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(i ZE)EEAKETZ RN AR EH (epidermal growth factor receptor, EGFR) 3K 8l 3 [H 58 A% 1) A /1N 41 i Jili 9 8 %, 1)
EGFR #1157 (epidermal growth factor receptor inhibitors, EGFR-TKIs ) J& #r HE IR J7 8 20, (H AR A VE M 25 A nl b e . X F—4&
EGFR-TKIs i 25 ) A /N4 i it 9 (non—small cell lung cancer, NSCLC) f 4, H A BEA R HERIIAIT 2. IR IT G & XL
257 I N Bz A K R F (vascular endothelial growth factor, VEGE) I 5 AIE 7 R R T — @ B9 8. AR SGE I 2548
AN[EFRFPPESET 8 M 1 (programmed cell death 1,PD-1)/PD-1 B4 (PD-1 ligand , PD-TL.1) %228 &6 A #3310 1 5 75 EGFR 2875 1)
NSCLC B FBFFE IR  JFHTEE 4 EGFR 28728 (1 NSCLC &R 3 S I3 35 AR Y7 )7 2o
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Advances in immunotherapy in EGFR—mutated non—small cell lung cancer
Wei Kunchen',Wu Junfeng’, Tang Hao'
(1. Department of Respiratory and Critical Care Medicine , Shanghai Changzheng Hospital ;
2. Beijing Garrison District Haidian 40th Separation Cadre Retreat)

[Abstract] In patients with non—small cell lung cancer (NSCLC) with EGFR driver mutation, EGFR=TKIs is the standard treatment
but acquired resistance is inevitable. There is currently no standard treatment for first-line EGFR-TKIs—resistant NSCLC patients. Im-
munotherapy combined with platinum—containing double—drug chemotherapy and vascular endothelial growth factor inhibitors has
shown some efficacy. This paper reviews the research on different programmed cell death 1(PD-1)/PD-1 ligand (PD-L1) immune
checkpoint inhibitors in the treatment of NSCLC patients with EGFR mutation, and explores improved treatment modalities for NSCLC
patients with EGFR mutation.
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oo HAPAE/NI AT RS (non—small cell lung cancer ,NSCLC)
29 5 T It R AR Y 85% . XTI AL AL v AR /N A A
Jiti 68 £ 35, 9 [ [E 37 25 5 e AiE P 2% (national comprehensive
cancer network , NCCN) 55 45 B ¥ gt WU 17 % e A KA 7%
1R 1% 22 iR 4 1§ (epidermal growth factor receptor, EGFR) 3K 5
FERKE I, o 2 909% A9 EGFR 2848 H BLAE 4 19 4b 2 7 ik
2 (19del) , BL B 56 21 b 1 T 89 58 2 R - W & R 72 (o
(2118580)",  HFTEH X EGFR 3Kl BE [ ¥ 3 fz A= K K 52 14
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tors, EGFR-TKIs) & £ ] V2 i FH T I IR, AR TA% 48 & B
2467, EGFR-TKIs A B ELA W aff 14 80 o) 1 97 0, 25 1
VEFI /D e A5, , B 32 2 0 2 1T LB 8 24035 EGFR 3K Bl [H 5¢
7 NSCLC J35  FiUS "

{H55 — 1% EGFR-TKIs 7EIR YT 8~14 1 H G A 23 th 3
ARAF VT 25, 29 70% (¥ 58 38 PO BE AT 5k RS I B 2% 20
EGFR T790M %875 . % T4 — a5 — X EGFR-TKIs i/ 47
2R DL s B9 B, i e AR U A T R R R DU, B e
AT T790M 2848 BHPE 1 F8 %, AURA3 BF 5% /s B 45 55 e
A 2 A K ER A T 7 B A 72 I (overall survival, 0S) 5 26.8
AH o BRI, 5 HABRE AT 25— R A R IRTT 2 12
A G AT £ R A it 25, =40 EGFR-TKIs 32 2 if 2}
HLHIALFE C797S 2848 \KRAS 2878 MET ¥ \HER2 i i 5
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FREED, NCCNHE RS , A WA Je YR IT it 24 )5 AR TG i R
PR IERE T ELIAIT « W F IR M HE I A AR I I 5 55 |
A RER A B4 B Pk (41 ) 1E i 3R If I, 1] LA 4kt
BB JEIRTT + R IT s W T & Bk £ Kok alk e o)
WA 4 B PR YT X T B A B IR R AR U
N HEAT RS R PEAR T 25 ML) , E e T 05 0897 . Rt
I EGFR-TKIs T 25 PEATH SR S —4~ 18 A A ke 9 1 R [ R, 30
AR A Y2 K A A5 ) 77 (immune checkpoint inhibitors, ICIs)
PRI RS T JR 0 R (7 8 B2 4 R iR R
BET-%E 1 1 (programmed cell death 1,PD-1) J& H:BE A& 1(PD-
1 ligand, PD-L1), HHEIE 27 £ PD-1/PD-L1 1 il 57 4
FDA #it 7 1 9477 NSCLC. 20154E 3 H , nivolumab # 41t #E
FHF 5 B % NSCLC 9 — £k 97 , B J5 pembrolizumab #
atezolizumab YL HEE F T #4 A PE NSCLC ) —Z3R)7 .
HHm Ik, FDA 4t T 7 Fp &% PD-1/PD-L1 &2 1 5
PE R AT AL AN ) - 4 Fh PD-1 A4 F 3 Fh PD-L1 B4, AR
BaBEIRYT 77 IR B 3 K 58745 B A NSCLC SR % P LS 1 3%
HIT R, AR AL B 9] EGFR 3K Bl L IR 5845 1) NSCLC A 5 i
YT R AN B, ARSI PRI 56 26 BT X T EGFR 3K 2h 3k 5 28 48
[ NSCLC H 35, —&8 8 J1] ICTs To7k 14 5 EGFR-TKIs (575K o
SR, i 2666 PD-1/PD-L1 #0570 BE A 2 A X2 4k 7 | Ifi
& N B K I T (vascular endothelial growth factor, VEGF )31l
R IR R T —E Y7 R0, R, 1CTs 75 B )
EGFR 9K 5l £ K 2 48 1Y) NSCLC £8 3 r 109 137 JH -5 11 A 1 6 1k

