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[ Abstract] Lung cancer is the malignancy with the highest incidence and mortality burden
globally, ranking first in both morbidity and mortality among all types of malignant tumors.
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Pathologically, lung cancer is classified into non-small cell lung cancer (NSCLC) and small cell lung
cancer, with NSCLC accounting for approximately 85% of cases. Due to the often subtle or
nonspecific clinical manifestations in early-stage disease, many patients are diagnosed at a locally
advanced or metastatic stage, where treatment options are limited and prognosis remains poor.
Therefore, molecular targeted therapy focusing on driver genes has become a key strategy to
improve the survival outcomes of patients with advanced NSCLC. The epidermal growth factor
receptor (EGFR) is one of the most common driver genes in NSCLC. While EGFR mutations occur in
approximately 12% of advanced NSCLC patients globally, the incidence rises to 55.9% in Chinese
patients. Among EGFR mutations, P-loop and aC-helix compressing (PACC) mutations account for
about 12.5%. Currently, EGFR tyrosine kinase inhibitors (TKIs) have become the first-line standard
treatment for advanced NSCLC patients with classical EGFR mutations, with efficacy well-established
through clinical studies and real-world evidence. However, with rapid advancements in NSCLC
precision medicine and deeper exploration of the EGFR mutation spectrum, EGFR PACC mutations
have emerged as a key clinical focus. The structural characteristics of these mutations lead to
significant variability in responses to EGFR TKIs, leaving therapeutic options still limited, while
detection challenges persist due to the sensitivity constraints of current testing technologies, driving
increasing demand for improved diagnostic and treatment approaches. The current clinical evidence
primarily stems from retrospective analyses and small-scale exploratory studies, while prospective,
large-scale, high-level evidence-based medical research specifically targeting this mutation subtype
remains notably insufficient. This evidence gap has consequently led to the absence of standardized
guidelines or expert consensus regarding optimal treatment strategies for advanced NSCLC with
EGFR PACC mutations. As a clinical consensus specifically addressing EGFR PACC-mutant NSCLC, this
document provides a comprehensive framework encompassing the clinical rationale for EGFR PACC
mutation testing, therapeutic strategies for advanced-stage disease, management of
treatment-related adverse events, and follow-up protocols. The consensus underscores the pivotal
role of EGFR PACC mutation detection in precision medicine implementation while offering
evidence-based recommendations to guide personalized therapeutic decision-making. By
establishing clear clinical pathways encompassing molecular testing, therapeutic intervention, and
long-term monitoring for EGFR PACC-mutant NSCLC, this consensus aims to meaningfully improve
patient survival outcomes while serving as a robust, evidence-based foundation for developing
personalized clinical management approaches.
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RIEFJE(FURTHERBIZO!M BEMLIGIRITSE — —ZRIAJF  PACC 275 (n=23) NA 1000 16.0 NA  BZEfE.
53%
ST A GRS
. 41%

T EGFR-TKI A 38 ¢ A8 1K PR 132 VR Jis R S 1 4 751 s PAC.C Ry P BRI oo IE5E R 4 s NSCILC S A/ N3 s ORR 9 M ZZ 5% ; DCR
PRI 2 s mPFS Sy WS JC R J A A ] s mOS S 71 (07 A 2B A2 ] 5 CNS Sy A 28 R 45 s NA R4 K s NE S AR A s NR R AR IAH] ; 0S 24 A
HEAFISHA] s PES O JCHE AR AE I ] 5 *—ZR3AYT B 7 b PR AL BRONBE AR R < T RIAYT (R AR TR BT L B GT19X %8
AR ST681 578 AKL; AR N 0S Brdftak PFS Hd , JF mOS & mPFS

