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[ Abstract ] Recently, the immune checkpoint inhibitors which target programmed death-1 (PD-1)/PD-1 ligand
(PD-L1) have made a breakthrough in the treatment of advanced non-small cell lung cancer. Researches on immune check-
point inhibitors have been rapidly implemented in various types of lung cancer, such as small cell lung cancer and locally ad-
vanced non-small cell lung cancer. These inhibitors have been applied in combination with other treatment strategies, including
chemotherapy, targeting therapy and radiotherapy. However, there are still many problems to be solved, such as searching for
ideal biomarkers, exploring different combination treatment models, and identifying the potential mechanisms of primary or

secondary drug resistance. Along with these problems to be successfully solved, the immune checkpoint inhibitors will have

broader applications in lung cancer therapy.
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TRAFRTT R, BIESEBL T RIS e 7 130 7 I i A8 A8
FOAE FAPLBR TR AR, — MO0 T, T 20 A 15 A 7 2
A, TN g R2E 2 B A W I 55 (OURR
NG SR ) BT, DT B3 1k 2 AR AN w4 ) £ e
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4 (cytotoxic T lymphocyte-associated antigen-4, CTLA-4) I

AW E R A RB A4 (No81372263 ) Wil
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FEFFPESET -/ F1 (programmed death-1, PD-1) FiA7ET 4
Ji R0, [ A LR T, AR RGP I
K FIEHfEE CTLA-47] 5T 40 22 i 16 fb )
sy FCD285E 445 G L CD8OMICDS6, 7E T4 iUl 1k
(LR R HIVERT (24 h-48 hiy) o ICTLARYRECIAR (R
CD80FICD86) H IR TEHT 5L A b, =1 irhyes 4t
Fifl, BICTLA-440 I T 4 L6 fb & AEAE IR R 2 B
(WRERSSE) N, A B oA . [RIBFCTLA-4 238
IKTECD4+ THIHIMAECD8+ T, CTLA-45HT BT
SR VE I W] RE 28 A0 15 CD 4+ T i L[] 4242 1E CD8+ T4
I DIRES Y, PD-1E A 53— A SR IPE  F
HAR K5 FCTLA-4, PD-1M L IAALFEPD- 114 (PD-1
ligand, PD-L1)FIPD-L2 . PD-L17= 5% G 32 20 i ( 4n o
R R ELAH ) A1 E R AR Cn R e i) b s ek
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Cangnf Ry miES) , MPD-L2AAEAPCANNE
Fik. B, AFTFCTLA-4)/Z, PD-1AJEL{APD-L1fE i
TR M iR I A0 B XA Rk, AR TE BT
SR b, I PD-1/PD-L I T LIS Ak 32 S I i
BRI, T AU ST A5 A 2 (Y S BE R B oS
R4 HTPD-1 (nivolumab, pembrolizumab) HIPD-L1Ed

(MPDL3280ARIMEDI-4736) , 3X #6244 L 28 7 il 1)
SEATUI AR, AH G I R S B AT AT an A ik
Freho BURSX 5 F I L LR R AT,

1 IPD-184 977 5L

PUPD- 14T T L BT PD-152 /K 5 E R /R PD-L1
(B7-H1) fIPD-L2 (B7-DC) A& &, MM ER T 4M L i
PESZ R IR 2, A I 1 T 200 B XoF fieh 63 400 L 114 it
PiPD-1EHT AL F M 25476 Nivolumab FllPembrolizamab
(MK-3475) .
Nivolumabj& —Ffii PD-15Z (A NI AL 1g G4 U i 5E
LA, TR a9 iy ARSI 52 PP Al T Nivolumab
TE296 {5 15 J S 1A 8 25 vh 7 ORI e vk, Ferp /N
fifdfifif% (non-small cell lung cancer, NSCLC) 5129/,
S4% B H Lz i 23 P IMRR YT, A BELE Z
Nivolumab 1 mg/kg. 3 mg/kg. 10 mg/kg, =/l mEHH
g —A, 2K Y, 122BINSCLCHH AT PE Ak, L1t
3 (overall response rate, ORR ) H17.1%, 14]-, 24FHI34FAAF
HRAHINA2% . 24% | 18%, A AFH] (overall survival, OS)
99MAY, YE— TR, FEFTABE T, 3 mg/kgil i
ZHORRIRf, 1£32%, OSI K, N14.94H, [Hith3 mg/kg
Rk A Je SEWT T AR IR 5 o Bl 5 R R I ORR
SR 33%112%, T LLOS TG B 22 5 . FE %M 5T,
42051 5875 S B AR 5 A6 D 36 7 1A AS g 40 i
PD-L1f{J3Rik, PD-L1RIKBHME 8 % 1 ORRE it 5 TR
# (36% vs 0%, P=0.006) , YIAHL /R IEIPD-L1AY % ik
A fE SORRAFZEAFGHE" . e TR I Bk 2l | R IL
I PRBTSY (CheckMate 063) TEMY Tnivolumab iy Ml |
ZEVR BN e R, SR A 1170 B DA i — AT R
HERERIMIA R, BT ORRN14.5%, HhfL 2 A ] 43.3
A, PO R AR 6.0 H 1, 220154 5 EIf A
ARg 132 (American Society of Clinical Oncology, ASCO)
23 [A) I i 4 1 22 Winivolumab iy il s i i R A5
FEXT B O T FE AL X B AT 5T (Checkmate-017f)F 57 ) 2k
ANH2720 3%, £ = ZZ&IRYT P Enivolumab 5274