ST AT 208 , A BELRE I R T AR AN 4 it
%[jsﬁbO

1 #EF LB H(Nivolumab)

2l 5 A e BT L IR PD-1 Y 4 AR AL TG4 B0 et
A, AR AL A58 1 5 PD-1 52 4454 M i BT PD-1 5
PD-L1.PD-L2 {5 538 % , AT A Bz PD—1 38 A5 1) G 038
T LA 3 — 2B R A PR R S T A G 2015 4F 3
H 4 H , FDAHUAEM AR AL BLHUIAYT IEFE o 57 4028
Shy B Bl Ak 9SS ATh 2E R 1 SR S 655 TR A Il /0N 20 A g
CheckMate 078 BF 7% J2& B A~ LA ELCEE A 32 11 PD—1 341 541
TEARYT IR NSCLC Y T 22 Hhes | BEHLXT FR I PR AT 72
I FEUE S AN R T BT A AT IS 2 R 4 B 91 JC EGFR/IR]
AR P I 98 J4 T (anaplastic lymphoma kinase , ALK) %€ 2% f§
NSCLC £ # i [RI R 3R 25 , 56 F ML HUIF 5% 25 58 CFDA (China
Food and Drug Administration , CFDA) #L#EZN 2 AL Hpr e
[ LT T 0 NSCLC Z2R3A 97, h IR S — 4~ LT i
FIEIRIT LY

SRIMXTF 7775 EGFR 8K 3 3L [H 2848 1 NSCLC 2B 3%, 4k
I Je P xt T EGFR ARS8 A5 11 /N 200 il s 1 10 3R

RITH S FR . CheckMate057 BIFFY 1 Y44 EGFR 3K 5l 3t Al
SRR BRI ABFFTBAS , B8R R OS, IR L S R b
h R WS 7 R (objective response rate, ORR) . JC 1 Ji& £E 17 1Y)
(progression—free survival, PFS) | ¥ &£ 2% fi B [8] (duration of
response , DOR) | PR 455 1 22 (disease control rate, DCR) 1%
MEEN S . 7E CheckMate057 IR 56 (14 2.2 v, EGFR 75 [
PR N L 15% 200 4L AT B, 90 OR 0 SR p B 26T
7 RO AR T £ 7 M 38 (HR=1.18, 95%C1=0.69~2.0)"'.
1M CheckMate012 2 5 /2 — I PT-Ak 4 R 0 BT L 24 s A
HoAbYT A 28 PRI 2 PR 9T . I PRI BG4 1 i on
AN ERIE ST 2 BRI A4S T EGFR BF AR B R 3%,
EGFR 2 78 BH P (%) 28 & i 44 o ) 0 3 bt i 97 50K 22
(ORR:14% vs. 30%; mPFS: 1.8 1~ H vs. 8.8~ H ; m0S:18.8
A H vs. RIREN) 5 [ REAE 9 2R JE BT A EGFR-TKIs DA
F AT P BA AT PRALBAF h , EGFR 278 BH M B4 £
BHIT W ZET EGFR B A B SR 3% AR sl L BBk &
ipilimumab BAZI H , EGFR 2825 £ 5 % ORR T LA B %
(ORR:50% vs. ORR 41)", 5 it [E] ], CheckMate722 J&—
TR X — 2k EGFR-TKIs ¥6 7 25 Ui T790M B 44 NSCLC i
I PR ST, A 508 B3y 3 41, 43 30 Sy A R e Bt
A fbIr 4L, iR L BB ipilimumab 41 K &AL 25 1k
STl B BRI R IR BT, B BRI T I A T Ik
HRPERIT IR AR AT ML FAE 5 4k)T . 5 BoR, 78
294 42 3 EGFR-TKIs J& 7 #F J& ) EGFR P44 NSCLC i 3%
mh AR RO G 5 5 T 2 BN R SR 1 Ay T % L B
ali b7 A fig 3 WG TP AL 0S, A E R T SR A 1T 41 A
BT ARy A0 PFS 3508 5.6 ™ H vs 5.4 H  HR=0.75
(95%C1=0.56~1.00; P=0.053) . 7E EGFR % WU AL 3%
(269/294) W24 b, PFS K W42 8 i E M2 7  (HEH —
E R (5.6 ™ H vs 5.4 H , HR=0.72;95%C1=0.54~
0.97)™, [FIFE WIOGSSISL AF 58 % He B 25 9 sl R e s bt 5
IR TIATT EGFR-TKIs i 25 (B . S ibyr e
B4 B H T O AR A VR AT JC P 0 SR A 77 3 50 3 5.6
A H M 14% , 30T 0 A JC BT Y 1.7 > H F19.6%!",
VL AR UER , g sORE ST 525167 EGFR UK Bl 5L A BH M
I NSCLC 3, IR REAS ARAT B S 19 1 A7 3k 2%, BB AT ok
H CTLA4 SR FE— 2 R EE L AR R A7 AR AR (R 1)

