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Abstract Immunotherapy has become a crucial component of cancer treatment, particularly through the use of
ICIs (immune checkpoint inhibitors). Widely used IClIs in clinical practice include antibodies against CTLA-4 (cytotoxic T-
lymphocyte associated antigen 4) and antibodies against PD-1 (programmed death receptor 1) and its ligand PD-L1. These
ICIs have been approved for the treatment of various malignant tumors, showing unprecedented capabilities to extend pa-
tients’ survival time. This article reviews the mechanisms of action, clinical applications in different tumors, drug resistance
mechanisms, strategies for reversing resistance, and side-effects of CTLA-4 antibodies and PD-1/PD-L1 antibodies.
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TX G 20 L B ] 5 A DAL 2R R B T R e SO
T T T8 P4 38 LA B b ) 2 2R B B (A 5] 9 v B2 5 R
A 1) A 4R AT DAVE 22 2 TCTs BX 3 ) G 328 S AR AL o
A1 G S SR T 3RAF A I i PR 45 2R 28 o E 2
H AT D2 fE 7 =R B3 AN [F] 77 10 ICTs B H T 1
IRe BE—RIREXT 20 1o 75 PR Tk © 40 i AH 5% 5T R
4(cytotoxic T-lymphocyte associated antigen 4, CTLA-
4P IE H 5T (Ipilimumab), & B e # ke FH T
TBITE R AR . 5 RO R P AT T A2
1A 1(programmed death receptor 1, PD-1)[FJ #8477, ‘B A
BELIWT PD-115 JL T f4 PD-L 1R PD-L2 [ AH HLAE FH o i
R ER B PT (Pembrolizumab). 44 5T (Nivolumab)
FTPE 2K F) B4 (Cemiplimab) /2 38 35 [E FDALE [
PD-1H#.51 254, 3R B 0K IR 38 R 52450 (Tori-
palimab). # 5|k L4 (Tislelizumab). {5 it | 47T
(Sintilimab). < ¥i F Bk H4i(Camrelizumab) t # 3k
137 B A 2 i B B R (A FE T AN IR R
BT o 8 = FlZEE X PD-L1BIPTAA, 451 a0 B4k B 5
Pii(Atezolizumab). 1E & F.41(Durvalumab). B4k
& F.PT (Avelumab) A&7 F HL.4T (Sugemalimab).
T PD-1HJURIPD-L1 5L CTLA-4 5 TR AT B4 1)
ik RS AR 52 4, 1 T s S Iz b 2 FH - I R
BIRICISTE R 7 3 TS T R AT &%, R
BFEXICISIRYT oS B o 33X T 2 K 9 R X ICTs )
JER R 25 FERAF VR 25 . R A TIAEE IE AR 58
i A LCIsI 245 IR, (H0S ICTsTR 25 ML fF 72
K B 9 FRAT TR 2 5 47 1) T 5 A5 I 0 e i 24 £ 4t
B ICIsA FH I AR 0 53— A i) 2 A RS
ICIs{E AR T, fe 2 1G5 S RGN
HIBAERE S0, RIS 3G 0 T S R Gein s N A IEH
ML AT RENE . R4S, AR 58k Py 7t
TR

1 ICIsfER#LE
1.1 CTLA-43I#HIF4E R #LH

G 28 22 38 [P R5CTEG R 1) 52 380 P A R s o], e
PSS 50 5% RGuEL, b5 e e S tpE e
W5, CTLA-42— PP\ ERIE T TAN A I G 214,
REMGIMH] TANMITOAE , HHAE TAIMIEALRS Fi™, 7T
RS (I FR R, R 1 Je S0 TR T4 A
A (T-cell receptor, TCR)ZS S22 — 155, BE/S T
4 L1 CD28 5 HT i £ S 41 g L[ CD8OAN CD864%

AR G, B IE 555 TCRIS 518 %
WAL, PR T Y. — B TCRE Sl B BT, 4
N7 CTLA-47r Tt 2 W e R BId kT, I 5
CD283E 4+ R IR . CTLA-4 B A HSRIKEAT],
RERE HH CD284R AL ML AINEE 5 B b4l CTLA-4
5T BRSNS TAN NS SAR G S R T, Wik
“F -kB(nuclear factor kappa-B, NF-«kB). 451 i i fiff —
EA TR A% A T (nuclear factor of activated T-cells,
NFAT) A5 2 1 (activator protein-1, AP-1), Ff#i%
2 FOERERG , A TAHHEL Y. CTLA-4BFRIA
T35 TN (regulatory T cells, Tregs), 15 TregsH
IHREANA I, T 8 TYH A P01 G I S R 3
FEEEAY, i, Cla-4" /NRERET 2
(1) T2 M 5 i R o, i R A T I B g
PEJORE SO, T IR Se R LA CTLA-4# A2
B REE T HE S (E ).
1.2 PD-1/PD-L1NHI5FIE R #LE

