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[ Abstract ] Lung cancer is the most lethal malignancy around the world and non-small cell lung cancer (NSCLC) ac-
counts for 80% of all cases. Most of the NSCLC patients has “driver gene mutations” and targeted therapy achieved a relatively
good efficacy, but some patients progressed or relapsed after treatment. Previous studies demonstrated that immune checkpoint
inhibitor could improve the prognosis of advanced-stage NSCLC and prolong the survival time. However, the efficacy of im-
mune therapy varies in NSCLC patients with different immune and molecular features. The efficacy of immune therapy was

controversial in NSCLC patients with driver gene mutation. The present review will summarize the immune characteristics of

NSCLC patients with driver mutation and the directions of immunotherapy for patients with driver mutation.
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WINSCLCHE HYAEAF, SRIM, L Z920%HINSCLCEHHEMN
ZIRIT AR AR HET, SKShREA A PENS CLCH & REA M
FPEIRIT AR £ 2 U R 2 — . NSCLCH UK Bl & [A]
5P PEAIIESET B 1 (programmed cell death protein 1,
PD-1) /FEF A AET LA (programmed cell death ligand
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1.1 EGFREZESPD-LIKIKIMLR EGFRE LA KH
¥ (epidermal growth factor, EGF) i34 ffs 5% 5
() 3Z 1A . NSCLCHHEGFRIE % 1] LIJ#% PD-L11 £ ik,
TENSCLCHIMIH, B4 JINEGERAY 34 B 16 PE 1T LSS T iE
(4 AF DG 38 B, I 0 34 JioRd i & A= . EGFRATH & MAPK/
p-ERK1/2, ePI3K/Akt/mTORFIIL-6/JAK/STATI i K52
e e e A i Jre ) iR 3R W], EGF RO % Al o 4
p-ERK1/2p-c-Jun 5 5-HlR AL i Mg 40 PD-1H1PD-L11)
Fak, BN I G g itk , A€ I i Rd & g o Azuma
LT 164" NSCLC R H AT AL Wn A 47 Sz 411k 53
Mr, 4558 WK, EGFREASSHLIPD-L1m £ 35 B &M,
EGFRZEEZZ & PD-LIE A FRIB M) — Al 7 R WL,
FENSCLCHY, EGFRZEZZ ML) FIHPD-L1HZRIA
1.2 PRI AE EGFREZAENSCLCHE T2 76—
B PERFFE S, PD- 14 7EPD-L1 15 & Ik EGFRIE
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A PD-L1m 2RIk W B ETEIEZ PD -1 I FA 7 5 % W 22
fift % (objective response rate, ORR) 2429.4%, i, B AAF
1 (overall survival, OS) i5%]26.4H, {H2&, &R IRIAR
W LH T 45 R R, PR iy TEGFREEZENSCLC
FIRCE I AR . CheckMate012F 7516 i 7, gk A0
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B [ Tk B A A7 (median progression-free survival,
mPFS) : 8.8 vs 1.8 ; i B AL (median overall
survival, mOS) : Ak %] vs 18.81 ], FEKEYNOTE-001
(R RIEFE Iy, (S FHBE PR R ERHT (K25) 177726 IEGFR
Fi% 2 TR PR 175 (tyrosine kinase inhibitor, TKI) i 241
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A AT X B 3 35 PR BH M £ i e SR T (R,
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(A) ACP: P FIZR AP+ RN+ 5421%; (B) BCPAL:
DURIR BT+ R+ 54215 (C) ABCPAL: BRI Bk i+
DURER BB+ R+ A2 TEAEA EGFRE B,
ABCPA I OSH i = FBCPA (29.41H vs 18.17H,
HR=0.6) o 7E—IIHHIG K EE0, 4041 EGFREEAL
NSCLCHEH 7 B [l 25 i 25 2 I, 45252 PR BR B I
A DR ER AT . K5 5% i Z R AR30 T 0 15 i R 1k 2]
100%, HHHImPESN9.4 1, 14E0SZEHN72.5%, mOSiH
Ak F, PEEIETTHE A EGFRIL A 254 ENSCLCHYIAT AR
FHIRA 3B . TATTONPEAL TPD-L1# i Durvalumabik
A R AR e AE EGFRAEZENSCLCH Fh A5 SR 09, 45 3 b
R, TRIFAHEE (116]) FIORRA70%; i 7E23 0 TKIZ
TANSCLCHEE 1, T790MPH M 248 [ # [ ORRIA F67% ,
MT790M A% A8 B IORRIU A 21% , — IR bR%s . £
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like 4, EML4) -ALKFAYER bR 4 AL PD-L13R 3K /KP4
=, HEML4-ALKRLA 8 0] L Mg 40 PD-L1/Y
Fik, MPHIKEML4-ALKJGPD-L1HI28 354 FF R, 1560
NSCLCH Z Rl & F T4 PD-L1Y R 3A 7K
2.2 RPERITIEALKR A NSCLCE Z Py iigea g
R, TEPEALKRIA FINSCLCE Z h, f5PD-L1PHE
YRR IR >25%, HIEIRIT WA —E MR . X TALK
FilE RO R R 2, TEHEZ TRINGYT G, 4l I el y
JE RO 25T B A R B o2 (AU, ZEFALKRL G Y
fili g FR 3 R, NS PD-L1AY R I, — &M O 2EiA
I7 Al FHT KIS 4l S 28697 R H oS HT i Ik T
o FHAL Y7 1 g 3 Do2s), (ELR IS O BIF 28 00 B 7, k1
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PFS 1S E{ 4 8 B I A5 P9 B 2B R B 16 Ty P
AGETFEVER, W LSRG IR T 1097 88, IF B X 2
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H, X TAHALKRAS FINSCLCHE, it Ty
ROCRA it —25 B . (H T TRORYF R NSCLC
H, ISR A LT ITRE S AL K R YOS, iR E OS