2 MAEFIERE T (pembrolizumab )

My 125 ) B BT — b AT 5 PD—1 32 AR 45 4 i B sE B BT
TR T 2015 44 55 R £ 24 i B A LR A ofe E S5 [ I
7, 76 NCCN 48 5 1, WA R 2k 50 O 946 78 172 M IR 0T
NSCLC 1y —£ 677", KEYNOTE-024 2 4 — >4 i# 16 3b]
NSCLC —£R A PEIRTT S AFIT AL B ST , A 2k spbi 2
BE AR R 26,34 A (95%C1=18.3~40.41H ) ,5
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A0S %2 31.9%, Hb 97 41 [ 35 9 7 0S 2 134 4~ A
(95%C1=9.4~18.3 1 A ), 5 4F 0S H N 16.3% , W1 1| Bk # 4t
4B 0S LAk yT Al A T W 5 o (HR=0.62, 95%Cl=
0.48~0.81) , (%3 50 49 A AN BEALALEE PD-L1 TPS>50%, H.
EGFR 2875 Ko ALK Kk P FHE (1 £ 35 76 A2 I 47 LAHERR!
TERHB 53 RO T M 53 BT 45 51 s, M iR 2k B T 18 2
HZRTT 2GR HARIGYT O X, 1E EGFR 3R 3 BE R 52 748
PR 9 NSCLC B AR #ASFIAR , 7 KEYNOTE-001 721
Sy, 26 £ HEE 1232 EGFR LM IA 7 245 )5 , PR 8 A by
TR BR BLGTIRTT , A BCRAL N 4% , 1AL TE HE 58 A= A7 300 R
56 d, {7 0S4 120 d™, KEYNOTE-021 2 ¥FAf i 12 1] 2k
B A JE i B 2 5 7 3E % )2 (EGFR-TKIS) fF A B 11

EGFR 275 E /Nt B i 552 2 — 2R IR 97 974K, I b E BA S
YN 12 5] R AR SZ IR BR PR BT A TEIR B R IR YT R
LA AL AZ 5 F BAB AN A 7 (611482 52 Wi R BR BT At AR
JEIRIT IR E T 3~ 4 B R R I R AEFR Tk 71.4% , T30
57.1% (14 58 H K AN 2 5 S BA A 3L 19 f51] 5855 19 ORR
41.7%. HAEDFH G, 2Lgh A 10 4] EGFR 3K 2 3 [H 58
75 BHPE 4 NSCLC 8 35 #2232 A PR Bk A6 45 ipilimumab 6
7, WAH 118 E RIS B R (£ 2) .

