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[ Abstract] Inrecent years, the treatment of lung cancer has undergone earth-shaking changes. The application for immunotherapy

targeting immune checkpoint has significantly improved the survival outcomes of advanced lung cancer patients. Several
randomized-controlled trials have shown that immunotherapy significantly improves the overall survival of advanced non-small cell
lung cancer (NSCLC) patients when compared with standard chemotherapy in second-line setting. Therefore, immunotherapy is
the standard second-line therapy currently. Several clinical trials have also demonstrated the role of immunotherapy in combination
with chemotherapy in first-line setting. However, it should be noted that the overall response rate of immunotherapy is not high
enough, and it currently lacks of accurately predictive biomarkers for immunotherapy. This article summarizes the current progress of
immunotherapy for lung cancer and also provides insights into future directions.
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( epidermal growth factor receptor, EGFR ) %
o[BS PR UL R 18 ( anaplastic lymphoma
kinase, ALK ) JE[X. ROSI. RET. MET Exonl4
FIBRAF VO60OESE . £ Xf UK 5k A B PE Y B35 LA
SR 196 7 2 WO S8 35 P S 49 O g 4G A 410 )
7| (immune checkpoint inhibitor, ICI) FIRiER)
THWZRIT o I, B XHEAEENSCLC
TPEIRIT SRS, FRARBFEET (A ] -1
( programmed death-1, PD-1) /FEdsET [ &
F ] fidf&-1 ( programmed death ligand-1, PD-
L1) MWt b s e, JEX Ak i e sk 7
EES U
1 REIRITIEHEANSCLCHE G

HPEIRIT 22 /2% (overall response rate,
ORR ) BAEH R . —Z BRI IR B ABE
[JORR H45% ( PD-L1=50%, #1H20% ) , —
LARITORRIUN20%, RIMH IR SR Y7 H ik 3
T47.6%. AL, SfEiBy 7 R A7
LI (6%~29% ) FIRIEDERE (4.5% ) BIX
G 2o DRI, I R R 2 R — B R
T FRBRSRERITAS, IR ST 2018
AR SR IR A TR T RS R A B —4F . R
Keynote-021GFlIMpower 1 S0f/F5¢ i 3EAE [, 1%
IR iR 40 NS CLC K eynote 189 . IMpowerl30
FlIMpower 1324 K & X il 953 (1) K eynote407 1
IM power13 145 22 351 [T 19 it PR A 5% 159 AN ) 2 32
PR AT 5 AR S RE SR mINSCLCR H 1Y
ORR, &R EABET N, HH A2 1
Rif. HE, Ir+reinyy VB8 oK sl 1L K B
IR IINSCLCH — &G IF it B O 9 S AL E H
SLEAIEAE M 4% ( National Comprehensive Cancer
Network, NCCN ) #5585, 1HJ&, fLIr+Hy&inyy
ST AT NRFRE R AT 1R R Sy i B U2
o SRR B 7 PR R RGBT A
J77 WA IHMEST 258 S e e 2z el ik 7 X
S ] A EAS O T A — 2P
2 BZGRTT RIT MINERE Y

H 1if & A B8 22 By 24 30l A 25 4 nl 1500
PD-1/PD-L L5 45 2%, APD-L1AYEIEK
- 4ERdE S (mismatch repair, MMR ) H:[X

