T E R AE AT 2435 hitp://www.biother.org
Chin J Cancer Biother, Mar. 2018, Vol. 25, No. 3 - 213 -

DOI:10.3872/j.issn.1007-385x.2018.03.001

LA PD-1/PD-L1 %L s B9 B9 5 0 A T m PR At 3 i R

REIE, AF EARL(EHRKRE F—ER B+ T4 K& 130021)

<.

U ZE] QSR E SRR LRSI B EEE , PD-1/PD-L1 {5 S8 % 5 50 2 6 AL 1) 25 ) 5% , &1 %6 BHL T PD-1/PD-L1
G G AT S K A T AR SR T A B B AR . M Checkmate-017 . Checkmate-057 Bf 78 2] KEYNOTE-010 i 7 Fl OAK B 7%, i%
SPEE5E [ PD1/PD-L1 #IHHIFIE J9 4T Wi 5 NSCLC bR #E 16 97 (I HBAT s PD-1/PD-L 1 # il 77) nT B & HoAth v 97 77 =, B4 T80T
AT B )R T L oA S e ve T 55 7 3, 7E M 25 G R T R AR BN W FAE D TR R 797 R S A AR R T e vE
SR AR, st BRI AN B R BT R SRS RSO AR ER AT SR B . B AN, S AR B A A R Rt S S TR
HEPSIT I

[RSEIRI] s s IR SR e VR T s S A 7 A7) s PD-1/PD-L1

[(FES#KS] R735.7; R730.5 [EkFRIRAB] A [XEHS]  1007-385X(2018)03-0213-08

Progress in clinical researches of immunotherapy for lung cancer targeting PD-1/
PD-L1

GUO Hanfei, YU Yu, CUI Jiuwei(Cancer Center, the First Hospital of Jilin University, Changchun 130021, Jilin, China)

[Abstract] The research on immune checkpoint has made breakthrough progress in recent years. The PD-1/PD-L1 signaling pathway is
closely related to the immune escape mechanism, and their inhibitors have also made great success in lung cancer. From Checkmate-
017, Checkmate-057 to KEYNOTE-010 and OAK studies, PD-1/PD-L1 inhibitors have gradually established their position as standard
treatment for the advanced NSCLC patients after chemotherapy failed. PD-1/PD-L1 inhibitors can be combined with other cancer treat-
ment methods, including radiotherapy, chemotherapy, targeted therapy and other immunotherapies, whichhave synergistic effects in the
treatment of lung cancer, thus improving the efficacy. Immune checkpoint inhibitors bring changes in the treatment patterns of lung can-
cer, but also to the traditional efficacy evaluation model,as wellas reaction to the treatment-related adverse. In addition, the development
of immune check point inhibitors has effectively promoted the progress of precision medicine.
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Fii e 2 3K R M I AR E R SLE Y E
BHALL, B AR B 5 F AT RMKT 5%, T4 M
R RIS N G A S
M E RN ET . 2F KR T % MHR-1(programmed
cell death protein—1, PD—1/CD279) & & E # %
E M E 2 — 5 H PR PD-L1(B7-HL/
CD274) 2 PD-L2(B7-DC/CD273) ¥4 48 & 1§ Ji , ¥ 1% 3
MELEARERRET AR AT, R ETHET
% 1 (regulatory T cell,Treg) A", £ £ #F
BRREWMT P REZREETWIERY., MEHRT
i3 I PD-1 R EFE AR B R 34, (R 2 % 40 4 o B
W IEH B, T R T B, AT R B
AR, A E AT E R 6T L E e
&R EN, BRI ORI P SR A ERTHE
T 40 %t Fib 988 B %0 02 oL 25 20 AL, 15 B B B B A R
I, B4 52, PD-L1 7 3E /N 40 A fF & (non—small cell
lung cancer,NSCLC) %'/ %t ff J&  H 4% & W R 14,
Z e AR E 5T B 2 AR R B R e T
k., A —FREPD-1/PD-L1 M H| F 6T e &
FHF AT AR AR, TG EWAR R R
ERABITHREEHRTZF., AKX EW
%, % #: & # PD-1/PD-L1 47 | 57 72 it % & J7 A & AR5
TR ROR R R R AT TR,