PD-1H: 7 AE 1992404 %5 58 N S R RE 1% T
AL T A R 7. JEER, e RS,
SERRAINREMINRC S+ 78y BAAPD-1TERZE
BGOSR BN H (I B REST A . B SOIRGEA . B
DU AN . BAIMLRN T40 AR )R R IE, (HEERE
v TN ERIE B N EED. 5CTLA-4310,
PD-15 & PD-L1 A1 PD-L2) 45 &5 50 T4 Mo 4
P28 N PRI 1100,

PD-1E L5 5 RIE T T4 I, 5P
Y B PR A S A Rk 1Y PD-L UM BRI T
M TAUMBGS , WA AN T A, BREST
SHM IR T, AR Rk S IS AL . PD-1/PD-L14)
Hl77043 ) 45 4 ) PD-188 PD-L 1B 7 PD-141PD-L1
Z AN AE EAE SRSV T e 2 A i ) ARl R
PfER , 85 7 iR 4 A I fo s 1k 3% (1 2) . S0 1)
WFFEAFSE, PD-15 H 044 PD-L145 & J5 i E R
i T Lk Bt TR 0 T VAT , o i 4 5 T 2 TR Tl i Tl
Shp2/ 5 TCRF CD28 2 1L , M THH AR SAS
502, PD-1/PD-L15 PD-1/PD-L 1Ml 745 4 ) BH
WrPD- 1B 1L, 1 Shp2 AN BE#E A7 24 52, I TCRAN
CD28 TR AL, F 28T T 4M i 1 4 AN 3 A1)

2 ICIsEyllmPR Rz F
2.1 PD-1NHIFIEYIE R R
H il FDA#LYE 19 PD- 1 8 3000 45 by 180 Bk 2
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Ell CTLA-43IHI5I 80 AHLH
Fig.1 The mechanism of CTLA-4 inhibitor
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Fig.2 The mechanism of PD-1/PD-L1 inhibitors

P G e YU ORI R BT . i R 2R R 2
— PR NIEAG I 1gG4 A e FE LA, B et T 4%
7% M BA €5 2008 AR /N 48 B it 9 (non-small cell lung
cancer, NSCLC)""1, [ Ji5 S A it A Tk S0 IR
g U BRI B R U, R PR AR E S
AR U, B P2 PRI b R P =R LR
i S LA v iR SR A7 A PR e ggg 2324, dp AR
T KEYNOTE-158%F ¢, FDAHLAE 1 Mf 18 K] £k H bt
I FH A TR e P AN S T A S S 6 e 47
T H N 2, g QR P — A A NI [gG4 5
Pi, 20144 FDAHLIE A 1697 B AR, M5
FENSCLCP, & 4u e P8, EASMER™. 3k
S e B0, T 40 e Y S ECAS B R B
B 1 AR 1 45 e b o Ja SR A A B2 2022
., FDAFAILHE 79N pi i 2 M E N . T
RELATIVITY-047#f 7 25 5% , ah i sp gl it ik &

LAG-3#1I 77 FH 3697 AN AT VI bR sz b 5% 7% (1) B 1,
I R Y, BT CheckMate-8 160 5T, 4N SR Hisk
HEAERC A1 )T F T - HINSCLCHI B 4 BhiR 7B, 3%
T CheckMate-648HF 7T , 44X BBk & A0 T B AL
PR Lk S FH AN T D) ok e Ak 6 ) £ PR 4
Jfgee BT, PR R TR — e A NJRAE I 1gG4 5
Pi, A& 20184F FDARLIE RIS —ANFH TR T KRBk
YIS 2509, 5 BGFRAMHIFIFALIT ML, 75K
R EBTIRTT R T B S A A e R AR
e, Hoga it RAFeT,
2.2 PD-L1HPHIFI A Im PR Bz A