3 ISR E SHNEIKIZE KRASTEASNSCLCE Z R A

3.1 KRASTRZZHPD-LIE R KRASEHAZENSCLCH
— ANEEIKSSELH , 2920% 198 A KRASIEHIZEAE, 2
R g FR 3 R WL KRASHE 2R M I TERAS-G TP
ity , IS0 bR B3G5 L IR AS RN A AR A . BEAE A S
ZE 020, NSCLCHKRASZEAES AT S T i A AR e ¢
JEAEHEPD-L1gR IR, HEIN /A S b3 , 520w g 2 i
e 1A T ] Ay — 200 R A8 [ i A it 55 27 A7 TNSCLC R 3 4
AUP LN RAVR S HPD-L1R A KR, KIMKRASEA
B P PD-L1R IR IR R47.3% [ 0988 Ee 51943 (tumor
proportion score, TPS) >1%] . Karatrasoglou®§ 29 5% 75
UFSENSCLCH'KRASRAS S PD-L1E A S IEA G, vl L,
NSCLCH'PD-L1[{FE AR 5Z KRASZEARIR A%, HLIEAE
HAZH R IEAE,

3.2 HIEIRITIEKRASTEAENSCLCH A Tk HAT, XF
TRRASTAEMEF, 1RYT L3 H RS TS S s o
PEIRITIN T X, MKRASHE PR W] LU I NSCLC R X
BIEIRIT ST AL o PassigliaF MR 45 R R, fEAKRAS
FEH R A FIPIIANSCLCHEE T LA M Nivolumabiiy7 H13R

25, RS B B I BEA 3K 45 o Amanam %5 2[Rl B3
Br T60HINSCLCEE, Hrh R/ ATV (87%) ,
KRASHMEF 129878 (78%) , B2 sy ik miis (1520%)
ImOSLI A28 H, i T ARHEZ ity T G (3310
vs 22 H, P=0.31) . MiDong 2B, KRASRANRA 5%
PEIRTT R A DCHE LU 24 . KRASFRZE G IF A AN R
AL K G AR AT BE 23 FEMA S IR TIT A%, KRASTEALZH UL
HFAFRASFE TPS3 STK11, — 3[Rl ERAEAF 7 BO50 A 1
G EIRTT TE 174 KR ASZE7E i i £B 3 PRI, gt
T WA KRASTRAE, BB PEIRTT 247 AR5 5
KRAS/TPS3XW AL 083k 25 fie ) (ORRZIH30%) ,
MKRAS/STKI11IMGEE B HE 3K 45 e /b, #E7RKRAS/TPS3
G SR PR IETRT T ) — DI AE AR b7

M ESRGE AT LIF H, NSCLCHE ZHFKRASHA 5
PD- 15538 B A ¢ R IV 2%, HET K FH IR
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AT BEENSCLCHRIEEAY T I — A Z TS5, {5 H Ak
ZRFEAHIEE Z P58 T TR IE

4 HftEE

HoAd AR X 0 3L AU FERET, BRAFFIROSIZ:, RET
FE DR TG — A AR AR, xR R E Y
Al FE R KIFSB-RET, RETHEHEENSCLCHMY & R 2
H12%, s —DBEUEIE A, FE129BIRET EEHFRYNSCLC
B, AT (next generation sequencing, NGS) &
41.1% (53/129) BB FEA HALFER s, HrhTPS3%E
AR L (20/53, 37.7%) , HLPD-L1& 35 R 58 245 171 1o

(tumor mutation burden, TMB) /K- 50SHE LA FE, &
HmPFSTEALST ., ek A s A7) (immune checkpoint
inhibitors, ICIs) 122 ¥ S % 70 1 55] (multikinase
inhibitors, MKIs) W2 2 [A] JC . % 2% 53 (mPFS: 3.57-H .
2.5 HAB.8H) , HAeR e a7 & # ORR
{R20% (2/10) B2,