1 PD-1/PD-L1 {55 @ &5 & k& &l

PD-1 /& T CD28 K jik ik R , &= H 268 I~ & F 8L 42
RE TR ZFERE TS, AN K ERF &E X IR
2 B 47 %] £ F (immuno—receptor tyrosine based
inhibitory motif, ITIM) o % J& & & B & B& #% #: 5
J# (immuno-receptor tyrosine based switch mo-
tif, ITSMD™, PD-1 5ER % & 5, ITIM A7 [TSM 45 44
BEBaARKRERT E HHRL, BRI BT
B4 B SHP2, 4 17 5| 22 T i & & # B Syk fn PI3K B9 &=
# 1k, T 8 mTOR. AKT . ERK2 % & % &9 7& 14, £
PTEN % 2 [, (R 3 V8 ¥ Mk Treg 9 7= 4 , 5 &40 1 3% AL
T 40 B 3 78 . 77 7 UL RT3t £ - v (Interferon- v,
IFN- v ) Ao f# 58 4R 3% [ F— a (tumor necrosis fac-
tor, INF— a DBy 4, & 4F 1 1w V42 T 40 L v e o 1
FE,

e 965 2 B B Fee e A PR 4% 1 E R PD-L1 Rk gt
SRt RACDS T A BRI PD-14 &, RIR &
EFWARBERA . EMBHRIE S, RKIEH F BB
BB A DA% S PD-L1 A PD-L2 fy k34, L TFN-v £
REZWNRIBE F. AL IR B FR 8 R 89 vE LA
BEREETHE RN ZIFN-y WEEF4£F,X
— W AR AR A R R L. B A PD-1 TS

L8R T 28 Bt 2 34, B W PD—1 /-5 B 40 401 14 15 5 X 16
ATEFEmENRRERMGHTHA, EIPD-1+
CDS™ T 48 A B o 8k 4% PD-1 /- B B9 40 % 1k 15 5 FL iy,
MR AN RN T 4 M D
70 R PD-1 A E AR A, K —
W AR T4, FiF 9 92 1 CDS+T 48 i 3™ 4, 3% 25 41 il 7] DA
PR THEERXRE AN ENLR,T 41
HRER LR A

2 PD-1/PD-L1 5 8 25 72 i 22 oh B9 IR AR BT 5%

ENSCLC By — 4677 F , f &t & S W% 7| 2B
B B, M Checkmate—017.Checkmate—057
5% 2| KEYNOTE—-010 #1 OAK #F %8 , & # ¥ = 7 PD1/
PD-L1 371 5 18 A .77 % I B B NSCLC A7 v 76 T B9 b
(% 1), & T Checkmate—017/057 HYFF 546 &, £
B 2 4 & # B (Food and Drug Administra-
tion, FDA) F 2015 4 3 H 4t # Nivolumab ( B & 4 :
Opdivo) A T 40 2 & ah k7 J5 2 B 09 9 8 46 5 1
Jifi 8% & A 8 NSCLC Y76 9T o & T U7 B9 ESMO 4 XL
& F W $3E B OR, CheckMate017 #F %5 ' ,Niv—
olumab A Fn £ W R4 3 F B AK &£ 7 & 57| A 16%
1 6%, & [t (hazard ratio,HR) 4 0. 62, ¥t & £
R A B A 12% A1 T it & (HR: 0. 63) 5 Check—
Mate057 #f %5 ¥, Nivolumab 4 1 % 74 f 2 4H 3 £ 0S
4% A 18% F1 9% (HR: 0. 73) , PFS 4~ &1 4 10% 1 <1%
(HR:0.89), # F KEYNOTE-010 % % 4 £ ,2015 4 10
Fl Pembrolizumab # #th /& = 4 & )7 PD-L1 [0 [ f¥ /& 2~
# (tumor proportion score, TPS)=1%] E £ & 411t
T BBl Bk 2 J5 K A R v R BINSCLC B4 o OAK llE /K
B3 4T H Atezolizumab #2 % T f 38 Fl T NSCLC — £
ZRWIEIT, P B %E R IR Atezolizumab 4H #7 0S
FRE, ETHAR,2016 £ 10 A * E FDA # %
Atezolizumab fl Ti6 T B M2 )7 KM # &
NSCLC # % . 2017 4 WCLC /A # 7 OAK #F % o # %
Atezolizumab 76 97 J& K #i £ # & % (long - term
survival,LTS, & X A BE#L /5 0S 2B i 24 ™ A 89 &
EOVEAE, SR TR, 261 A 5, Atezol izum-
ab 4 LTS f23E LTS 4 5 % 119 #2279 ], 1 % V4 1 5%
B A 7T A 299 . AT £ W M E A,
Atezolizumab 41 ORR ¥ % (39.5% vs 5.0%),2 5 4
HELEFHG% vs 21%), BRA%EMT ZHEF.
PD-1/PD-L1 #7 #! 5| 7£ /> 48 B it & (smallcelllung
cancer, SCLC) i fl # W H F . B & — = # & ,
checkMate032 Ilfa JR #f 57 [ 77 A o] FE K £ 29 18 /M A #9
BHTHAE T o~ b A Nivolumab # 25 5% Nivolumab Bx
4 Ipilimumab 6 J7 & £ = SCLC £ LR B #F A 8y
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ST 2 (ORR: 11% vs 23%;0S:4. 74 A vs 7.8 4 A ;1
£ 0S:27% vs 40%)". Keynote028 l& K #f % #+ ,
Pemnrolizumab ¥ 24 34 57 SCLC & # # ORR ik 33. 3%,
L R R FE A2 EE 1] 19,4 4 A MY, O B H SCLC & 4R
Y —THWE T T, B EEHRTHEELE
A AT A B e R R B E B SCLC B F W — &
(REACTION) . = # (CheckMate 331.NCT02963090) %
% ¥ 6 77 (NCT02359019 ., CheckMate 451.STIMULI) ;
ERGHAR L, 2 AR SATBRAf L Hth %
oE B ME A RX ARSI TSR, FLERRN
SCLCHIIE T R FT I A L o