B RS BR BLPT . A8 T B SR T AR 4 R B
BT FDARLE G = A PD-L 13N HI 5] o B 4 Bk 2 4 2
—Fh AJRALI 1gG1HUPD-L1 ¥ HT, T 20164 #i it
#HEH TR B b g 1R 97 BN B S, BRRER BT
FENSCLC™!, /N4 fifiJig (small cell lung cancer,
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SCLC)M0L,  F o 258 IR 40 e 2t A T R
GFIIIERPRYT 25, HARAER A TR . (EfAERERE,
Bl R BT BT R AERE T T = FIPE LI, (Rl T
IMpassion130W 5T A R SRIF WSS K, H AT CA
etz . TETLE PhrE—Fh IgGLERYT, & IXHE FDA
HEUE T i697 RIS R VRS e ), — 4 )5, %24
Vi Stk T Y NSCLC A 2 3 SCLC™, 2022
4, FDAMRYE TOPAZ- 15 Tttt 48 TL R Hi Bk & A7
BT TG R ), B4R S PR ) — R A TR
IgG14iPD-L1 845, T-20174E 33 FDASL#HE, oA
T PEBR o /R 4 Mg () 28— /MR YT 7 R 1S, B4R
PUBE 5 B kvt FH TR 7 TR b B e A B A P e
2.3 CTLA-43%I57 89liE & Rz A
Ipilimumab & —Fh A J51L 1gG 188 5w LA, e
# CTLA-4H9ZRE . Ipilimumab T 201 14E & YR I
WeAeFE TR yT BAAFE Y, 202047, FDARLHE Ipili-
mumabiA Nivolumab FH - Bl AN BT U7 4 58 4 i g
(] 57 988 LA e PD-L1ZRIE K = 1% HAMEA EGFR/ALK
PR BINSCLCH —Z367 7™, Ipilimumabif gt
#E 5 Nivolumablt#, FFi677 M S 40 iwds . MSI-
H/AMMRE% F4 1445 1 e A0 Pt

3 ICIsHIm 5L

RAEICIsEE T R 2 HOBE s ) 1l , (HAY
BB E RN . B LE X S Ia T RN B
KB EZREEEP, T 60%~70%[1) £ %} PD-1
BPUIRIT IR TAEVRTT A R, 20%~30%
1) B B Ao I MR S R Rt J B BT AR
JE R VETN 2, J5 & AR N SRAF VRN 2 o
3.1 [RRMmZRIHLE

ANTRL G g 5 ICTs A I 3 Z2 B8 K, 4914
A 80% I A itk BB FR X ICISYR YT A L, (HAH
e 52 The se ir i 45 B W 28 W) T L P35 el B B2
Bl T S s o, FERFA ICISIE I 2511 2
FH, AlTE R 12.5% 1) B Re g 3R a6 B PD-L13R
IR P 5 TR 6 TCIs R TT IROBLAE L S 38 IR A DG A
B TR S e 6T SR B i FE b 2 — B4, PD-L1
)i Ik Bk E A B L 1 PD-L15 PD-1AH EAE A,
PD-1/PD-L 147 AN Hu e S e 4] () F2 B2 bk, A4
| PD-1/PDL1URER PT RE3R 7 . AH St , PD-L1FAIS
Feik a2k T BE =Wk PD-1/PD-L1BC 3244640 HAF
AR FEGR P HI IR 0) R B 2, B i) ix

b TS24 AH ELAE FHE DL R R I 2 o 3X —HEDIAS:
B T IRRAE TR S HE o 1F PD-LUME R IA () 2B (0 20
HMINSCLCH# &, PD-14 A 2408 2 10%, M
PD-L1=RIAMEF T, A RN 40%~50% . it
L RN, BIERPD-L1FGA I, tAg /b
FX PD-1ERGUAVRTT IS5 T 4E PD-L1 Sk 1) 23
o A R PD-1 BRI 251 1X oK T AT DA It
PD-L 14 HAR LA K EEE PD-144 S I 5, 1t
4, PD-1/PD-L1AH BAEHHAEME— B RES T e )
HITAEE IHL ] .