{3, nivolumabZf ¥JOSBH B AFTALITL (921 H vs 6.54
H, HR=0.59, P<0.001) , Joif f2 447 R} [a] (progression-free
survival, PES) (3.57Hvs 2.8, HR=0.62, P<0.001) #I
ORR (20% vs 9%, P=0.008,3) 145 ] i 315, {HPD-L1f{ 3
BGIFROUR A IC A M. Checkmate-057HF5T
TIAE S 82451 S5 FHIAL 2 J5 Z2 A0y T R G A A i RINSCLCHr
17, [AIBE L EE FnivolumabZH )OS L ORRI U+ L P {ih 7% ;
5 Checkmate-017HF 5 RARFEIE )2, TEIZIFFEH, PD-L1
()¢ 35 RE A2 T M nivolumab iy 7 &4, BRI PD-L1AYFHE
FRLE AR ACE I (219 ) "2, AAR 225438 Thivolumab
TR W AR A LU B 5 B50a0 , 11145106 1 &2 e NSCLC it
o, i RIS R ORRSY JI 25 79% F119.7%,
HI7 R0 WS [ ZEAHAL o [m) I 4 45 9 I8 AT nivolumab —
AT R IANSCLCHRYLHAIIE, A ZH 52451 65 71 Ko | fif 7Y
NSCLC, ORR 21%, H{i70S 98.3J&, PD-L13% ik FH4: B2 11
ORRE T IMEH (319% vs 10%) , (ATLHOSH W22 7. 1
/N9 (small cell lung cancer, SCLC) FJTI/TLAFFE
F1 (CheckMate 032) , nivolumabltGEi ANHEFripilimumab
(—FILCTLA-44L1K) ¥RY7E K SCLC 86, BG4 5 H
Z4H (JORRSY 11| 4118.09% F117.4% , PD-L1f 335 5F7 400
S I, nivolumabfEZIGMEIINSCLC (fu 45 B & 1k
) H T RO RN T E s TEMINSCLCI—ZiR
ST M R SCLC IR BRI T Wi B 1774, 2 [EFDA
L T20154E3 F #t v nivolumab FH T~ 2874 P RS 1 B e 1 f
RINSCLC., it 0F ¢ FARRAEARSE, TR
7, ST L RE S 2 Nivolumabfg 5 HAl AT T-BL
JeGTT 255 0 2 PD-L1K Ik RE S T 2k 2 dnfa]
IG5 T A A T A 0 s T o ) S 55
Pembrolizumab (MK-3475) , J& 7 —Fh N ifk1gG4-«
BRI e BB, S B PR VERH TP D -1, AR HIHLFL 2 M)
Nivolumab, I##f 57 (KEYNOTE-001) A % 14956 Jai &
M 03/ W NS CLC R84, WIVR10141] F8 3, 2806 /8 #7394
]; Pembrolizumabf¥iAYT /% 42 mg/kgnl 10 mg/kg, &3
Jil, 8010 mg/kg, &2, s AbtoT L1824, Fuk2H3134),
A 40 7 ks I g U PD-L1AY 3R 38 5 25 L WoR
ORR 19.4%, ¥]iG M 2 1A E IHORRS I H24.8%1118.0%,
mPES 3.7, mOS 12.0 ", PD-L13 ik FE B 1
ORR 45.2%, mPFES 6.3, {7 AEAF I R IAF), 5
U TPD-L1RIkBAYE B35 4518 1A Fypembrolizumab7EHf
HINSCLCERIL B L (T 15 1, PD-L1 (+) REFIIIYT
o TE201S4FEHJASCO Y AR i TpPembrolizumab
1) — RN R EMIY . Pembrolizumablk & % H1M 2 7 58
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—ZRIBITIIIb ]/ IVHINSCLC (KEYNOTE-021 CohortA
FCH) , I A dl444] 3, Pembrolizumab /) Jl| & %%
R B St FE + 411, ORRAMGIN30%H158% ", 7F
KEYNOTE-021 CohortDZHHF5Y, W) PEAL T 9 A e 5
B 2 (98 4y, Pembrolizumab ik 4 Ipilimumabify7 i
W% NSCLC, 11 FIPF o7 80 s 3 v, 1481568 4 22
(complete response, CR) (9%), 54| (45%) PR, FifHBE
P ta e =6, WA R RBCEIRI T AR SR TR TS
FEVERT R 21 — T NEABF FT4E X JCREAR . R ZIB)T
NSCLCliki#:#4/8.%, FPembrolizumabi&y 7104|552, i ki
ikt IORRE44%, OttZ5 > TKEYNOTE-028H5%
IR EER, AP R PD-L1 (+) () {Z WISCLCHE
&, HHTA2000 8 FH 42107, ORR 35%, A RCE 78R
ZEHE] E G 1L 16)H X B/ NFEAS AT Y Pembrolizumabig
S NE M FRIT T T RIS . HETEAETF R K
Il RAIE T AT TUH/ T3 PRF5E (KEYNOTE-010) FififlL
k. # Pembrolizumab 5 2 PUfih 2E — IR G HINSCLC; 111
HAREHL X REAFFY (KEYNOTE-024, KEYNOTE-042) Hi4s
Pembrolizumab 5 5 H1XUZ fb ST — 43R 77 PD-L1FH M Y 4%
P/ INSCLC A