TR . M A2 f (tumor mutational
burden, TMB ) &,
21 PD-L1kik

PD-L1J2& HATNCCNAE B HE7E 1 S e 1R I7 4
F PR A bR Y . Keynote-024HF 5% 25 FL 3 1
¥EPD-L1 TPSKF50% 1) & H, pembrolizumab
— LR L2 N N AT T 3 B AR T i
B4 (progression-free survival, PFS) ,
AR T 509% i s dF Je XU (10.34~Hvs 6.0
A, HR=0.50, P<0.001) , HBFEmE
ORR (44.8% vs 27.8% ) . %:TKeynote-0244f
FAR, FEEMAMEEEHR (Food and
Drug Administration, FDA ) HLHERT T PD-L13E
KR =50%, H.ICHIH0 K3 5L K 58 728 ()12 1
WINSCLCHE H 1] L) — 2k % pembrolizumab ,
MiKeynote-0420F 5% X Lt T pembrolizumab 5 7%
FORZIR 7 M AINSCLC [ PD-L 1 FH44: i3 40
FH: E A1) 4340 ( tumor proportion score, TPS)
=1% | WITak, KIAEPD-LIHYE (TPS=1% )
A, pembrolizumab i 35 E K 1B AR A7
(overall survival, OS) (16.7™Hvs 12.17H,
HR=0.81, P=0.002) , {HJEPD-L153k00 4
5 EW R (HR=0.69, P=0.000) .

A2, [ERTFEENE, BMfEEPD-L15RA
{14 B8 #7598 X PD-1/PD-L M 745 SR >
BRI, PD-L 1R 3k I A i e A A7 80300 0 A 75
By 4L AT AR R I PD-L 3k B R S
FEE . BEEEWFIE R, PD-LI7ERl—4H 48] A
A RIR—L T i HPD-L I 414
AR FRA B Z k405 SieREr:,
7% 12 8 % P fd FIPD-L1 THC 28-8 pharmDx, {F%}
B30 ZREA T B 6% A —EL, HE—L 1
UE TPD-LIFRAM S oetE. AMLAnt, PD-L1fYZRA
EEBEENRIT TR RS O, M, Bk
UCRAETT BEFFASRE 2TV PD-L 133k .

735, PD-LUE R einy 7 BIAR S REA i
Qb A THT W o PR AR 7l PR T v B 25 2% IR 7
HIJG X PD-L1KIA R0, 2% B F|PD-L15k
IRBAVER AR o vl ] A A P T e 380 2 O[]
T IEPD-L1H HUR A PR AR . &%, IRIREE L
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I fFPD-L1FINAENSCLCIRYT H i 4a S 3 L,
It AR 2 W A1 kb S22 W i X, () I
% AR AR PD-L VR I o 170 X6 T BB 12 Uil
HKeidi, FEIEATPD-L RGN B 06 250 ™ % %2 K PD-L 1
For i 2 2R A 1 o B AR TR, (E2 B R bk
Peas b E [E K 25 5 W E4E H R (National Medical
Products Administration, NMPA ) t#EF T RAE
W, o TCHR Y S e 2l 2L 22 W s R 1 s
1M PD-LURAERE, B LR — & N&ih
Pz S irE, Tz PD-LIG
2.2 TMBAe#7HL/R

TMB 2 R e i, BAKE
S0 1) i ie S AT RE AR S B U SO bR, T
PR S TSR IG A oC, dig b, B
TMB# Gy, b G b, Mg inyr
PR Y BRI, B
i IR AN S i R TMBA R

20174 KR T (Frgetg = BEFaeE ) (New
England Journal of Medicine, NEJM ) {)—ji[n]
JEPERIE ST A B, TE4EZ PD-18(PD-L 1 FiG
SR TN R R R, ORR S TMBIKE 5 TFAH
00 20184, RifHEPER T Checkmate-22 7HF
go T GEIRE I, MIXES ALY, B TMBER#H
( =10 mut/Mb ) {# Fnivolumabt & ipilimumab
FIORRH GBI (42.6% vs 26.9% ) , i
PFSIE #HIEK (7.24 Hvs 5.5 H, HR=0.58,
P<0.001) . [, 20184 3¢ [ 9 iE A 58
Pp224FE 42> ( American Association for Cancer
Research, AACR ) 42 HellmannZs "7 4R3E 1
Checkmate-568#JF5% FfliCheckmate-22 785 ) TMB
WLHAMT B, TMB= 10 mut/Mbf 3% BA 5
Ui i PFS, Checkmate-568HF5% 11 (i PFS
NT1H12.64 A, TMiCheckmate-22787.2F13.24
Ho WAMFRFERN, BT Mg kil gy im % TMB
( blood TMB, bTMB ) AJ{E Natezolizumabllfi
PRAR 26 BT 4> TAR5 8 ' . Gandara%g '
PR T R T R TMBREAT T LA, 45
HRRWT, I RN 2 2R I A B —BOR 64 %
(95% CI: 54%~74% ) , MiHE—BCRIKRS] T
88% (95% Cl: 83%~92%) . WFFE# AN