i JgE SR A A s iz SR T T S R T RUR
RO T JirRg AR B fuf (R PR FR 3, IR SR8 A v 1Y)
HH B A GE L CTLA-4 81 PD-1/PD-L1 A HTIG 7 3k
fon 610 IR S A7 A T R IR RIA T 2 1
B, PR R R R R 1 ik A v R AL T
[ G kIR ML . AEIXPRIEOL T, R K e X S
FOHIAE 5 B AR 2 SEBR E DRI A S 2 0 AL A 4
fi I J5 RT Re R AT (e R 2% BRI, AR AT 51 IR
S R TR R R 52 R P P 7L o X A 9 7 i {1
(IR, S IR T (7 08 20T Al A AL,
51 a1 % % 1 ' 00 A AR 22 980 9 5 PH 1 14D BR 5 R 4
S, ERANIIR SRR A A A, {HUE X PD-1/PD-L1 4t
BITE LY, X AT B RO T PR E AL,
ANPUE SR BE IR BIE  5 FE AR R S R T R
MEZEMEE. L, bR ICIsH R
R 2R R 2 —.

TCIsHEHT B 57 — A Ji DAL 2 8 B 928 AH G OGBS
SIBM )R E . TP -y(interferon v, IFN-y)if il 2
T+ CD8 41 i 55 TAH G 14, (2F Th e, R I8
IEPURE R T AR AN 5 T R 4 i 3R
LU A1 I(major histocompatibility complex I,
MHC DI F i, J& 2h FgE 550 K e sz B2,
TEIGIR b, S IFN-y #0085 PD-1 LR TT R M
KL A 0, ZEXFCTLA-4RIPD- 1 BT 24 1) £ 3 v,
TFHEJAKI2FNIFNGR 1 /255 36 R 9875 | i b Ik JE R A
T TIFNy(5 585, IXHFRIFN-y 5 50T i yT
FREEN, MHCH T TP gy th B A 5 2
FIEH « MEX3B(Mex-3 RNA binding family member
B)JE K el I MHC DRIk R, S ify T sk
(1) 58 W MEX3BHEE R 30K & 0 3% 5 T B iR T i 2
(R 102, BEFEIESE, MHC 13k T BE 5 S R
XF CTLA-4 BTN 24, 1M PD-1BAFTI7 R0 A& 4% U 54



1890

ST - RS AES T BT -

T MHC 13RI 2, IFN-yRIFT R 2885 (S
5 30 B A DG FE (R AR ICTs SR R PE BTG PE I — Ak
Pio

VAR, i TE R A= P od b 98 S B T 7 I S M 32
FUR K IKIES . HHEF 7R, CTLA-4BHIIRTT R
AR T 2 TEAEIR B R, o/ el i R i
F /N B CTLA-4 54706 YT J0 SNz, T o v e
ST B AT DU S0 97 )N, fEPD-1 8417597 H
WALH BRI R, W R BE A A ES A
I R R 50 IR S, 22 B AR VAT P Re 4 R S e in
I7 R I B A A AN To 1 e AR A7 T, PRI, B
JTE Ak Z SRR AT A2 SR I S VR T TN 2
) B LA o

FUAh BORFAE, il iR A A 3R, AT RE
R GV YT IRORIN 25 . AR, RAEAL
TGS AT Lhd i 2 3 CD8 TN M AH DG th R 7 A=
%, BEGRICIsHUMR S B, 3% f A2 K K F-(epidermal
growth factor receptor, EGFR)J7% Fl1[H] A5 14 bk LI
fiff (anaplastic lymphoma kinase, ALK) L HE 158 5 £
PD-1/PD-L1F.5¢ AR 25 1%, sizfr EA R EGFR
MALKEEDN , fohyeg ok 5l 5 R A8 ) e X AR RE /), —
AN e H MRS 175 3 IR S B SR BT I B ) R BK )
DT A Al 5 3% DR o Jld #3014 P B At — o
3.2 FRISMEM Z5R#LE

H A ICIsSRAFVERN 25 IO HLEI T AN 2 o XFiX
—ILRH R AR, MR AE ST AR R A
THEE, BhR P ICTs AR A0 B 45 S Il g A A TR
Ao AW FURT A TR A Bk B TR AT PR i 24 0 2R 3R
R R IR A R MR AT AN BTN, R
U E R EH HBL T JAKIRJAK29AE, ek T
XFIFN-y IS B2, FEIXANI T, o — 2R S
0 Jirk e 2 e o LR B T 2R B B AR ARG R AL, B2-
TUER R (A R S EUMHC TASBE ) 41 i 3R 1 4% 08
B 5 CD8 T X JiJed 4 g U o 78 s £
Fr A R RIE, #2758 MHC I PRI 2
ThREBR R EIRAG I S e g 25 U B N L. o5 — 3k
A G T 247 HRATL ) 2 B 0 S LE A VR T I R
b FE—IINSCLCHEFtH, B FE N Golid 4 4h 51
MR 1 PD-1/PD-L1 #4718k CTLA-4 F470I6IT 2
AT 5 PR iR 241, IE S A2 e vl e Ji di
KU AT L B i a] LR B3RS 245 5
JE R NVETS Z5ENLH BT BEA —Le R IR R . AL