TR E BRI T /NVEEA IR R IR R TR A AT BEAMR I EGFR T 1 {5 53 K 1 3
I R AT AF 98 o, JE % B R AE 8 1R RPN AE IR RFFE P, Leventakos 2540 A
EGFR-TKI, X} EGFR B /= % F1 58 48 B 14 BLAT 1% 1% 415 ST681 Z2 A8 M W NSCLC (23, 45 S 7w, JL 18 B
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Je i 97 ) B #E B A A7 B B (progression-free
survival, PFS) & 3 ~ 30 A , B A £ ) 8] (overall
survival, OS) A 5~514H DA b, MK [E]T R 22
2 % 5 ‘Zfﬁ' J? 7"5 3"% S E $ ﬁ: (treatment emergent
adverse events, TRAE) LA Z FE = 3, AW 1 4
B = &ARIRTT

I R 5E 2] , # AE 2 JE X EGFR 7 L5 4%
(I G719X) 2 A - AN AR T2 B 5 A8 2, 4l
GT719X ZE 45 240 i A= K 14 BT 75 245 W) vk B R 28 L 98 A%
[ 6 4% , X —HIL I AT GBS X G719X A8y 7 35047 iR
B ¥ AE JEL P NEJ002 BF 98 1 2R 5 2 BT gl A
225 il EGFR 248 NSCLC #3%, 7 fil# 47 G719X %
s, Hoh 36 GT19X B 2 N BB RIBIT R
R PR, PFS M 0.5~221H ,08 N 5.8~
L9 PR R & AR e X GT19X 2828 7 30
FRATRE S L aRAIL I 22 S A 567

25 Ak, % — 18 EGFR-TKI JAJ7 EGFR % Il
RAF AR FMF5E 2 5E T EGFR PACC & 42 2
A, AL 75 /D 8 G719X 28 748 Bl S7681 28 A8 Jk 4], HL.
Z BT A WA RN BT SR B, L]
T EGFR PACC %€ 7% M 1] NSCLC — £k iR 97 U A 2L
P R T A AT o T O RAEAR I RIS i — 25 56
R, 675 #b 78 4 AN HE ST R8s LA o H s R
VINIER

(2)5 R EGFR-TKIIfYY EGFR PACC 2878 i
WINSCLC 3 . i T4 — 48 EGFR-TKI ( i 2 #5 2
FIE AT JE ) &1 %F EGFR 25 0L 28 28 (R BfF 53 At st [
BB Ui £ 15 ] B T EGFR PACC A% /& 42 ) it it
|, Ko, B Aj e F 28 18 EGFR-TKLiA 97 EGFR
PACC %878 B A8 UE 155 2 IE P8 32 22 45 TP fE GT19X &
AR ST681 245 o Xf F HAth EGFR PACC 5875 I 7!
(AN E709X .\ L747X 45 )  MH R EHR B M E = . HAT,
22 Il R B 90 R L S SR 5 AR 5, A AR
EGFR-TKI W F G719X 2248 o S7681 248 F8 4 1Y
—RIRYT I BRI — TR, BRI — e R E
MO B L (HE AT 0 — 0 EGFR-TKI £ %t
P p X 2 R G255 5 1Y EGFR PACC 28 7% i 11
NSCLC 3 1 X fih 28 22 507 S8t , Hore i
G RG R TR T i — R R

B2 5 JE 1 I R AT A 5% Sk e DR B it 1
HS AL . PFFE R, B JE A 52 B I e i ik
HiXt EGFR G HLA R e ME I Ve F, Hm s
B2 T 45— EGFR-TKI (JE 3% 5 J& Fi i% JE &
Je), Jffeil i 5 EGFR LI Cys797 S 45 & &