J AR 2 1 25 57 DL OB AR SRR ] 7
ZRATHERE T X450, oA LI br AR A
TR SE R, PR A S A B ZPERDNA
MbTMB>0.5% LA B R 2 5 (single
nucleotide polymorphism, SNP) , {H/&ZHZ{TMB
(tissue TMB, tTMB) >0.5%i 40 & B R il
G AL MRSEAR L, A ICTMBRYAIN 7 |
cut-of P{E 45 [l B 2 28 i itk — 4R

g b, HADEEGEA 2 R R T
ol A, H B ATEPUR EE R T A
W5 B AE T, Lukszas ") B R 0B R 4
Fitness#iY ( [R] A4 & MHC/r T F1TZ0 B (5
FAGE) AT DR G- P S VAT RO
2.3 MEZEKRES @IS (tumor—infiltrating
lymphocyte, TIL )

TIL 2 7F A I A B S0 b I8 e 988 S
PG E LRI, N4 BB T Tl L A0 A B SR R
A O R e AN R N B, ReR T
3 RANEIZERY, TILAYIK -5 G OB ) R
SRR I SE 0 TILAT @i e 4k
o AR | R X ECE PCRAE T Btk A7
G R HRT, & T TILME A SR T
MM Y hs B R IEE T b, FERR R
Jed vp |1 Jast M JF 58 PD - 10 i 57097 2 R TIL 9 A 5%
PO Sl g G UL T R R R 4
ZURTILK, ABICDS" TILA 5 PD- 1l i 5]
FI7 R EAT FH e, (HCD4" TILA = 5PD- 1411
IR BT OR TAR G PE, Tengs 27 BYBFST AR T
TILFIPD-L1Z A E O E 7342 . Type |
TIL® PD-L1°, Type Il ATIL" PD-L1°, Type MK
TIL PD-L1°, Type IVHTIL PD-L1°, JLTw)AH
7R Type | I 5 T APD-1/PD-L1#I I 3G
Jrrhakss, T E R S
2.4 JhiE AR £

SivanZs M (HF5E & B8, PD-1/PD-LIF 35
TE PN AU T BRT i 25 AH O, AT BB 2 A 7E i 18 N
T DX PN BB T AT T T AR R 240 i 1Y) D i
R AT iR R, DN R 48 b A A O S SO
ZEIRAME (dentric cell, DC) THRERIEGE ., 20184F,
FEMD AndersondiiE 10 T 5% 34 7F R0 IR
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BE R B, G RE ST A N ) R A
SRV NI Z A4, T W) SO AN M) 10 G 98 7 1 1Y) R
FRN I E R B AR HHK
[V FIBIL A B 3 R AL 2 75 45 A AR R o
W — R A

2.5 STK11/LKB1®R%

KRAS 2 fifi i 98 b 8 UL 9 008 9K 30 A
F. Skoulidis® "°' #ZiH, STK11/LKB1 (KL )
o TP53 (KP) 15 LT KRASEE A g A
R4 [ KL4H . KP4 . K-only#l ({{KRAS%E
) ] o kB, W4l Z [ AHPD-1
PHIF A ORRIEAT I % 22 5%, #F Checkmate-057
M BB 25 W Finivolumab i 2% 50.0% .
57.1%F118.2% ( P=0.047 ) , &PrswsiE ( Stand
Up To Cancer, SU2C) BAFI i A R 53510
KL (7.4% ) . KP (35.7% ) FIK-only ( 28.6% )
(P<0.001) , HKLAHHAKFMPFS (P<0.001)
FOS (P=0.002) , WHFREERIERSTKI/LKB15E7E
JEKRASHEZE i3 PD- 10 ] 50 Jir A i 24 A 32 20K
HINE, PORTIERITRERAME,