3 E&FIAEH(durvalumab)

Durvalumab f&— B #1825 A1 0 AR 1gG1 #vg

F1 HRALBHRBEXIGERIRGE RARLER

I AR 5339 LT SR SEEAESLY| 4hI i;
CheckMate012 1 ICIs Ba2h 7 Bl w /RN ORR:EGFRwt(30%)VS EGFRm(14%) [10]
PFS:EGFRwt(6.6 m) VS EGFRm(1.8 m)
0S:EGFRwt(NR) VS EGFRm(18.8 m)
1 ICIsHEA S I (b7 6 RFIC PTG ORR:EGFRwt(47%)VS EGFRm(17%)
W ALST PFS EGFRwt(7.5 m)VS EGFRm (4.8 m)
0S:EGFRwt(24.5 m) VS EGFRm(20.5 m)
1 ICIsHEA CTLA4 M5 8 ELiw I/ (S0 < PN ORR 50%
PR
3 ICIs e 4 EGFR-TKI 21 EuTEw /o 870 RS ORR 15%
&e PFS5.1m
0S:18.7 m
CheckMate057 3 ICIs #1245 82 YR AT ORR 11% [9]
PFS HR 1.46(0.90~2.37)
0S HR 1.18(0.69~2.00)
CheckMate722 ICTs B ELiw P/ (S0 S Bl PFS:EGFRwt(5. 6m)VS EGFRm(5.4 m) [11]
EHI ST W7
WJOG8515L 2 ICTs B2} B w /RN ORR:9.6% [12]
PFS:1.7m
0S:5.6m
F2 mMENRBRAXERXIEEATER
2%
I AR 533 VT i 19 £ RITY 4 S
KEYNOTEO001 1 ICIs #1245 7 WA 2k F e ORR:4% [14]
PFS:1.86m
0S:EGFRwt(11.9 m)
vs EGFRm(6 m)
KEYNOTE021 12 ICIs A 6 W AR BR BB AT ORR EGFRwt(30%) vs EGFRm(10%) [15]
CTLA4 5 ENCEE
KEYNOTEO21(BA  1/2 ICIs 4 8 WA R SLBTIR A JE i ORR Erlotinib 41.7%, gefitinib 14.3% [16]
HIEFIF) EGFR TKI e PFS: Erlotinib19.5, gefitinib 1.4
0OS: Erlotinib NR, Gefitinib 13.0
KEYNOTE010 2/3 ICTs 5.2 86 AT 2R F e PFS HR 1.79(0.94~3.42) ;0S: HR 0.88(0.45~1.70)  [17]
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BT, /R AL A 38 21 BHLIKF PD-L1 5 PD-1 il CD8O iy 45
A MR B B T A0 A 5 R AT A = I ) 4 0 S R A AR
o 20184F2 1, FDA T PACIFIC BF5¢ b v He At bt
HFRIT TR AT B80T 5 9 1 A2 i 04 TR /N0
JfLti9E £ 2, H NCCN F8 e 4  (ff FH B2 (R A St 4 4 9R 07
Er RS UE [R5 O TT 5 B2 998 A 1 8 1) Jay s g 9 S mT DI B3k 114
MBI NSCLC 5", Huy, xR E AT T T8
IT I FA ST BT RRRIE AR A T NSCLC 45 .
PACIFICHIFE(NCTO02125461) /2 1 35 3 W58, ¥4l 1 B A
T BB A 7 T 22 R AT T ) A5 Ak 7 R R B e
R AR AT H) 5% THB) NSCLC B8 B PRI 2. TF5E 45 5 10
7~ EGFR 3K 2)) & [F 96 4% BA % £ 55 (PD BLAE T2 1 HR 4 0.76,
95%C1=0.35~1.64)# 4T EGFR HR 3h 5 [K B £ 1 g6 2 (PD =k
T EY HR 4 0.47,95%C1=0.36~0.60) I A 345 B 2L 77
A, AE20214E 1 H 18 H , Corinne 4% %15 JTO Z= ik k&
T PACIFIC 3K 4 4F A= 47 09 0 5o . B0 808 o -
EGFR 3% 2fy 4 X 58 45 FA % £ 35 (PFS B HR 4 0.84, 95%Cl=
0.40~1.75) #H#% F EGFR 3K 3h 3 [H %7 2= 71 58 2 (PFS HR
0.51,95%CI1=0.40~0.65 T F- U H- A AR 15 B 8 A= A7 4R 25120

ATLANTIC 2 56 2 55 — 4~ 56 1 B0 8 4 75 s 410 461 351 7
EGFR R s 2 M 2828 A NSCLC B & Ty 2L AT EPERF AT, 1%
WFFPREAE $32 A7 S [T T S MY 444 (53 NSCLC i
IR PD-L1 253K 15 0 A ALK/EGFR 28 A8 4R 25 ik — 25 43
JE53HT, BB — | % T EGFR+/ALK+ R 3% , PD-L1>25%
FmOS H133 M H 124 A 0S %K 53.3%,24 ™ H 08 %h
40.7%; PD-L1<25% £ % m0S K 9.9 H , 12 H 0S Ehy
40.4%,24 N H 0S T N 14.7%. BANF] - , XF F EGFR-/
ALK-f8# ,PD-L1>25% £ mOS N 10.91H , 124 H 0S R
K 47.8%,24 4 H 0S % H 24.2% ; PD-L1<25% 3% mOS H
931,124 H 0S £ 34.5%,24 41 H 0S % 18.1%., BA
51| =, % T EGFR-/ALK- . PD-L1>90% £ % , mOS 2} 13.2
AH L1290 H 0S %4 51.8%,24 4 H 0S %4 39.1%., HILE
RS EGFR/ALK RS AN, PD-L1 #3548 5 (PD-L1>25%
HPD-L1290% ) Y 34 OS b PD-L1<25% K . [F#f,PD-
L1 26K 8 w3, J0I8 EGFR/ALKCIRZS 4nfey , H 1240~ H Al
244 F OSF TP,