P T I, 20 RIFEUE S T oA R
AR R T A% . LUX-LUNG 2/3/6 11 s b 3
W, BT 9 8% JE 1R I ST681 B — F1 & A v f5 R 7 (n=
8) M GT19X HL—FIE A A8 (n =18) RE I E
W 2% il % (objective response rate, ORR) 743 51 hy
100% 1 77.8%, " i JC #F & A 47 B} 8] (median
progression-free survival, mPFS) 43 % & 14.7 FI
13.8 4~ H , G719X 28 4% 35 1 v Aor 5 A= A7 1 ()
(median overall survival, mOS) & 26.9 4~ A
ACHILLES/TORG 1834 #F 57 2 01 , B 1 5 Je. 76 55 WL
AR B T R G RIT AL SRS AR L, B
Je I 2 JE K mPFS (10.8 F1 7.0 4~ H , P=0.005 2),
mOS A JE K HH#(45.0 f127.0 1 H , P=0.143 3)"*",
Horp, FEFE R R (GT19X  L861X . S7681/V) i
(1) mPFS Fl mOS 5 G4 7% WL 5 A48 BE AR L, 43500 R
10.0 #142.0 1~ A . FE 5728 W RL 7 R AR 5E
I ST AN [R] 2248 37 ) B 2 2 BT R JE IR T
BITRLEAT T 44y, Horp, 27 9] GT19X 28 725 H 3 4%
ZIEIT JG , ORR K 66.7%, %= % ¥ 1 2 (disease
control rate, DCR) & 88.9% ; 1Mij 3 14| S7681 28 7% £ &
) ORR 4 0, DCR N 66.7%, & 71 Pl 32 %5 J& &1 % R
] 58 A8 7T B I TP AR A W B 22 e A
PE 5T, BT JE IR YT =3 9% TRAE kA 3k 449%
B UL TRAE A4 1875 (82% ) WA K (59%) 2 15
(56%) . 11 98 FNFh R %6 (55% ) 55, Horp 1 5 J o B
TRAE (il ) 6T . EGFR % WL 58 728 HL S i 7
INFEABIF S (n=92) F B, 5 3E G719X 58 742 (1) i 1A
NSCLC & & A0 LE , Bl i 45 Je i 3 1 K G719X 5842
HEE I IR YT R I E] (P=0.045) , TRAE DL 3%
(55.4%) JE 15 (53.3% ) F1 H 18 4% (41.3%) S E , X
2B N 2% BTS2 O — T B A
FARH, 106 Gl Z BTk B e iRy & T, G719X
AR S7681 5 A% /A 1Y) mPFS 43 %I Ok 15.83 FI
707 A A 55— T & b WSS M T R
GT19X 2878 | S7681 578 M 58 45 578 [ 1Y) mPFS 43
SR 24.9 12,3 A 13.0 A4 7Y Bl R oy B ik
7, Bl B 5 J2 VA 7 EGFR-TKI )34 i) E709X 28725 |
L747X 5872 [ 45 , ORR 43 51| 4 84.6% F180.0% , i
J7 O MO B a2k 114 F 147 DA, RE%
WM FEPEAS 1 BT Je iR 97 GT19X 58 48 5 S7681
GRAL FEH YTk BB BF 9T B 7RO e A MR
FETE2E S, FLIG IRAT RO 5 22 B R FEA S A5
LBk

IR TR JE I R AT 5T 2 B, G o AN mT 3 3
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#r 25 4 5 U 18] EGFR/N & 2 A4 K W 7 52 1k
2 (human epidermal growth factor receptor 2, HER-2)/
HER-4 [ =W R 1 T (adenosine triphosphate, ATP)
S5 B3l P 0 R IR 2 R AR 3 | L KT 37 7 R
45 mg £ K, TR R BFE T, — g4 A 25 £
EGFR 78 UL 7€ 725 I ) NSCLC 5 2 1% [n] Jo7 gy s 12 A
GIRFE B, Hoh 9 4] G719X B — {37 s 28 A5 FI A 4
KA B H W Z IR R IR ITJG , ORR H 66.7%,
DCR 4 88.9% , mPFS & 14.0 1~ H , % UL TRAE €1 4%
Fe 95 (87.5%) F 8 4 (62.5%) | I 5t 97 (50.0% )
FETS (50.0%) , {HH I R A RPE M 2 VA
KEEAEWFIEIRUE