2.6 Tz X EHKR R KE#H (gene expression
profile, GEP)

LR R, THHE-y (interferon-y,
IFN-y) I AE AT 5 40 M rh PD-L 138 3K 1) 5 F
K2, AyersZs ' i i3k F pembrolizumab
TRIT BB ISR I R A RN A G B 56 (K 2 58
e RTINS IEGEP & A SHiRtis . ik
R F-2635 . 20 3 15 PR RIS P e 2 b AR 5 1)
IFN-yR 3 K, IF FaX St R 2k 25 2 AE % &
B, SUHFEIRE, Cristescus ) BIBFSE & BLLE
LA Fprh, TMBFIGEP XL 5 31k 1 B 1 H]
pembrolizumab /5 PFS FTMBELGEPF AL, 7R
SOBUIR Y B BRI, $E R T BRGEP Al BEJ2 e i%
TRTT R S PR
2.7 DNAY &4 4

P, 1 Esy YRR 4TPD-1
25913697 1 IV INSCLC 2 45 FEPIMMUNEFEfiE
( 3 T4 P51 DN A F 340 R 25 1 2 4 273 )
5PFS (HR=0.01, P=0.007 ) F10S ( HR=0.08,
P=0.001) (k35 4H5¢ ., EPIMMUNEFH M F#1E

5PD-L13Rik . CD8 4 M i A7 E 5 58 A2 11 faf TC
X, MIEPIMMUNE B4 i eg & 25 i 46 ¢
2 R R 20 L R A DG B 2T A A R
WA, FEFOXPLETEASIH, FOXP1/Y
I H AR R A 5PFS (HR=0.415, P=0.006) FiI
OS (HR=0.409, P=0.009) P{#HAE, HTH5)
FEDNA B R B 5NSCLCHE & g i JT OS
PFSEIEAHR, $2/RFOXP1REN 2 F RAL 78 B ]
FHT TN G2 3697 3508
2.8 HpaeF

— T[] AP Z2 A B WF S Y ok, fdl T4
0y N7 1 G H S A e RR A A S, 3 e 2 A 6 L
Ha5E CTERMG AR A B8 I Kz 4 2L RN A -seq
AT 2 5040 A 36 1 RS0 G SE YR T RN B A
FRAE, LIPFASCD8 R 4 i iz e . 458 R,
4252 PD-1/PD-L UG HRIAIF B E D, &
LG 2V A 1 B E IR B3 H G2 ik ) Le A7l
e (SEpmitEsREEL, P=0.025)
U el B e R E e 6 A (50 ik R A
b, P=0.049) . @3 il #1E s 5 0SRK
M RAROG, R E ST (R E s dlh
NOSH24.37H, 95% CI: 18.63~42.10; Lk
S PEsr 4 11,54 H, HR=0.58, 95% CI.
0.39~0.87; P=0.008 ) F1ZHZ4>Hr ( HR=0.52,
95% CI: 0.35~0.79, P=0.002) $ix, #44
ST IE VAR TIL KOG S8 iR T7 A8 vl LA 21 13
WIVER . BRILZA, K F K B 25 i DN A
( circulating tumor DNA, ctDNA ) FHkGl 2] ) {4
2 A 28 A8 T LR E JRE L IR R RO DL &
JE 2 1 R B 1 0 7 1 S B PR I FE b . TR UL
ctDNA B AT LAy i 96 7 £ (8 9 1) W 0 42 kA
W18 0 =P R R S AR R . A
5% S BRSE T {8 F ct DN ATl durvalumab ( —Fih
HUPD-LUST I ) BYAAEEE, (0 FHAE fmy il %55 BA 51
FE A TECtDNA FRPEAL T 73 Ff 35 D] A 240 i 2 A8
AR S FE AR ( variant allele frequency,
VAF ), Z55E7E96% 1 F 35 I 21 AR 20 ff A2 5
M VAF RS TG 22 N, 65 B VAFREAIG IR
B M AR DB %2, PESHIOSH K, (HIEFF
CtDNA 55 Q L 2F X7 R0 T 5 22 58 22 454 ok
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H R 20 e in T SCR R 0 735
(RN A R R AR IR FAn S I e T 2
I RS SRR RNIGAIE , A T5 BEXT g PR
MR R A T 2R B PEAG, DA AS B A 2 ¢
FEHIST IR BRI R
3 REIARITHBREIRTT REE