2 $iPD-LIEHRITT

MPDL3280AJE AL HIPDL-1AY1gG4TIFifk . 1
W 9% A BE27 7 B R RE A 1 Y 45 i 300 Ji 8 A 3 32 A2
MPDL3280AMZAYT, 2414 1758 E nIEMIT R, H
1, NSCLC S3f4i], 4 %4%23%, mPFS 15J&, W& 1fF 41 %
(R R I S 3 T AR (42% vs 10%) o K 34 YT T
FEA IR IR R EL 4 MY (tumor infiltrating lymphocytes,
TILs) fJPD-L15Rik, 25 R WK, ZENSCLCHE A H,
PD-L1K k3 + B H 5BAME B I ORRSM I A 83% F120%
(P=0.015) . 201S4FASCO2: i |43l T— IR I FH AL
Xt HRAF ST, HLACMPDL3280A S ZFifh3E — = LRIAyT I
WINSCLC (POPLARHSY ) , 2870l E A4, SILIFAILL,
TE R 40 il % TILs i PD-L1FHYE F 35 %, MPDL3280AH]
B R IORR, PES )OS, TILs K g2 il PD-L1
BH Ak 2% 15 3% B AR MR YT R 46 B S8 — I T 0 5T A
MPDL3280AJ4Y7PD-L1 (+) FIIIbY/IVHINSCLC (FIR
WE5E) , A I3ANIBITAL, 5141 VIR, FHadl h — 4
R L) RTINS B, 534 g 2 e L E YA I TRRE
R RS R, S A 13801 B3, 1146 [ PR YT 5K, )
B R AIRBE YA RIFIT 4L, PD-L1 (3+) BEA HEEH

ORR"", Horn i 18 i Ta I 57, A 188115 % i
NSCLCEH, [FFFIEIAPD-L1 (3+) B AYORRA i 5 T H
L EB 3 (45% vs 14%) . \MPDL3280A M AH X 5% AME &
B, PD-L1PHH: R IA A& 00 22 fif R 0 R AP 46 b5, m Rk
H (3+) A R A] ik 45%-83% ) MPDL3280A 4]
KT B IR A E N AEPD-LIFHYE 5 23, HETH 20
T, T RIS AT S E A 7