TATTON 3 56 3% 4l 5 & R G B U Bk & W & B e

(AZD9291)i4 77 EGFR FHE NSCLC iyy7 50, A 23 |28
EGFR-TKIs {57 J 11 10134 1) 5 35 4% 52 B 7 B Je 80 mg/ H
162 R T A4 3 mg/kg B 10 me/kg VAT , FEIG A 7
KAF B, H 1001436 B FH 2 3 me/keg i, Hogx 24
(13 B 2830 B 11 BI0T36R ) B232 10 mglkg. £29A 1Y ORR
2} 67% (T7T90M FHE) K 21% (T790M (1) , #13A 4 ORR
NT0%. BIRERCFRIEARES ABLRMEIEATRASRM . AH
BAEA 34% (1361 H B Tk 26 (ILD) , Hevh 5 454 =3 24
ILD, K43 ILD BB & &8 H M FE el 4525 . ILD &A= 7
R E RIRYT IR 69 do 5 B EIZ5 AR R )W, TATTON 5T 1)
ARl . ST 55 — MU0 AR AL B e &
A B JE 5 (CAURAL) BBk 45 1R, dy ol DU B AR %
PR AE T /AR SR T B4R 1 IR 5E 5 EGFR-TKIs If
I7 A /NI 0 A e 0 AN T A 5 AR SR I I R S5 R L I8
TR ST (2 3) .

4 BB F KB P (Atezolizumab)

Atezolizumab & — Flh &1 X PD-L1 B 26 £ A IR AL 85
B 1eG1 HUiR, 454 TA1M |9 PD-L1. IgG1 [R5 i4
AT ik 2 AR IS 20 R A S B AT 2 1 (ADCC) 5 R AR
AR 40 B B4 (CDC) o 7 HH NK 40 LA 51 ADCC 7,
G 32 3500 40 L 22 T 1Y) Fey Z 7R (FeyR) 5 mAb 1) Fe 3843 45
BT mAb XS RN ES A e il & AN AN S A Al
i 2 i (0 ‘L 2% RATURE R ) (1) 4300 , AN TR SR REL AT, ]
B BB S RS FDA T T — 2k ik 1 7
4% NSCLC & 19 PD-L1 436571

POPLAR 22— 3k 22ty FFHbR%E BEHLT 2 1]
I R , 122 S 90 PEAG T B2 R BR S BT AR AL T 2 i A 3%,
THRIT G K M R TR B AL M NSCLC 1Y S8 38 Y7 A%
gz axth . WFFT SR R PR R 2R PTGE T T AT NSCLC
HF 1 0S (HR=0.73, 95%C1=0.53~0.99, P=0.04) . #K T , %}
T EHA EGFR UK HE H 548 FHME ) /R 35 OS I A s (5 2
PE M ZEAA H , EGFR %f £ 8 7h OS 1Y HR 7 0.70, 1 EGFR 9878
A 0.99)), H L, TG A& PD-L1 #3882 PD—1 #p i,
T ZIRYT ECFRm 1 B B R BRI W A Ak 25 . [FIRE
OAK iR 5 44 A T 85 fil EGFR-TKIs A J7 J7 EGFR %8 7% (1)

#3 E&KALBMEXERAEEARER

[ SN o g ] SR S AR RITY % i;
PACIFIC 3 ICIs 512% 43 FEARAIE St 0S HR 0.76(0.35~1.64) [19]
ORR:3.6% for PD-L1<25%,12.2% for PD-L1>25%
ATLANTIC 2 ICIs .24 102 JEARAIC AT PFS 1.9 [21]
08:9.9 for PD-L1 <25%,13.3 for PD-11>25%
TATTON Ib  ICIsE¢AEGFRTKI 23 FERRADIC R G WAEE ORR 43% [22]

CAURAL 3 ICIs & EGFR TKI 14

JERAIE ST A e

ORR 64% [23]
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NSCLC H 3, i 78 45 5 & BB R Bk BT 240 1 = 47 OS i 2%
T L IEH (1054 A vs. 16,24 H ), [AEEAE IMpower130
G A ALIT B AR 86 P, EGFR 41t e = PFS Fi1 0S (1)
4k (0S,14.4 vs. 10 H , KUK L [HR]=0.98;; PFS, 7.0 vs.6.0
N H L HR=0.75)",

11 IMPOWER 150 J2 55—~ G2 Ko a5 il 3R 45 2298 19
EGFR 2275 8 3 b W /n A8 3K 35 M BEAIL T A I PRI . ik
B EA T BT R R BB A DR BHT RIS 17 Ak . AT
ZZ AT 1 5B B BRI 43 Ay B A R B BB I 6 DL AR BRI
AR FEE (ABCP) 4H | atezolizimab BE & 40 5 4 4215
(ACP)ZH 5 DU ARt iR 41 B 5 1282 (BCP) 4 . % T EGFR
758 /1 ¥ (n=123) , ABCP, ACP H1 BCP 41 1Y /P {57 OS 43 51k
26.1.21.4F120.340H . 5BCPAHLIL, ABCP 2 &% T %
B H 437 PFS (10.2 4~ A vs. 7.1 4~ A 5 HR=0.56; 95%C1=0.34~
0.91). ABCP 41/ ORR 15 N FE 22 AT [A] (DOR) /& + BCP
21 (ORR,73.5% %} 40.9% ;*F- ¥ DOR, 11.1 % 4741 H ). X T
EGFR 228 U8 23, 5 BCP A L, ABCP Y PFS % 35 0 3%
(1034~ H vs. 6.1 4~ H , HR=0.38; 95%C1=0.21~0.68)?", f
AR T o a8 I IE AR #5231 TKIVARYY 1Y EGFRm &
H, ABCP 1Y OS i E B & W (ACP 5 %8 27.8 4 A L Tii
ACP TR 1494 H ,BCP 5 % 18.1 I H ) {H EGFR 45 1 %
Fp BT R R BB IR DR AR 3~4 9 52N 4 A 2K 64%
7 G028 BR.24 R 2 L K A 2R A LA A AR 58 3 o 10% A2 4
[ L X F X} PD-1.1 TPS ik KT 50% M B & , 75 78 /0 P74k
LA AR 25 R AE RS AR E A b e . RIS 45 64
AEIRED) A EMARTRIT I E Y (R 4) .