25 FTR 55 AR EGFR-TKI (Bl 555 J2 Filik ]
B ) MY I R A 58 F J8 RN A Hi i 8 T, R T
EGFR PACC #E&my 42 th o A UEIE R I, X 22y
YITE GT19X 275 Fl ST681 28748 Hh g /i HA It PR AR 25
{H 0 98 AR A 1 A BR DL B K B TR 35 T A EGFR
PACC R, HiAE EGFR PACC 8728 1 i NSCLC
—ZIRYT TR B AT T ) R T 2 B KR
A 1 I PR 9 i0E— 25 36 UE A . A BiF 9 36
W, 55 —4C EGFR-TKLIG 7 AH AT f 4 i) TRAE 1
R FRLH93.8% ~ 97%, H.=3 9% TRAE & 4 FAH
PRV, H o™ AN B35 Canfii 58 ) Al BesZ i
PRZ5 )R . HAT, &% EGFR PACC 975 A\ 1% 4>
PERRAE i A 4 1T ) B, AN () 2 25 7. 781 A8 5 1 i 2 1
25 5 B Ay 5 47 SR W AT e B 22 1 o i A 5T B AR
i R

(3)%5 =X EGFR-TKIi/Y7 EGFR PACC 587£ Iy
WINSCLC #55 - Bl , #6432 =X EGFR-TKI (. %y
BE LR E LR R ) FEA IR IR A ST A
T G719X ,S7681.E709X %5 4% WA AR pii FR o

WA e AE R E AR A 5 — 8 EGFR-TKI,
HARmPIXKRZBEME . RIS B, Xt
EGFR #4F H A )" Z M, EZ AR =Y
AZ5104 1 AZ7550 BB 553 = AR 8 R G 18 5
P, X G719X 28 78 Fil S7681 %8 4% fi 7w H i 35 1%
PP, UNICORN WF5E 2 B, B4 B Je iR Y7 G719X
RAF ST681 % 7E | E709X %748 H & B ORR 43l A
45.0% .50.0% F183.3% , GT19X 275  ST681 5 7%
F 0 mPFS 435 R 5.1 9.4 4 H |, o7 28 i 5 4L it
] 53590 0 9.7 A~ H AAR B s e My 1w, B4 e
JRIT I TRAE &A% 5 (100% ) , % WL TRAE A 51K
F 2 A ILE (90.0%) %7 1l (80.0% ) . IfiL 7N A I />
(65.0% ) FYLEF T+ 25 (60.0% ) %5, Hod =3 9% TRAE

9 # ok 27.5% . ARTICUNO #F 58 44 A 27 1)
GT19X FL—{v 2848 T A5 52748 f 3 12 491 S7681
B SR E FRAARE SRR, BREE
JRIRIT MR R AE 44% ~ 58% 2 [6) , mOS Fll mPFS
O3RN 2040 H ~ RiEBN 8.5 ~ 1741, —IHi
EYEWF R, BA IR YT GT19X %48 (n=12)
1 S7681 58 7% (n=3) Wi Y] NSCLC M4, KL 2 fifk 5871
A 41.7% #1110, DCR 4351 75% #133.3% , mOS 73
9.7 F18.440H ,mPFS 4351k 4.8 F12.4 4~ H

B 25 BF e A 1A BTl E A = AR
EGFR-TKI, IIfii A 7 #F 75 % W, H Xt EGFR 28 7% (1)
NSCLC 4t i 25 3% 7 410 1l £ 1) 222 700 A 1k o ik
TG PR AT 5E B B AR 45 2, AIM RGN A T 17 5l
EGFR UL 75 (45 G719X 275 F1 ST681 28 7% ) i
H, T LA 165 mg BT 38 JE ¥R Y7 J5 , ORR N 47.1%,
DCR ¥ 100% , mPFS Fl mOS 43 51 & 11.8 1 29.4 4>
Al P BE SR, 110 mg BT 35 B e iR 9T
EGFR 28 8 58 4% /8 35 0], B 2 LR I 5 (creatine
phosphokinase, CPK) F & & 4= K A 35.5%; 1 165
mg B 585 JE IR T 8 WL 28 A% R E B, CPK FH s A &
2%k 68.75% (11/16) ', H AT, — T Ilfi PR T 13
58 (NCT04951648) IEFESEA T, iZ M58 B 7 LA
B &8 JE (165 mg, B H 1) 5 &8I 251k 7 — %
167 EGFR 75 WL 58 748 Jay 4 b 1 5k 5% £% 1 NSCLC J&
H T ROR 2 4k