MEDI-4736/2 % — 1 gGl-kAIH PD-L1H 47T, 20144F
ASCOZL FE T HABTT Z R i DRIG R 5, S
346151 M 1 i Rg R SN T Rk IR R 5, HHNSCLC
BRH 14301, E LR FLEE R T AL, 20154EASCOL Y
iR 18 TMEDI-4736i5Y7 10 M INSCLCHE & 19844, -JE i
Jra11645), ®iHa824, MEDI-47367 510 mg/kg, £E2 51K,
149 I PEHH 740, ORR 14%, J7RUFFA, PD-L1FHE ¥
ORR 23%, {485 f 3 IORRE FAEm i (21% vs 10%) 27,
HAAY—LEHPD-L15$HT, {l1Avelumab (MSB0010718C)
JRIENSCLCHIAYT i #R MY X Be i 53 45 AR /R ¥
PD-L1FIEYT MANSCLCY T AW i, i 52 1 R 4f, PD-L1

(+) BERTA BRI T RCR

22 PR, TEM I . Z59ANSCLC, Toig & HiPD-1 41
HJEHTPD-L1IFHT I R BN 09T 30 ShniE = 4aR97
ZVUMFEAA L, 7R R N BT 8 AR T e s 45
PRS2 (BT R 22 AN (3R1) 5 222 RARIAE
AN BT PD L1 A A S A —, 75 B — PR A
E

3 $1PD-1/PD-L1 2R R KL

Nivolumab FJ TSI 5T B /x4 4 H B 25 W AR S /Y
AR (adverse events, AEs) ERK A3 041%, 34 /42%
IR IIAES B RN 14% , FEALEG: BipiE s, il
e BERR SN A, Herh3 g /AR I e A= %019 , A7 340
BET g (2BINSCLC, 1ILSTsE) . K1de A
R, IiRAT30) (29%) B# HBURITAHOCIE T, B2l
PIAROGHEI 9 ™o AETLHIRF ST PSR 2179 58 8 K 2380 /4
GARIT MM AEs, (552 T IR FIETE ; 20010677 AH
BET, HpLBIBETF il 4 ", L AR R A RRE AR [ TTT
HABEML X HEHF Y (Checkmate-017f/F4% ) H i ZZ El|nivolumab
LAk RAF, 529 CH3E /4 ABs R AU R 7%, TG
I HIRAET-" . CheckMate 032415 FPALELF], it
FiNivolumab 5jIpilimumabik &, W HESE T S AJAEs A 4E
52‘;’5[15]0 [7] AT PD-1 37 ) Pembrolizumab (MK-3475) , H
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%= 1 #1PD-1/PD-L1 £ fF UL S
Tab 1 Clinical Trials on PD-1/PD-L1 monoclonal antibodies in NSCLC
Antibody Clinical trial ~ Pathological type Treatment n ORR (%) PFS (m) 0S (m)
PD-1
Nivolumab Stage | Unclassified Retreatment 129 171 NR 9.9
Stage |19 SCC Retreatment 17 14.5 1.9 8.2
Stage Il SCC Retreatment 135 20.0 3.5 9.2
Stage IlI1'? Non-SCC Retreatment 292 19.0 2.3 12.2
Pembrolizumab Stage |1'® Unclassified Primary treatmeny/retreatment 495 19.4 3.7 12.0
PD-L1
MPDL3280A Stage |22 Unclassified Retreatment 53 23.0 15W NR
Stage 1123 Unclassified Retreatment 144 15.0 2.8 11.4
MEDI-4736 Stage |7 °cc Retreatment 82 210 NR NR
Non-SCC 116 10.0 NR NR

NSCLC: non-small cell lung cancer; ORR: objective response rate; PFS: progression-free survival; OS: overall survival; SCC: squamouse cell

carcinama; NR: not reported.

AN BN e e A2 e Nivolumab 28 B, >3 FE [ AEs & A=
F09.5%, FLrPlli 48 A A %21.8%, 1l ¢ (0.2% ) R34
7= $iPD-L1¥H{ MPDL3280AZE LA 5T B 7 45 13%
1R E I3 /4GART TR AR, FEIE57 . 115
IR . B, FEEET R, RS B3-S % P
MEDI-4736 (LI 5E R, >3 MAEs A AR H6% . H
FLHLPD-1H47T, HTPD-LIEAHT I 32 BT B 4T, 35 AR
FA T PD-L23d B (5 A —E AR G . 447 PD-1/PD-L1
PR R, 52 AR iE AT 2 Pt R AH L
PR RO 2 A AR R s AEURS RS & 23
ZHKR, A A G RREBG A G, BT LRI R F
BATANUER, TR,