1T SRR 2L R PR 58 4 AN TR, i Bkl 72
FITRE T R B 2 AT RE 2 SE A AN AL

4 FEEEICISTH 25 R0 SRS

EH T S VR T N 24 2 IR A e . 15 A
SR DR 2 9 A 4 B 8] 3R A ELAPE FH I 45 2R, R ik
e B4 T PP SR R 244 AN S IR, 23 A
2y, FEEERT AR 1 25 LA T AR AR T .
4.1 WITHKEREIRTT

WIT BR A L VR T 2 B e TR 9T e R IT AL
77Nz — o HEAR R, Ay aT U e 20
WUAR SSHT JE ZRak R, a3k T (2 a3E T4 Ao Jidgg 1 i
HANR . CheckMate-012. IMpowerl1301IM-
powerl1330F FLUESE, FHX T H i AL T, 4hy7 G
E IR e B E R SR IT AR T X AR T
g7 A B 10T L A W RIAE A o AN AR — T
NSCLCH I RB e, 497 fa 2k R i) J 5 E —
LR B = 2 AT A IR T R IR Al
JPRBEKIAEAI HIX —RO0 JE I AT
&, AT 3 B B A0 8 b e VR T e ) K
T, WX T RERITIA . X—IRIER
REVRIT U I A T RE 2 SN B B Bl dnAE
Imvigor 1308 ¢ 5, PD-L1 ICiF432/3 HTMB-HHJ R
B b B R B RR Bk BT ) AR AR I B AT
g7 AN G R B A AT 4L, T ARTT ALR S e B A ik
SRR B3 2 5, IR RN T FEIXAN S B
RPN R R T RAER T AT T BT
KU T2 — 0TI 8, —J7 H B T HP i
Fik, Ji— IR R A RE R . XS,
B 3E AT 7R B R RN A %) TR A
WEHE,
42 WMITEREREIRTT

FAE1953EMOLERL#2 1 U7 1 328 B R MY
20124F 20 2 J7 P —EILRE MR i rh o i T — 11 e S
R FIR, BEAE E VR TT R E R T
RS AL Bl BE RO, 45 FH0T S A A R 48
I7 R AL e A A B B /), X — RS A N 5 Bt
iR G2 AHORUY, i J R R TBUT RE S 5 S MHC 1%
ik, TS AT, 5] s e 5 4 5 40 i B8 25 5 A
WWGE ST 4% 1 Bk B 4 B . RO R BE S 1 T B PR
(R AET Ak, TR AT DA SO R A B, G
U LA A OIS, 8 2R UK TR A IR I, AT R =
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GBI TT IR, PEMBO-RTHE 5T % B, Pembro-
lizumab ! 5 50T 7T PAHR imiINSCLC R 3 1) % WL 4% fift
2081 — I [ PR A AL 53 BT T 208491 4o B VR I T 24
[FINSCLCHE A, 45 3 SR AR T4y 7 A af 8 A= Bl
SRYT, TBUTBRE IR T B B rI AR T AU
T 5 IR TT A I i S e i T I 23R it T
Bk,
43 BXEMEEREINHIEXES