EEEJE T 202547 H 30 H R Bl IR
HIBFFE B, 22388 2 nl il 2 Fh EGFR 28748 (4
5 GT19X 2875 )"% | 2024 4F ESMO ][] 42 45 1) 11 18]
KCSG 21-26 W58 & M, 2 8 Je — 23R 97 G719X
A ST681 278 B G719X+S7681 575 H % 1 ORR
43 51 °h 64.3% . 50.0% F1 66.7% , DCR ¥ 2l 100%,
mPFS 73 518 20.3 1 H KRB H] AR IRH]; LR R
BT =3 PR Y7 WA B g5 F (treatment-emergent
adverse event, TEAE) [ & 4 2} 33.3%, H W19
TEAE f045 2 95 (47.22%) & ¥ (36.11%) LA 2
25(33.33%) JEGE 5 (27.78%) 55

5 ik JR BRF S7681 26 4% | GT19X 58 A8 5 i
S FY IR AS R, PR SE R e B vl i 4 A E mTRE
WFFTUESE T % EGFR PACC 2875 4 ARk M) I 7 BRI ‘2
Sk, IRIERFE Y 4 T-45H8 (s ik — IR 4
SR NIPEIERE 28 ) A7 B H 5 EGFR S 45 49 3801
ZEA L IR RATIFIE o , R 368 e B S ARt
77 AST5902 HA =y e B PEAN I /E 4T, X EGFR BF
Az Y 2 X H5A o e R B 3 = T EGFR A8
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RNl FEE T EGFR PACC 2875 (AR AR P i 56
o AR SRR JE B B A B e i R A Y T B R T
PET A, =R SRR R N T R R R AR )
AST5902 (1) e tE F 4 e 28 5e 7 (L B A 8w
PR B M . OB R R (20 ~ 240 mg) BF
FEAA A ) 2 PR A R R g R KT 32 57 7
BT 6, FURTHER MR HRE T @ Al ik 2 e
(240 mg % H 17K )7E EGFR PACC %87 NSCLC H &
WY ROR e e 5 S B, 7F 60 4] EGFR PACC
A B E T G H M O TEAG AL ORR Ky
68.2% , iz 13 ORR Jy 81.8% , DCR N 100% , mPFS g
16.0 4 H |, 7 g FE 22t (8] 4 14.6 > H 5 72 A
P28 2 B0 2% i T SEAl CHE T, /5T ORR 24 53%,
DCR K 85.7%"" . 441k Ji T, =3 9 TRAE k& &
R4 20.7% , % W TRAE AL 45 1875 (66% ) T BT 5
(34%) 4% , H oK % tE I TRAE S35 24 i R
H AT, — AL 22 s TR 2 AY I PR T 55
IEETT R, B LR LB e 5 & T fbyy — 4k
16J7 EGFR PACC K755 EGFR 1.861Q %875 J& i 1]
RSP NSCLC Y7 RIUR % 21k

Zg b, %5 =10 EGFR-TKI (R AH 5 I PRAF 7% %
I GT19X . ST681 55 7 WAR AR, IRER e
AN X EGFR PACC 2848 4 NHETF R AH G I IR A
55, NIIRPEHES ARG . Kok T 2 AT RS P
58 ST RO R A5 I RF L Im K 52 BA ik — 25
etk