SRR I AR LR AR TP S TR 2
W, SPEIRYT R ISR T N R 20T e
H—LIRIT . BRI I
3.1 AESEIR M BUNSCLCH) 595 4 77 B AL 77

Keynote-189fff 50 & —IiZ .ty . WEH . &
BN IR, BRSSO RS BRI &
pembrolizumabify 7 T PD-L 15k /K- p Btk
HMINSCLCEF BT RO 4, 4R TR,
pembrolizumabZi 5% B I 24 8 5 it 1240 H 1Y
AR M69.2%F149.4% , pembrolizumab
415 2R A B T PFS 430 R 8.8 F14.9 4
R, ZRA%t%E X (HR=0.52, 95% CI:
0.43~0.64; P<0.001) . Pembrolizumabf 5%
REFRV2H B 120 H W PFS 35l S 34. 1%
17.3%, WA B8, JCiePD-L1 TPSIFS3
<1% . >50%itE1%~49% V.4, pembrolizumab
2H R A W AR R o

201 84 1H FLfiides K2 ( World Conference
on Lung Cancer, WCLC ) K& FHiE R
IMpower1 32058 A B 2R L AN, TE R W)
3697 (intent to treat, ITT) ARfP, fLyTEE
fratezolizumab41 fPFS . ORRHIZE fif- 45 LL 15 [1]
( duration of response, DOR) &b T14bordd,
PFS/3 5l 47.6#15.24~ H (HR=0.60, 95% CI:
0.49~0.72, P<0.001) , PFSWAI/MHT&s5 B,
BRGNS t A A 3R es , U
W AREAUPFS 45 W . (HR=0.42)
32 Ik IANSCLCH) %95 74 7 B AL 77

Keynote-407ffF 5 & £ ] i i 95 (1) B AL . 3L
H . ZEGRIMSE, R pembrolizumab/%
RSN AT e il il g R TR T AL, AR B
7, pembrolizumablX &I/ 4L {708 H15.9
A, RFIN IR OS H11.34H (HR=0.64,

95% CI. 0.49~0.85, P<0.001) ., JCitPD-LI1
FRACE Ay, BARA AR A R — W,
IMpower 1318 &I, HE I EAZEE+HRELIT
Bk Fratezolizumab ) 1y, PESiA #6310 H , B3
TFIr4 (5.64H, P=0.000) ., Kik -F,
PD-L1FHER 85 AFFPFSHL TPD-L1R A BT &
., MAERTE Z e —25 3 HrPD-L1 s 3Rk 51K
FIRZ A 2SR, KIPD-L1EFREEEN PO
PFSH[K K101 1, THREIEIHNA 6.0,
FIRFEAN NS T H . HPD-L1FGABAYE . ik
Tk, mRIBH, N Gatezolizumab )
ORREUEZ Wi Tt , 730l 44% . 52%F160%,
JCHOEFEPD-L 1 R A 4w AT B & R 2R
J7, HP i DORK L1871 A, - HH A #
o (R E ARG, KA PD-L1E R
IR, AMU—ZIRIT A SR &, H—
FRIARL, e n] RS20 i A I ]
3.3 HIEE TSI AR E BT

G PRI A AT DL BT L E TR YT B HUS
TR ST, IMpower 1 SORFSE/E20184F 3¢
= 5 IR B9 132> ( American Society of Clinical
Oncology, ASCO) LHE ¥ 1 OSEH, Him
atezolizumab (i fiff F 7] B [ 4EK OS, PUZGEK &
AT H I R A0S 4 19.2F114.74 H
(P=0.016) , HifRkatezolizumabit&1byr4H &4k
PP AOSHFTIER, 43 51419.4F114.74
H, BMHER TG L (P=0.204) . A&
TR AR, BRI T NSCLCH —43h
§7, JCEERECE AEBYE, AR EA
ISR YT 4R
3.4 RIEETFIRAERILIETT