4 FHFNTTEYEMARICY)

PD-1 ) PD-LUIIHF1A 7 e NS CLCHYA R R4y
FE20% 247, (T5 A 80% A2 A7 BB XA TN 32, PRI, 22
FHRAT AT 00 A AR 0 . PD-L1ATE Z Rl
3k, PEHGE K AAT27%-50% i i % 32 75 PD-L13,
2 AT i 2 1 — R AE AR ic ) . PD-LUZE AN
1 FHAE A TI0I PHF h2 AIRA AFR S SRR, 1P
Wik 2 2 A MHLEE 7R, PD-L1RY2E 5 AR B T
Y, o R] ZRIRAE IR A S I ELIVE A L AR SR A0 L AR
LA RS AL BT AN 5 T HPD-L1Y 3 k7 44
Pk i R AT B B, nTRER R AR AL, tnT 52 BEA G T
HMHEEFES, E—Fsh SRR 56— N0

¢ 7RPD-L1 (+) W] W PD-1 2 PD-L12 25 Y i HHY 7 3%
17222527 RAAT RO TE 45 R S RE T A A7 AR 25 7
5=, PD-L1 ik (-) g xix 2 f 2" 45,
PD-L1 i B AE A AP PD -1/ PD-LIZE A 58] Fh A —
Flo002 Bl s KGN B4 7 3 eS0T, FRTAG 6 PD-L1
(R IUATS A7 AR/ D L B 58 454N I R 5 £E 46 I PD -L1
(IR, FIrR Iy 2 AU G — 5 H sk 0L
BEXT RN 22 5, A PSSO S I 4 M i PD-L13%
BT BRI AR I PR R I L 4R B PD L1 iR
B2 R, % FFEPD-LIBHYE E A AL (cut-of f{E)
ARGi—., L5 FRrd, AuEL B H X PD-L1E AR A A K
DR ARG, TUFAS ) A A6 0 B2 AR A oM s i AT 78 % e
s BTLL, 3V ST AR AR 1 PD - LS 4 A K i3
PRl o AR5 T i) 2 <3 At S A 1 T 7 8 1) AR )
PRicH, WSS BCE RS | I AEA Th CD8 -+ T4 i
FIR RN R T 255, A e R S B e =
T 928 2 L I 195 50, ASTRI% 50 R FHPD-1/PD-L1BL IR
7 ATRE ST A AN B 25 T AR A 28 AT G 2 A s 1
B N IR (HPD-L 1Y 2 38 A1 A 0o 4 i1
R P 240 B 3 e 45 P LS 3 0 RE (ALFEPD-L1E) ik
) B2 paiE > | MDD L1 FE Ik S REHER VA 2 2
(R RS , 1 AR YEPD -L1 i cut-oF{E 3R 4K FEAT T RE
B, DR AR M -4 B HAR A S S A A il
Y. RN, 38 i3 PD-L 1A i 2 RES i vk o A
R, LA, PD-LUTSR 2 BLRY Bt PD-1/PD-L12£ 254
A S B A AE AR e 2.
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S MRS RYZSE 4T

MR AR IR T I AL A CTLA-4, PD-1F1
PD-L1, CTLA-4HIPD-17£ /£ Y4 TR 1 M il 221,
HIE 2R IR BT IE 2 5 H0E IR SN T 41 M GBS
CD8+ THiML) , J5# MG T4 . BAHMIFINKZH LA
KA TR R e i IR L A 7 P R A SRR oY
Hi % B, PUPD-IHUAR ST B FHUCTLA- 4401k, 75
NSCLC, CTLA-4HiiK BAZNEY 7 &EA Fr %, MPD-1/PD-L1
RELDBIT 751 0 B 227 X5 R 300 e 15 12k

PD-15 W NFEC{4&, PD-L1fIPD-L2; PD-LIF H %
{APD-1F1CD80 (B7.1) . IrLA, R/EHIPD-14L{AFIHTPD-L1
HUAEBYE] T PD-1/PD-L1{5 5%, {HBHIKPD- 1A% 7]
TFBHKrPD-L1, $LPD-14{AREFHKPD-15PD-L1, PD-L2%}
A, HIASRERHLIBTPD-L15 CD80AH HAEH], M4tPD-LIfTIARE
FHWPD-L15PD-1, CD80%5 4, HIARERHITPD-15PD-L2
2545 ERTAIRG FRATZE P F], PD-LILIARLP1E
AR SR IR AT AR s R SE PD-1hT A
PUPD-LIPLIAR A 4 107 FH B A B 4 7 Ak DR,
PD- LA FIHT PD- LTI TE IR PRI T ORI 85 : F 2 A AAAE
225, WIE AR B 2 ISR SO A Rl AR I IE