#LPD-1/PD-L1 # 25 — 236 97 i & HY #fF 7 A2 R 3k
# 9F 2 o TITHA I AR A 28 KEYNOTE-024 & £ 38 5 %
FH M 8% A PD-L1 & % i& (TPS>50%) ¥y NSCLC % # 1T
Pembrolizumab 2 25 — %67 5 & 40 M 25 b7 *T .,

% R ¥ 7~ Pembrolizumab 21 PFS.ORR 1t T )7 4., 5%
T K& T 7 40%CHR=0. 60, P=0. 005)"", % 7 1%
7 Pembrolizumab 48 4% 3% 7% FDA fu B # 25 & M &
HLA (European Medicines Agency,EMA) #t %, H T
BT PD-L1 & & k& B A K E T % K (epidermal
growth factor receptor,EGFR) & ALK % 74 FH £ B9
# F ENSCLC & # . 2017 £ & i B A 4 (World
Conference on Lung Cancer, WCLC) ¥ 31 &4 ¥ i/ ¢
# 7~ , Pembrolizumab 2 # £z 0S 3£ £ 30. 0 ™ A , 3&
T A (14. 24 A DA #H B 4 % (HR=0. 63 ; 95%CL:
0.47~0. 865 P=0.002) , & & 1~ B K BL & 4 3 41 F K
(76.6% vs 90.0%) . i Atezolizumab — & & 7
SCLCEF ZAMERTRML F.0 NE RELRA
A BEEY T/111 # IR 28 (IMpower133) IE 78 #£ 4T 2
# o

#=1 REKE 5 PD-1/PD-L1 I FI#E NSCLC 45477 PRI A

T P e S OSUD 16 Rk % H 6 Rk 7 &
EiE S (LPFS  HR $40S  HR
Nivolumab 129 - 19% 2.3 0.92 12.2 0.73 CheckMate—057" 2"/3"~1ine (Non—Sq)
(NCT00730639)
Nivolumab 272 - 20% 3.5 0.62 9.2 0.59 CheckMate—-017"" 2"-1ine (Sq)
(NCT01642004)
Pembrolizumab™ 305 >1% 18% 4 0.79 12.7 0.61 KEYNOTE—010!¢ > 2"-11ine (NSCLC)
=50% 29% 5.2 0.59 17.3 0. 50 (NCT01905657)
Atezolizumab 425 - 14% 2.8 0.95 13.8 0.73 OAK"™(NCT02008227)  2"/3"~11ine (NSCLC)

*ORR:0bjective response rate, ZMZ % ; “Pembrolizumab 10 mg/kg

3 PD-1/PD-L1iFIFIIK & B AthiaTr 75 XM fEE
e LTI i

PD-1/PD-L1 47 | 7| 7 o & £ i 8 A BF B9 & fE %
#4975 20%, PFS 494/~ A ,0S 4 9~13.8 M A . FH I, H
P — 5 R & PD-1/PD-L1 % F| v6 97 fif & 09 £ 3k 38
Aoy A3k ABE,PD-1/PD-L1 &I A T 46 5 £ #i5
TR AR A, RENAREEZIEHAFA™ &
T RO %t G T B 1 3 R ) Y R
RAMBHRUENER . FEWEMAEER —Z
Pl et H ¥ R ENR W X RESE, 5 2076
ITREYE A
3.1 PD-1/PD-L1 494 F| BT 240