Checkmate-227 """ BF 52 4 A 218 7 1 e
Wi e & A NSCLCRENLAF 44 : nivolumab .
nivolumab+ipilimumab . nivolumab+7 #1324
97 . FEIAARIT AL, il T R PF S B s
CLIR B R4 . PR RE/R, X TTMB
EHINSCLCEE (>10 mut/Mb ) , nivolumab
I A ipilimumabif ¥y #H b FA0I7 A 3 2 1 PFS3R
25 (7210 HAvs 5.449-HA, HR=0.58, 95% CI.
0.41~0.81, P=0.000) . ZIHFFE [F] WS ik 52
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TMBJE—~ 2 H SR A YR G, TERA I
R INSCLC B A A o
3.5 RGBS WME G X T BALEE Ip H) A
( histone deacetylase inhibitor, HDACI )

HDACIRI 4 & 1 & SRR B0 6 7], 3@ ik
HEOMANME N L SRR, R Ep2 1553
L Sy O 7 N 1 e N OB T 7
AR (5%) M1, 20184EWCLC [ fijtiE
) B80T G HDACIHF ST i 7, ORRHK10%
(95% CI: 4%~19% ) , W{iHFELazffita)5.34
A, R RAFR N AT
3.6 FIEETTERAIDOIPH A

Wg| e e 2,3 - XUNN AL B 190 )57 (indoleamine
2,3-dioxygenase 1 inhibitors, IDOI1 ) BTl R 2k
RERE R VIR, O IRX T CTLAR B G
) RRLT o SR, —SEMR &40 IIDOL, T
PRI AR, iECTL “&ik” , Bk
PRGN AR T A S ik . Epacadostat
E—AER. Bk IDO M HIF . ECHO-
202/KEYNOTE-0378F5% *%) J& IF ikt #9 1/2 4 0F
5%, PHfiepacadostat B4 pembrolizumabis Jy i
WINSCLCHyYFRL I 4= (NCT02178722) .
BRI S, ORRFIEREHIZE (disease control
rate, DCR) Z}51°529%H150%, 7ETPS=50%
HBEE 42 1 0~ 143697 iy 83, ORR22%
(2/9) ; FETPS<50% HBEfE43Z1d 0~143A77 1Y
BHEH, ORRN22% (5/23) . IDO1FHMEFIDOIL
BFIPE B e B %, ORRAM 51 K24% (6/25) Fi
19% (3/16) . EEBHNIPFSH4.01H (90%
CI: 2.1~6.240-H ) ; 6. 121187 H HJPFSZE />
h43% (33%~53% ) . 31% (22%~40% ) Fi
17% (10%~26% ) . =3JEEIT A RS
(treatment-related adverse effect, TRAE ) & /L%
H27%; 31 I TRAEs T IRIRYT s TLE#H
HTRAEZAEICT . S5 RARRBA T RN 32
PELF, TENSCLCEE Hh s A HT SRk
4 REBTTHIMZANEREITR

Bifi 75 PD-1/PD-L 1417 il 7] 8 oA i 22 Wl 9l it vf
FTIGIR, BEZ IR A SR 25 m R, S5
RIS ZIHARAF T 245 o Mg S e iR Y7 e 2 55 4 )

IRYT AT TR 2540 LU A HAME I RRIE, B B4
JER TN B = 5], Sharma®s ) gk T &
R R ESGE N EMM 2 NTER R, s =41
SRR | MR PTIR R IA B R | HLAKR A B |
PUSEIN TAHLEI S | 55 @B (MAPK,
PI3K. WNTAHIIFN ) 4 i EPD-L1 A B A% ;
SRS PE T 24540 OC i N 78 X 3R A0 45 3R e i i) 3k
K. HLA | THRESH M0 L LT
DHRERY S, T i 6 I PR 45 1Y ek 22 B FE CTLA -
4. PDUFNHAb ek A5 a5, T 30 R R AL L
AZ, PR AR RE ( Treg, MDSCHI2 B 0
YA ) L LUK GO v % 20 B R R G
Rk [ CSF-1. BZMRINIY . b E K-
( transforming growth factor-B, TGFB) FIEH | .
4.1 JRAMAZ . PTENA&A Sk