BT g% A TN 25 HL , e BH W ) 2
s GBI 5 5 7 PRI R RSO (S
SRS IR E VR TT AR . PD-14MHI57] 5 CTLA-4
PR A AN [F VR AL, A R B A P [
TER, 5 L E GBS RIT TR ™, BT
CTLA-441, LAG-3. TIM-3F1 TIGITH 46 75 i th 5%
B KE R, TIGITRIE S THIRIRIERD R R %
U1, il ) TIGI TR % G2 i 247 2 R AT A s (1 3R
W&, H AT 98 TIGITHRPTIR I RIS AR #EAT H B2
£ CITYSCAPEWF 7T H , TIGIT B ik A Bl Rk B i E
PD-L 175 IA (I NSCLC £ H AR 5 1 Bl 4 B 247 5
25 B AT K PRSFIEE @ ) [ M %6 . LAG3 P4 IE
AT 26400 (antigen-presenting cells, APCs)#%
HIIMHC TFES> 7, B0 APCs, F51 R FUR %%
o fETACTI-002H 5L, it T EFGRIALKFEAS B )
W A Sl A% £ M NSCLC R # , LAG3HUARI: & e R 2k
BPUIRTT 25 22 7 2R N38.6%, 1EPD-L1 s ik i &
FHIAR|52.6%™ . ik, AE BN, [EEFH— D
Ft LAG3HUIRER A ICIsIR YT 7E S e My 245 PEAR 0L T (3%
o P A T (s g o8 PR A B T IR,
HICISER A I, 7RI PR 78 s H EL B A ICTs
FELFRT R, AT DR AP AR RS IR YT
TE SN 25 B I RTT 20 . BT 28K IFN-y{5
S S EUJAK/STAT Ll %A T 10 22 AN L 9] 52
RIECA R IE, SETAHIRIERD , RS
JiehRg 3 LI A R S A o, LA 3 1 B AR
L, SR, PRI JAK] W] Beif s ia g7
My 2451 e IR oAt K 208, SCRFTregs
Y5 P 0 it 0 L P AR 234, i e P R
R, Ak, bR VA T th s SRR ANAtT:,
I R ATPRARE T, = A5 iy Tk P P iR, (23t g2
PEIRI IR BE R A, 12 A0 v 157, A2aR#T
HIFABTERT T, R 44T T e 5 IR S e i
PRI A .

L Ath T A G 8 U T TR 24 1) SR TR LS LA AR
PR B AR WIRAERE . AT e YR
4.4 CAR-TITE

CAR-TIT L2 — P ISM Ik (1) S e ¥y T 7. 1E
CAR-TVRIT IR, HAR N L e MR 2 25
TZHM, SR 5 Bttt it B J5 ) G B SR 52 A R A
AN, 55 R 08 5 I TA R [ 2 R R A .
SR, HI T CAR-TZH M4 4 S5k NS4 il 1 240 o £
AR, B I AR 7 M0 SR R 3
I, IR A W] BE R TR R CAR-TANREIRZ
SRR B ) B B0 IR, VAR AT DA
T HE R 4 2 BT 3% S CD197E 40 il 26 1 1 %
W5 CD19"CAR-THI4HMIEEVE , FF3RA5 B4 BVE 97 2L
SO, FE N REA R R AN Y TR, A
A EE A e 1) SR g 24
45 MIEEE

iR 925 P 2 BT RIE TR ) — N A PR T 2
LA A A RO 3 I 4 i . AR S i B A
JRELZ RE. RIEMR PR IR AR A At 2%
LU ) BB 0 iR 51N BB 3 Ak P Y, 384 Ak P e gg
LR KT, BE S KA R GE, iR 4 A A %
PE RV
4.6 ICIsHYEHEEL

— T[] e o A R B, R X AN R BTIR T 1
Tirf 245 P R B 5 e A FH I (R R R E Bl . 7B S 1)
Y525, i F H A PD-1/PDLUM A I &R 7 — &
(IR TT RORCA . SR, 415 75 Bk — 5 (R BF 70 ok ) B
X I GBI, F BIICTs FE Bk AR A 25k, AT
e A S s 1) bl 58 Ak 4 5

5 SEHEXMEIR M

ICIsTE K 2 i (176 7 R #8 3Rk 45 1 e, 3
e RGN I O T e 5 3 R Gk H S 4
X, S8R A SRR R R R AR o IX L s
FHOC I s B AT LR AEFEATR AT 40 23R, i LR BOR R
T S IEIT ARGV B2 48, 0T DU S5 B AR A 1) f
PEIEIT A T R AL LA P30 30%~60% 1) 2
BRI IRT 5 I e A SRR I vy,
10%~20% ) 5 43 B 3~4 20 AN BSOS P9, A% T
PD-1/PD-L 140151, CTLA-4#M#IF A K v k4
EW . EVNAMRAOZREE T, HPICTLAA4
TBIT S50 27 3% e BB 3~4 20 AN BB, T
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PLPD-DATT X — Ll M R 16.3%% . 15 BB
B BEAE ] CTLA-4 5. PD-1 5470, 3~42%
AR R AR B IE 55%% . AN [F ) ICTsfEAN [H]
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