5 BEFEPD-1/PD-L1 BE#E SNEF

5.1 4ZidA) £ 37 (Sintilimab)
{53t A BB —Fl NS BR B 1 G4 (1gG4) B va et

M VEHIBLE A 5 T A0 8 i R PSR T 32 4k 1(PD-
1) ZAREES BT H: 5 PD-L1 A1 PD-L2 Z [A] (A ELAEH , it
T BELIT PD— 138 B3 B S 2 M SOy o 20214E 6 H 3 HL
R 24 it W A5 B0 1 = o £ 2ok ) BB I 6 % 3 il ZE R0 4
FAITIE T EGFR A ALK M1 AR 0] AR VIR AY R0 i 10
RS PEARRIR NSCLC B3 1Y —ZRIATT 8 I IE
ORIENT-31 WF5T 76 i [E 52 0 ik 47, 98 A SE 1% 18~
75 JE % 1) JR 0 sl e B M A /0 A o A A AR R
EGFR US54 H A — /58 — AU 1) 25 Wy Tiif 24 )5 T790M %€
A5 B B = AR 1) 25T 24, 9 AR EB R UME 4 (East-
ern Cooperative Oncology Group, ECOG) ¥F-43 0-1 43, 4 i
SrEB AL 10% AR ISR A R 32 S VR T Y AR
HHER A . FR A ADPRER B R 1 1 1 A Ei oA
PUZGIR & - {5l A Bt IBI305 (VEGF I ) (1 56 i 28 it
B = 2550 (fF R BT + 55 56 il 28+ 40 sl 82
(K35 ZE+ITAT) | WF 5% 56 11 51 B 6 R RS HEA T 00 2
T TR L R ST P 28 A ST 1 PES, IR B S 4N
JWFSE AL G PFS, 0S \ORR ZE A58 45 5 . M 20194E 7 H
32021 4E 7 J, 23t 936 (il £ 5 B2 32 0 2, 444 4 8 5 B AL
b, g =25 RN 255565 43 AT 148 4] 145 A 151 il i
o AR AL, AR R] 9.8 1 H | U ZG A LRI ZY
A 220 ST 50% F167% 1) /8 B PFS 44, i 4 s
PFS N 6.9 H M 4.34 H ,HR=0.46,P<0.000 1,61 A (1) PFS
AT h 59% F130%; 12 4 A PFS 245 51 2 28% H1 12%.
AN T I A BLRS M ) RB , RFE AN  B 1) JB A, 35T LA I
AIRIT PR RS TR AR A R B, 9T PEAS 1 PFS 43
W 6.9 H #5040 H , HR=0.53,P<0.000 1. 4> Hi %L
P n , P2GHA 5 = 2B G A H AR ES BTT R o BTl 7
HR=0.726, 95%C1=0.528~0.998 . U 2} It & il X 24 Ik & 1
ORR 43314 44% F1125% , DCR 433} 83% 11 72% , 1 {3 Z 1)
n B[R] 43508 1.4~ A AN 1S A H o H 7 DOR 4351 4

x4 MEMNHRBREXGERLEEARER

677 SRV s o ] SR S 14 BIT Y R f’i;
IMpower150 3 TCIs 6 & & 44 X 25 fLI7 Bk 124 i 5 ) ke BRI A DR PR ORR:70.6% for ABCP, [28]
P L 254 A REIAIE A28 (ABCP) 35.6% for ACP,41.9% for BCP
PFS 0.2 for ABCP,6.1 for BCP
HR 0.38(0.21-0.68)
OS NR for ABCP, 17.5 for BCP
POPLAR 2 ICIs#hzh 19 B R B LT 0S HR:0.99 in EGFRm vs 0.70 in  [25]
EGFRwt with A vs D
0AK 3 ICIs#zy 85 BT A 2R BT 0S:10.5 in EGFRm, [26]
16.2 in EGFRwt;
IMpower 130 3 ICIsIEA & 4A M2 1LT7 NA o5 ) ke BT IR A IR A R 22 PFS:7.0 vs. 6.0 [26]
A HR,0.75

0S:14.4 vs. 10,HR=0.98;




BERERKFZR 2023 £55 48 5 11 #5 (Journal of Chongging Medical University 2023.Vol.48 No.11 )