BRAFZEZE /& H:F1%-2%MNSCLCHE & 1, fU45V600E
FAEVE00E IR 5248 , — TG 5% B ml P 73 A7 T3 0441
BRAFZRAZ BN BRI T, LA L I BRAF V600E
2875 (n=21) , BZH NBRAFIEV600BZE7E (n=18) , A4IFIBZH
HJORRAF I M25%H133%, HPD-L1AYZE kA5 3k2 1a]
T ARG AR BYHRIE , TPS3AIHETRPD-L1/ 2R ik
IV, TPS3ZEAR HY I Il IRe F B X By 7 i 1 225 7T i
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If-o ROSIRlA L FIJENSCLC R —FAH X 5% UL A Jk PR 2
AR, G RETRYT R ROSIR G B ME B3 R AR T84t
TS, HAURA e — 058 . AT, Seeinyr Ll B
L SE PR G AR RS T VE R S H BT AS AR, Aok 22
2 I IARBF T HE TR

s TMB5PD-L1XIFEhEFERT 2 BRIX R

T M B2 T A 28 A e et 4100 1) 700 7 2801 B B o

Z—o TENSCLCEHH, PD-L1KIAFITMBAY I R A58

0, BEAE R TR o4 1B P 22 [ TCAH 1, (R i
Y 383 LB W 2 [BIAFAE—E BYIE A9 o Yarchoan®5 38X}
9,887fINSCLC 8 # LA AT T PD-LIFI TMBAG I,
RIRP 2 [6) 255 IEAHDC . LambertiZE BRI A T42119)
NSCLCHEH, i FINGSHl T4 LR A PD-L1 %Kik,
K ILTPS>90%1) B E 4113341, MTPS<19I1 711288,
PD-L1H# A 5 TMBE IEAHX (P<0.001) . L, NSCLC
HITMBAIPD-L1F AR BE R IEAC, M A TMBAHIPD-L1
) B TE AR AT DUVE R — A B S

sk B, TMBPEIK B BE I BHENSCLC &

FIA AR, EGFREE INSCLCH # TMBAHI X 41K,
A g JiL Rl Z— J& EGFRIE AR 1) K A 3R AR AN HE A A
RS . 9941, TMBYEEGFRZE S A& Rl bt 47 25 5, 4
L F21L858RZE 7S B F FF TMB I i 7 T-4h B 119 Bl 2k 5
209 AR AR B RFALK R 5PD-L1EK KA
2R F, (UM SICTMBE YA E , HETETNSCLC
HIREh LS TMB Y RGE R /D, T8 20 pr s A
FERBATRIIE

6 WEhERERIRSTN R EIATTBIHTR

H 43NS CL C A 7E S 8 iR 7 W1 1a] 23 o 20 R 0k e
(hyperprogression, HP) 3152 . HP &4 1 JIgd S e
ARG, BLAE RPEIRIT IR S — UCPT A IR S B P 7 e, i
968 11407 A B 6 256 01> 5 0 9 L e 154K 5 B > 2% o SR e
A R AR IS PR HP R A A3 R 9%-29% ), XK H
B ZE, AL AEAEI TR 2 H -5 H o sk
W, SR E & AP S I R AIRARIE | &kt
KN FFIEECE . CD39*CD8* T4, Kato%lel & Bl
EGFRIEN M Al e 5905  HPA K, 10 EGFRENZE H &
Az 3 FR A T 2081 £ T R RE BN T3 6% 42
o SR, Ferrara®§ W LI, 16 I EGFRE AL BF HAR K

B HP, I, EGFREAE S M EEHPZ A1 H) & R A

NE =N
B

7 RIEATHREIBTERIERSR

B PEIRIT B AR YT TR 4 SR Sh FE B ENSCLC | 3
R AR B AR, (H R T RS TR LI i 7] 5
S Y INEE R VR R T BRI A 2 — IR B
EGFR-TKIsTENf 5 Y iE IR A M OGRS, fainyr
PR A A Y AT W B3 i BIVE A, B T A2 ]
A EB 53 R B E R R N R0 7E2020 ASCOL, [
WA P E EGERZEAS BB I RIS R CT18AF 5T 21, AP
5 B A BT A 1L )T F T EGFR-TKIIAY TR WA EGFR
RABHPET790M BB AINSCLC A FH TN IT , 1115%
Of e RS gy iE P B TN L o = 1 A 2= NS
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8 RES5REE

LA, IPD-1/PD-L1 I 4 = A G BEIRIT R
A A BEA AU R IR O ik, R4 IR Bl R BH
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AT AR KRR FE b S350 4 SR W TS o %A ALK
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f0S, MINSCLCHEE TKRASH:H 5PD-115 538 PRI &
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