1 PD-1/PD-L1 # % 7| Bk & )7 (B %= dh E+F
41 ,PC 77 )67 fifi & B9 2 1& F , Pembrol izumab 5 1.
T AT RNFRAERF . ERITHESM 2 E
/A B KEYNOTE-021 Il JR 3% 3™ 89 # 48 B % , Pem—
brolizumab Bt & 1t J7 41 89 ORR & ¥ 4 14, J7 4L B 397 2

& (55% vs 29%), 5 ¥4 ()7 48 b, PFS 41 B 2 X K
(13/~H vs 8.94 A ,HR=0. 53,P=0.010) . KEYNOTE-
021 # % By A 7| G % bv. 47 76 B A 3F 8% % NSCLC &
Pembrolizumab &t At J7 2 PC 77 5 %4 iz A B 97 3%
B AW, RHFTWCLC R E BT 5 A B 2,
£ 123G BHEEZ 1B B, (o 77 B 8] 3£ 3
18.7 A A , Bk 4 36 J7 41 #2 PC 41 ORR 4~ 5| 4 57% Fn
32%, B 436 J7 4 PFS B & & & (HR=0. 54, 95%CI:
0. 33~0. 88; P=0. 0067) ; Bk A 67 HOS UL #FF 4 B
I, (HR=0. 59, 95%CT: 0. 34~1. 05; P=0. 03) . *f F, Pem—
brolizumab Bk & 7~ [E] 197 25 #7967 2R B9 1A e R
#E 98 (Keynote—189 #2 Keynote—407) IE £ # T2 &,
*F e Nivolumab Bk A A |l 48 KT 2576 7 )T 0 1
H i JK #F 5T Checkmate—012 9, 45% #y B & 4 3, 3/4
FIEIT A <M B R M (adverse effects, AEs) ,
21% M B B T AEsF LG T, LR F 5, Bk A
JF 25 1 £ #9 0S & F1 Nivolumab 2 25 45 ()L,

BN Z AT RT B RN o As AL T

are
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£, W F B9 7T Bk 2 220 PD-1/PD-L1 #0 % 50097 2.
x¢ T A7 25 4 F1 PD-1/PD-L1 30 %1 7| #9 x4l 25 B 1~
RRANBIAHE, T E B AR Re F EEE,ME
— R HK

3.2 PD-1/PD-L1 #p| 5| B & 2473

Demaria % "R & B g 30 o vtk B 40 iz E 1E T,
5 it S8 o BT AR AT 2R B R L™, SBRT ALK
L VY4 Bk 76 J7 (stereotactic ablative radio-
therapy, SABR)OBE# B X F R T EHAHEE U E 4
f&-T(major histocompatibility complex—1I,MHC—
DEAST EANBET RS EEFEERTEHTH
RIL,ERE LTI T 40, A7 b 4L
A CET R L N T B BR U B 2 RN . X KEY-
NOTE-001"" 3 %o y [2 Jo 1 - AT 4 R %, &3t K 3%
32.5 1 AR KHIME T, B B HUT # 0S 5 PFS B &
BEXRAHOTHEHALEKA0.7 vs 5.34MA,4.4
vs 2.1 Ao iF £ PD-1/PD-L1 #7 | 7 Bk & SBRT &
JTNSCLC B EF W I #lm R At %X IE & # 41T 2 %
(NCT02400814 \NCT02407171),

PD-1/PD-L1 ¥ | 7 15 A #J7 & JL B 76 /77 B9 5t %
HREEARH. B L HMATEE AR
NSCLC B9 #7 " ¥6 97 77 %2, *F AL PFS Bt [ 4 8~10 1 A,
PACIFIC #f %" &% , 7 7 2 s L7 B9 2 At £ 24T
PD-L1 # R B9 JLE % 77, PFS 7] ik 16. 8 M A , B xR
HIEKT 1124 A, X & 5% PD-1/PD-L1 #7 #
FR T 7 S BB B9 111 3 16 K ik % . PD-1/PD-
L1405 16 A S Bh g T A B iGN B % 0S B &
KT EKA B R kR, Hal £ M X IE
RIAREHATZF,