— 1287 —

83 A M 7.0 H W E WAL 1) ORR 43 31°h 45% F124%,
DCR 43514 85% F175% ., Hfsi 22 M iy B fE] 25k 1.5 4~ B0,
ORITENT-31 fff 33 /2 55 — i 4 EGFR ifit 25 i i 35 b A7
B REBLIT BRAIFST , SIESE T HL LA AR iR G B A Ah I 7 R LA
Y BRE T ORI N B3RS . R E BT Impower—150 57
" EGFR 2875 3 1Y W4 A Hr & 2%, 63k — W4, 58 il 485
i EGFR 2848 (1 B8, 4552 DUAR IR BB I A R ) B Bt K
TR AT B AR R AR AR AR o I DAC T 9% S 96 25 i
52T VEGF FIGBe i A S 77 26 EGFR 28 48 (1 il g 18
o B U [RIVE T RR A A SR S, % VEGE A BELWr 7T 48
15 EGFR 2848 B 5 1730
5.2 g Toripalimab )

Toripalimab J& & EHEE [T A& 4~ E)77 LA PD-1 4 #ES
BISASTZGY) . CT18 JE—I00 T IR G PERF 7% , VAL 1 5
FI SFIE A A A 325 467 3 EGFR-TKIs i 25 H.JC T790M %€
AF ) EGFR 5848 U5 IR RYTRCRN &2 2 PERY, WFFE 4 A 18~75
% BEAE 52 —48 EGFR-TKIs 377 . o4k % P EGFR T790M
GRAR 25 20 B S RN/ A0 A4 0 12 1 B ] EGFR fiUsk 28 A8
NSCLC /& , H &2 /AELE 1A AL, ECOG P43k 0 5
143 o IRY7 I S8 0 Fm i A BAPT (240 mg 5% 360 mg, Q3W ) Ik
AR FEMEANAT &L 6 N M GE SN, 2 a2 4
i P BBLI G 1 26 M ZE e R iR 7 (b)), L BB it e
SUNBET 37 A BE 1 . EZWFSE SN ORR, KB AT 5T 1 A
Atk B TE T 2R (DCR) \PFS #1 0S,

WP E5 R R TE 2018 4 4 H 2 2019 4F 3 H , 40 A 40
B3/ % EGFR USR5 48 NSCLC, Lok 8 3% i 52.5%,
PLAEWS R 57.5 % « 57.5% W) B H fE7E EGFR A1 2. F 19 it 2k
G5 42 5% I HHAEE EGFR M1 211.858R 978 . ECOG
PEA 0 1. #E 2020 4F 10 A 22 H , 7 ITT (Intention—to—
treat, 7 [AJA Y7 ) AFEA, 7 BV I [ 10.54~ F L ORR
50.0%, DCR 24 87.5%, 90.0% (36/40) 4 i & Mhigd 45 /1N, b fir
DOR 4 7.0 H 5 5340, 34 29 19 £ 3% 58 W75 SR TT 12 2 A 4F
HAIGYT . ORR 2 69.0% H 4 PFS Jg 7.0 H , H {2 0S Ky 23.5
AH o WAL R WoR , #5H7 EGFR 19Del Al EGFR L858R
19 ORR 20 % °h 58.5% F1143.5%, ¥4 EGFR 1.858R i
B H A PFS(7.6 4 H vs. 5.4 4 H , P=0.639) 1 0S(23.5 4~ H
vs. 18.01H , P=0.164) A FERK e, TR B TR
A% 7% R ARSI 2 . CTIB TSR JRIL T Pl &
167 7E EGFR-TKIs 87397 1 EGFR 2878 A B o R 47 (% 1 i
53 HFH 2k £ (Tislelizumab)

Tislelizumab 5&—Fh 47 PD-1 B TLREPUA , FHPUIR RS TCRL
Fe ¥4y 47 TR, Dhi/MES B EAT AR 1 FeyR 19 45
B DTV 55 B0 A AR 4 7 A LT 440 6 3 I B A e
PD-1 VAT B TEMM 251k . 20214F 6 A 22 H , B 5 FI Bk B i

TE AT [ 5 2 T W A8 S Rt o, 6 B S i ZE 2t Ae
57 T EGFR 3 K 22 A8 B Al ALK B34 AR AT AR Y1 BRAY &)
TR B AL AR BRI NSCLC B9 — 28389717

BGB-A317-2001-1IT WIS R R T & 5 M Bk BT BE G 1L
7 DURER BPTIRYT £ ECFR fiUE%2e2E H R 1E EGFR-TKIs If
57 2R U Al B /) 200 B Tt s R R T R S e A R it
GEM BTN VAR T A AE 3R . IR ELH 50 ORR.
DCR . 0S V2 AP, I XY 7 3 000 M A= M i W AT ER R
Mro WFoTEsR Bos = 20224E 6 H 30 B, #0F 58 S A7 B
[H] 28 8.2~ ,23.2% W B H U5V o o 62 491 i 3 ik
ANITRL BT e, Wi PFS 28 7.6 (95%C1=6.4~9.8) 1~ A , i
4 ORR 2 56.5% (95%C1=43.3~69.0) , L7 B 1 9 7 iR 40
Il 25 Y AR AR o 2 A A B8l s, S ie R AR 32 1Y)
EGFR-TKIs {7 (197 % .EGFR (2245 W7 1, 34 7R B A1
AIEVE . OSEUE M AR, B R KA F B, moS K ik
), 14E 0S N 74.5% (95%CL, 56.5%~86.0%) . 3~4 %%
TRAE % 4 %} 39.19% (27/69) , %4 5 % AE K&, # I
TRAE N {LJ7 HHC AE; SAE & 42 %l 18.8%, 167 #H & SAE
KRN 15.9%;27.5%(19/69) Y .3 KA T irAE X 5 6
FH(7.2%) kAT 3~49LirAE.