(4) HAb 25903397  BR T EGFR-TKI B 2534577
ZHN,H LB R R T EGFR-TKIEG A DL AR ER
Ul & HI LT — 23097 EGFR WL 22 17
O Ak . TEBEIR YT 5, EGFR-TKLEK & I
HERBPTIRYT GT19X 5272 (n=7) .ST681 7% (n=2)
% 1L.861Q/P (n=3) & # 1Y ORR 4 58.33%, mPFS
1.0~ H ,mOS 4 35.40 1~ H ,J7 25 EGFR-TKI H.
ZIHARLT . AN RO AR B T R LR AR
HAE R E . TR — &R )7
EGFR WL 58 AR e (R AR 25 A IR . — 048 A 70
EGFR ZE WL 9875 B (5 270 GT19X 2875 #8349 141]
S7681 2848 F 3 ) () [l Jaii v v [l BA S A 5, %o L 1 %
HIMES7 55— EGFR-TKIGF AE# 2 JBIg & e .
BB e ) — IR TR, A R AR Al
ORR (27.5% #123.3%) . DCR (82.5% #1 93.3%) #
PFS (6.1 f1 7.1 ™~ H ) 2 F L G il & X7,
ACHILLES/TORG 1834 fff 53 it — 25 F W , 5 40 mg
BTvL R R AR LG, B HN 2 T IRYT EGFR 7 LR A8

HBF A mPFS B (5.0 f112.01 ) 55 30 mg Bl v
BrEAH L, P B mPFS AL (7.0 f18.4 4 H ) s 147
% UL Z Bl TRAE, A3 46 & AR (43%) FOE O
(34%)"",

#iAE W 3. % F EGFR PACC i S =T HIE
HINSCLC 2% , ETHUIEHR, T EEREE
RIEA—ZKIBITIERE, BEE—MBERRE, R
P E B EEIRSIED 0~ 15, TEEERATF
REER240mg TR 11 EARTZ, AIRE KR40
mg X PR RFNE, EETMZ; EEESHEMEK
R EBERESELTR, TEERELETFRERER
160 mg 5 B 1%, i 3% R 1F , 5 YW F 2 7 R 41
MZE240 mgHH1X, 3FF G719X.S7681 % £ —
MLEES M ARTHEY NSCLC 85,7 % &
A EidFIE2REBRIEN—LKIBIT, E A EEM
FERSEABREN—KXEBT(ERHEINE:
83%; 1R, ),

2. JR&IRIT

(1) EGFR-TKI 254 : 5 — QAT ¥ 1k EGFR-TKI
Cln 35 9B 8 e s e 1% B e ) FAs — AR AT g
EGFR-TKI(UnBAr vk 4 Je sl ik 7] £ J2 ) %} EGFR 28742
NSCLC A 2 AR JL-F- i A e 1 ~ 2 5 &=
PARVEN 25 (F 45 3515 EGFR PACC 2875 ) T §:3%
PR KT ST A IR B 2R R L
R EGFR-TKI H T J5 836 97 I, 78 45 il 5 0 1 i
G A A7 Bsf ) 25 7 T R B U0 I R A1, K
EGFR PACC 272 i3] NSCLC £ it 25 J A T 7 41
HET R BERE

LI 5505 EGFR PACC 2878 e J5 4R
S PR TR IR R o — 0B P22 43 AT T 5% A BT
% % Je #£ EGFR-TKI £33 H ff EGFR 5 Ul 58 4
NSCLC & # 197 20, 45 R Bon , Bk B e iR 97
EGFR-TKI £ 34 ¥ & () G719X % 78 . S7681 & 7% |
E709X %45 | L747X %878 NSCLC % , ORR 43 Ky
12.8% . 18.8% .85.7% F11 66.7% , Z= 1A I T 5 T F Bt [i]
3R 4.7 3.0 12.24 A TR DA 55— 100 1]
ST R, BT 2 1R YT EGFR-TKI 2896 HoAY:
G719X R7E 87681 & 4E NSCLC [ , BB fft R 43
314 10.5% F1 50.0% , DCR 43 31 4 63.2% F1 100%,
AL il R B 1) 43500 10.0 A4S A R R #)7Y
BEA , — 30 [ B A 58 A0 A 60 19112 3% 22 4 Ak Y7 Al
EGFR-TKIIA YT ) EGFR Z WL 2848 f 3%, Horp 17 43
EAT E709X 2R7E \GT719X 287F | V7691, 275 By S7681
AR R T Z BV e MG 8ifyT 3l
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IR BB R, 7 9 R IR BB R, 3 1 A
PRI HE R , 4 ) R B AR RTT 4 R