6 mAERLATTAR

Nivolumab H Fif A7 7 16 W AE & f RINSCLC . A7 R
I, — SRS A WSS B WA 2 52 W PD -1/ PD- LIRS 7 2
A — AP g K L2 B RINS CL C AT A 1K 30T Wiz
S R AR S B MR X G TR YT SN BE A7 ANl g R
XIS BETABFFA RN B R R A 2 H 2 4%,
AL 2 AR B H R 22, S8 200 A TR 50 iR 200 L 1 ] v e
K, S BEIRIT RO AT BE B4 (X RS AN B AR
PTG, An— S G2 6 36 a5 AU A2 AN [ B PR A
DT 35 55 SR B0 S iR 88 3 B &k, B
il IR A 8 g AR . DRI, ] O B Y | 43 Fic
Y, 11 R B T DRURAAE L 3 o 5 366 PRI TN — 204K
£

7 WREhEESPD-L1Z BRI %

it i 955 £ 6 4.9 £E TEBR B KLY 5 ECEGFRZEAE
PD-L1E KA ME, ANEFIFFEISHE A —E 25

Akbay %5 3 7E EGFRUK S 14/ )N S iz AL ZSNSCLC 4
Jitl ZBLAY, EGFR{E 538 PTG L AIPD-L1, PD-1FICTLA-4
(g ERASE . AR M, 25T R EGERIE %8
AR HEAFAEPD-LIE 263k . SIbHI R, A B B
PD-L 1M 35 55K 2h 5L PR ) 32 35 0B 1 DG I . i AT iF T
B RFEEGFRZEAS R ALK (+) [ 34, PD-L1&35 = IRTER
T HIG 2 sh AR, JE—B A SERE D95 11738, EGFR
T g 1T p-ERK1/2/p-c-Junill #i%Hik [JHPD-L13 Ik,
EGFR TKIAMAE B30 i e 240 M 0 3k, iR RB i A T
JHPD-L1fY 3 1k (A1 A LA (A B e a2, i o838 A
HPD-1/PD-L1$/A R fig J& EGFR-T KIS AR (3, JUH:
ATV 2 Bt ™, [, A arss %
K-RASZEAF LM 5 PD-L1 A Z A SCHE M o Sl A it
e R i B0 5 DR 2L LB IR U PD - AT R T Ak
Rl el iR 254 5 ek g SRR T A LA &
s | Sy SN T B

8 RREARK

HIRHAFCTLA-4HIPD-1/PD-LIK B LE IR IR |32 5]
FEAI I, LI 55 AT ) G A 56 1 I E0EA TRELIT PT BB 2
FENG IR b 23 B AT 88 — ) THIAR 22 G e RS 50 r e
AP AN 5 PD-1/PD-L13E R Ik, 55 —Jr T, S ge il
56 S AR A BELAT R T e 04 B ARG 228 )07 e i e
A IS B EAERSUR . FATIEA A — L & i AR IR
ok RIAEE A AR ) N — A S B A 58 s 4 43
B REL TG AL A3 (LAG-3) S F ik 7E G L T4
NKAI KBRS e s 740, HRtc s
(AR R MHC-1145) ¥ 2hS 50 RHLAG-3 bt rl LA
SR R BE P AR T PET AL (TregZNi ) foTH1ES,
TR ARG IR S e 16 v . HRTEAT 11 LAG-3 ¥ ik
A DI RSEE: (I RIS : NCT01968109) » NKAHIfE N
[ e e A, B AT SR 20 R TR P MHC- 153 7255
S FEA A b IR A AR A P o NI A0t 35 10 A7 A 0 3 i) 32
A (KIRs, WJHIHINKZHH A A GVER) | 78R ior e dh
AIRES WS TARIE, IMHHINKAIER A 2hhe . B,
KIRs A IA A S e ARG 56 o, 3 0 B BT T i
NKAH B9 R i S ES . H BT EA £ XK IR s B
Al RSES: (Tirilumab BA4TIRYT 2R 20 1 2 2E A
LI RS2 ) B, fELLE e P oM R A I RS2 366 . KIRs
FPUHR A CTLA-4 47 5 PD-1/PD-L1FyT AT DL A5 ]
A FERNTE A g, TSR ERYT R R B AR, T
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