifi 7 3 F
WEELHEH A S R, JEER 7 AR T B E CWER 8 R
H 4 T mAKHE NCCNH5 R, R4 AJCCH 8
JiRH A T B3 7E ADAURA B 5% ih f R iR 981t
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