(2) HAb 25913697 « X F EGFR-TKI 5k HAth 24
Wi Wi e RAEFIWRENBEE BT
EGFR-TKI HLZJIA P iEE A IR, 2R &R T 1k
I7 AL AE A 254 o0 SR A KA T 5 ek e e B
GO ZIRTT UG AR T RO e A . — T[] s
PEBAFIF SRR T RRNARYTT 7 RAE R A B et 2
J&i TT90M-cis-C797S 2 7% 835 07 30 45 ) , it 92 3=
W], SR IR T R TG T R S H
MR [ 357 7 2 (GR TR e | DU AR ER b ol 8 75 B¢
Je KA HANEE 73697 25 %)) 19 mPFS 43 51 4 4.40
4701 1.630H 5 HARIT I AR, P Az il 2l
PIEK G697 7 %8 W 3 B0 B A 1Y mPES (5.50 il
1.034~ H)™,

Z IS PG T G T IR Y7 EGFR &
ULZAR RSP . BEFE R, 76 EGFR LR A 3%
WA 49% 1Y R CE D R T M AR T A2 IR B 1R
1 (programmed cell death-ligand 1, PD-L1) BHYE, Ry
B 2 K5 2 5 4 41 57 (immune checkpoint inhibitors,
ICD)IAYT EGFR DL A AR 4R 41t T L BEali . — 0
BT SRR E T ICTIR YT EGFR 272 i ] NSCLC
BOE T AL, 87.72% W) 3 B2 32 ICL B2 9R 9T
12.28% 1) & He 2 W BB YT 45 R %W EGFR &
HhZe 7 (L858R 28 A8 Ml 19 4h i B2k ) e & WL
AR (20 A B F 4l AR AE (GTI9X 5748 ) [ H 1Y
mPFS 7775 i 3% 2% 5, mPFS 43 51 -k 1.82 F12.50 4~
H , ORR 434l 7 10.94% Fi1 25.00%" , — T fiij fs
PELCRE IR TR R T P AT 32 1k
1 (programmed death 1, PD-1) 5. 5g B BT AR (17 it £
BB BRGNS AR 25 W) B R SR IR T 21 i
 EGFR 75 L2845 (B3 17 RUR &8 4 o g A
T OB GT19X 2848 Hu 3 Al 12 1] 20 40t T4 A2 4%
B SRR R BB G & B R e IRIT
EGFR 7 U, %€ 75 f8 35 ) ORR 4 38.1%, DCR X
85.7% , T 0r Gz M FF LIt 6] 2 5.2 41> H 595.2% 19 i
HHZE /D KA 1R TRAE, & UL TRAE 2 HR iR
Iy he vl iR (38.1%) . K ] A& & iR & % 7% i
(aspartate alanine aminotransferase , AST ) Ft 15 (33.3%)
AR (33.3%) 5 5 WA 39 TRAE AL 45T L5
fIE (9.5%) . & M s (4.8%) | Jigi 15 3E (4.8%) % 57
(4.8%) A PERH MRl 2% (4.8%) 5 4 151 & RIS AT
B2 52 (AN BN sk /b 22 %0 % Je 7l i, 2 o) R A
TRAE K AfE245"

H 1, NCCN 45 g #E 7 , EGFR G719X & 4% |
S7681 A% i H — iR IT B )5 , I 2% EGFR £
Mg R JR IR IT BERE . BRI F L EGFR
PACC 272 8 % J5 &6 97 5 LA EGFR-TKI A % 0 i
2 (s —AQ TKI S5 = TKD) , i a2 564 i
B NAE T RATE bR s  (HF LG R
PD-L1 £ ik AR EANMRREL G, H
I, I GRAT e = 1 G 8 UE S 27 G40 | 1 PR e 5k
TR BE ARG, R iR 75 5 £ TR F o
RS TYRIEL IS 1