5.4  F 54 2k #3 (Camrelizumab)

Camrelizumab J&—FF A T4k PD-1 B g FEdiiA , il 5 A
PD-1 52 {R 454 3 BHL Wt PD-1/PD-L1 3 % , 1% 52 AL A 4 i
YR GRE ), TR BURHE S e iy B Atk . SHR-1210- 11 -202
ST Z i b/ 1T R TF R 058, A T R B A 2k e
106 G Ak o7 156 G BT B JE R 9T fF EGFR Uk € 8 H BE 18
EGFR-TKIs V& 77 & i =l 11 /N 200 Bt i s 5825 0907 5 I %2
4Pk AT E A S & ORR, I XA [ EGFR 228 25 Al (1)
B AT T R AR MR R 0,

WS4 R B8 2017 4 11 A 2 20194E 1 A, 3£ 40 )
EGFR 2278 FHM: A9 NSCLC 2.3 ( T b I3 4, T 81 37 ) g A
WF9E. #ZE 20194F 12 A 15 H , AL Bl Ui i [E 4 10.8 4~ A
(FEF K 0.50~18.6) « £ FT A 40 i f &, 22 4 (55.0%)
EGFR 1954 8 782k (19del) , 1451 (35.0% )EGFR 215 4k
17 L858R 28745, 315 (7.5% ) EGFR 204 A (20ins) . 4> A
PEEI ORR 4 20.0%(8/40,95%C1:9.19%~35.6%) , Bhi 45l
(DCR) 4 62.5%(25/40,95%C1:45.8%~77.3%) ., P15 fif 5
SEIF AR L F (95%C1:3.5~NR) , H s TG ik A 4730 (mPFS)
HF324H(95%C1: 1.5~6.441 ), BATFHIARRS] . WA
M i 7% , EGFR 20ins (n=3) o, EGFR L858R (n=14) H & Y
ORR T EGFR 19del(n=22) 834 (33.3% vs. 21.4% vs. 13.6%,
P=0.65) . [AlI#, 5 EGFR 19 £ /K 8 & #l i, EGFR20ins 5%
L858R FH 1 mPFS L (8.3 H vs. 5.4 H vs. 2.8 H , P=
0.94) . Z W5 s i #£ EGFR20ins 1, L858R 7€ 45 Wi ! [
NSCLC 3 1, Camrelizumab -4 B A 2 fE A5 LS — 22 (1)
IR S),
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P
I AR 55 San. i SRR g 4K BT % jc§
ORIENT-31 3 ICIsHRG AR Zifbyr AP g 444 fF it R B BT +IBI30S+ KE 38 PFS 6.9 [30]
25 iy ZE -+ 5140
CT18 2 ICIs 2y ST sy 40 kR R BRBT I A A A ORR 50.0%, [31]
i dhg DCR 87.5%
H1{i2 DOR 7.0
BGB-A317-2001-1T 2 ICIs A S AT 2 kT 6 A B am 45 85  BHRAIERHAPLE AT (U PFS 7.6 [33]
25 fREk T ORR 56.5%
SHR-1210- 1 -202 I/ ICTs Bk A & 4GP B A buim s 40 < it 1] Bk BT 6 B Ab 7 B ORR }120.0% [34]
) A e e DCR 62.5%
mPFS 3.2
0S Kik%|
925938.

6 B 2

A RALE T ITAE SR PD-1/PD-L1 Ho 35 46 25 5 30 41 50 1
T4 97 EGFR 28748 NSCLC Ay M58 ¥ ' . B4R PD-1/PD-L1
0850 750 7 9K 5 KL R 2 A8 B £ NSCLC Hh 3845 T — 2 Bl B
FEE, (HEXTF EGFR 278 [ NSCLC B F W B iR 7 7 5
fE. B AT E PSS R E RS HERE PD-1/PD-L1 411 i 51 iz H
T EGFR 2878 i) NSCLC B # . {H 2 3L F PD-1/PD-L1 il
TR S8 16 97 0 A T BB I A A AR 2 0 A4 3 7 AR X I 7
TR IR v, B AR o0 642t 0 1) 235 SR ol S ey, EL 4% 252514
SRSy W R Ui s B S = (E DG i i1 - e (L T i A
iz o AN, Z2HRG HTRTT AL T A 237 A T A2 KU
JZ % T EGFR 28748 (1 NSCLC [ % , PD-1/PD-L1 9% i 25
SR BRI RICR B e A s — R R
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