PTEN A PI3KGE # , J5 75 75 M Jed 15 5
AT A5 — S0 SC Bl 240 T Ak B s R v ke B
YER, PTENER A5 AT LIS i Z FpE A PI3K -
AKTIE BT AOTFE R, 1E30% 1 B0
FIg B E T, PTENSEDR B 6tk AN 2 46 2 x5 10
HIFN AT 25 56 000 R S LR B ( The
Cancer Genome Atlas, TCGA) K20 254 4
t, PTENJ: Rk FUIFN-y B 3600 TR .
KL B A CDS Tk L 4t i #5120 . B AH G
SATHMAR MR E MR AL, PTENKEH MR
NG ASTE AT THH I A R 321 114 Ji e v ke A A %R
[
42 RA/FRAFVEATZ . JAKI RJAK2IR R R T

g R, BUR KR 2 i 1L
S S MAME SR G, Bl UL
MR AL Bk = TR -y IR, B S JAK T
JAR2 Gt LRI Y S8 R o 2 —AME B MU 5
CTLAHSG, FAARYS R B & B-2-k # 1 ( beta-2-
microglobulin, B2M ) #id LK A 245
43 FRAFHE 2
43.1 B2MHER AR

Gettinger2s "' | F 144 ICLifi 25 iliia AR 11
BABI A 5T i HLA 1 B0 hn TRk pL il
(‘antigen processing machinery, APM ) #H/43akT
MRF T SRR U 2 BN SRR RS



(P BBZAER L) 20194E529% 5541

247

PR 24, FEBAS AR 21 52 % 14 58 A8 B 45 D1 %K
Ak ABAE— b &3, B2MEli& sk ]
FEUME h L AR I HLALRE R A . 7 ICI
it 245 o Jeg g S (%) 3 AN PDX i & BT B2M
(NI . 7E Rl /) U7 H CRISPRAY 119 i bk
B2MA] S EOW PD- 14 e 25, IR 1T HAEICT
it 25 VE . X EEEE SRR, HLAIZEAPM
WAL A Sl ICTi 24
432 FbiEmMER

AnagnostouZs | ¥ TNSCLC & 3k i1t
Tk 25 191 (] JI B i ) e A e A o X DC R P
2R SR R A A T o i e R B, B 24
i BT T~ 18 B Y R A B PR A T %
&Ko HITHBRAHTPUE A 1 IKAE FL AR T 41 i 855 5=
Yirh g R SEETAMY 3, R e DRet
AL IR B ORI R AN R U N G
YL AR IR A B 2%, JF H S TA M2
PRI REPE AR EARDE o XS HT A Bl F X e ek
x5 LB D ) 5 728 IS S A R A T i, I HLX
B ) R BRI e T R R R EA R X X
WTAEEIREW, ICIERAF R 25 T Be 5 R AR
AR THARFOCHK , Hirh— S5 A5 ] 45 55 T 24 Jifd v]
U B R B i
433 FRAGFPET 25 I RARE

Gettinger®: "' 34 T 2641PD- 173515
PEM 25 (acquired resistance, AR ) ¥, AR
i B AT 313 dy 24E0SEHKT70% (95%
CI: 0.53~0.92) . 20 (77% ) B3&E KAEWME
gk, ALFE LBk g i R ) R . 2341
(88% ) HMHMEBE LN TIN (54% ) 24
(35% ) ¥Bfi, 1409 (54% ) fBEHRSEPEFTPD-1
PHIRNRIT o FEBRIERE G, 34 2 35 (il I AH ]
PD- 1N R FFUGRTT, 2018 E B UGERL, 15
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