HiIAER4:. I FEGFRZBERT HH,
EGFR-TKI — & 8T B E £ KBHEPACCR
T, R&ETAS24H4i03; 3 F EGFR PACC ®
TEE-KGTHER, F&ET 1L EGFR-TKI
AREERE  TEERTEBVRAY A RMESEZ
HMRTEENFLXETERE, AREXTREK
ANMNEERETHNARNERG = (THHIR
E:86%; 310, )

(=) RkiRyT

FEFEFE NSCLC A L IV NSCLC g Bl <
3N E TR SS MR AL R E ]
R IRTT (TR G HRE YT ) SE A
AETE T B B B S B IR A HRr, 6
T EGFR PACC % 78 2 #% 1 1] NSCLC 35 1Y =)
ERIRIT IR D A I £ 2 58 EGFR £ L 58
AF NFETT R, IRt i DR 52 i Hh 2 2 % EGFR 22 it
SRR B NSCLC 3 145 PR

ARG YT I AR A B R AN R TR,
(RSN N TR i 2 WS N NN AT
REEBHIMr. P B E SR ARG, T A
F AR RRRIRE B ITIE R R AR ] RS
KEgC SR R e it R R R R A\ PRItk L 4 a2
FUFHS . Horp  FARFSLARE 7T (stereotactic
body radiation therapy, SBRT) &% 414 1A R MER
IR IT R . X TR A T ORIE AR
NSCLC & , FARRFEWRT 2 — B2 FAR
) £ R TR RS . — TN A 39 15
R NSCLC & I an s T It o o , R4LIA
SPIRE 1 5 R FRIA YT (FARAIT ) 1) mOS F1 mPFS
R 135 FN1204 H L R & LA 7.7% , #R
ZIBIT LR A HE EGFR PACC 9875 7E IN TN B 567
BEAAEVERTEIR ™ o B TC IR F AR I BR g AN T
ZFARM B, SBRT EHLH K15 R i RO
— TR RE M IR, A 47 R L g
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18 5] EGFR £ Bt 58 708 R 3 | 3k 46 (B 35 432 52 5 — A
EGFR-TKIfE R RS iRYT  i097 240 A Ja #1797 3%
VEAR , RGUIH ST 5 A Bk 1k 21 5¢ 4 28 i, (H
156 5% B 1R s D s k%) B 500 e 22 25 B T BATEA
S8 A5 ST A RE 1] 9 BT (stereotactic ablative
radiotherapy, SABR) # 17 R L IEG YT . #F5E3R
B, SABR J5 £ 1) DCR 158 AR 22 i 00 ) hy
93.6% 1170.2% ,mPFS 4 34.3 4~ H ", 55 —TiiffiHl
XF R T BIAF5E 7, SBRT 2H mPFS ik 104 H , B3
i TARUEIR YT 0 15% BB B E A IO K
S TR S M 26 45 =2 9% TRAE ; 56 W98 P 44
A EGFR 2878 (8 B8 B8 AR s . eak, % &
#| EGFR-TKI £:34 )5 EGFR 2 L5875 i 3 b tH B
I HETE R (3% EGFR PACC AR TRAE 3K 25 ABE)
AT SABR B M R I AR YT, 45 R Bow |, 16 41
HE 14EPFS K 4 68.8%,m0S K 4334 H , HAK
A =3 94 SABR A OGS B30, TIE S22 R W A] A 4L
REAG g g a2 o XU

2% | fir ik, EGFR PACC % 78 B % NSCLC H
H R RIRI T I TEAN R A5 1, B £E X EGFR 4
AR SR NSCLC EHE #E7 , TR (SBRT %5 Jm)
BBIAYT T BOAE P 0 5k 2B I A T 2L A N A
1B, A 75 TF 08 L A e M F 9 LA BH A/ L7 EGFR
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