3.3 PD-1/PD-L1 #p #5865 T fera 2540

ey 2 Eh EH R R HINSCLC B # — 4
wHE, kKFEEKEFZ KR (epidermal growth fac-
tor receptor, EGFR) & NSCLC 9 # & W.#) — f# IX 5
A A, EGFR # B X % € % £ V8 At /g 40 B PD-L1 &Y &%
3A, T PD-1/PD-L1 47 % 71| 68 4% T = 89 & 1K H¥ EGFR %
ERE g afamEfFRA™. ix™ 8
T B AR KA K T AR - B U ER e 4 R 7 (EG-
FR-tyrosine kinase inhibitor, EGFR-TKI) & J7
5, PD-L1 kB AFEHE T, HE,PD-L1#y KA
EGFR 2 FH R A X BN FERAEF N, mE WK
4 K B F (vascular endothelial growth factor,
VEGF) 3# & {8 # fif J8 fn & Ak, , 78 fE 18 3T A5 40 4 4 4
V& B BT AR Y e 28 B % % 2k # . 7 Checkmate—
012 Il /R #t % # , # % Nivolumab Bk A Bevacizumab
BT I 12 Bl AR B P, Br6 H 29 4 B & B PFS BA
LK, P ORR AL, B & H 25 90 R/ 8 mig )T

HXMESERME A A%, Atezolizumab £ Beva-
cizumab V& J7 B B 39E € NSCLC # [T #A #f % (IMpow—
er150) , Ramucirumab B & Pembrolizumab & J7 B £
NSCLC #4 I #]#F % (JVDF) IE # #£ 47 & . PD-1/PD-L1
0 A - F B0 1 M B BR AR AU RO B R
EE(FRSAITFREDNTFEE A AR E
PR ST R B E
3.4 PD-1/PD-L1 47| 7| 5% & H Ak #9876 77 ok

TR & 2T wE TR FERTTARE,
MR EEFEREITR. BREFETHE 4 A
% -4 (cytotoxic T lymphocyte associated an-
tigen 4,CTLA-DE F —M okl ER T EEFN
BT 40 MK E R IA . CTLA-4 4747, 40 Ipilimumab
A1 Tremel imumab, & fif & B9 IE R IX 3 oF R B 78 4 BA
TG R 3K 3, & F CTLA-4 5 PD-L1 47 %) 7 [
FAE R ALE TR, = & B A6 0T R BT W e KT
B E G fn, (8 B B B B m Y, — T Dur—
valumab #7 Tremelimumab Bk & 24 71| & 5 /R 1B #f %
0 # %8 (NCT02000947) #F %2 & & , Durvalumab
(20 mg/kg)+Tremel imumab(1 mg/kg) & 7] Mt % 84 &
ARELAEG, 5T THERGAALAE ARE
Bt % 7| & B9 HT 8 IE A 2 4T Z o (NCT02352948
NCT02453282 1 NCT02542293) o

PD-1/PD-L1 # #| 5| Bx & £ At %72 /7 i v 28 B %,
JZIE ST R T %, B BT M $t = 5 PD-1/PD-L1 47 %
RGBT MENEXRR, FERRE - F K
F INE R EIT R G I T TR ez TR
A, B b, B A AR & A T AR TRER
TERME LA EE, TFAERIEREKE
WX H .

4 BE5ER

PD-1/PD-L1fE A —FhE B W o iZto & &, ET 4
HL S 2 AT ] P K HE B B AR R, E A A A A
R R AW BARE KRB, B BRI 96 T 5 e
ERAEEX—BERBAWNES, ANBEEEET
WRE L BEE R,
4.1 BRI ETERGERE

PD-1/PD-L1 #0# 5| #£ i e 76 77 F B M R W4 &
B KT MR ERERTAALTH B EFM®M
M ERABIHELEHE AP _KANNEHR,
El &7 ,PD-1/PD-L1 47 #| 7| # 5L A 1E 72 A\ B B it 8 &
& 1 B R TR B IG T /S Bh G T HE 9, AE
* I RR I IF 7 IF B2 %, PD-1/PD-L1 #7145 H £
EARRF-—FFEMBNILEMERFIETHFE,
ERREABHEZENNBEAS R EE.
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Fy it —F Y A 4 A RAR ® 9T 2, PD-1/PD-
L1307 5 4007 BT 8 18 DL At 5 0% 96 9T S BR
EHARMF BT TUR T ERRR; AREFR
BT, EEETRR N HE WX UERF. 8
EESFRBEEBETORAFRAAE, T FEH
Jiti i B 47 2B T AR R, BE & X i B Bk B U6 T BT K BN
BRI, “ I IEIT+7 B 6 T R A 2 MOk AR
TE W, B A KR P B A T T
4.2 SESRIT HOFERE XA Pk

PD—1/PD-L1 % #{ 57| 38 3% 18 47 AL 44 40 B 8 %92 K
RLRERR, X B RNAR AT FE R v, T EA A
BN A FAE R a — L AN EFER, 4
ERA MR A EME . B HE (pseudoprogres-
sions, PsPD) fu Jk & # # & (hyper - progressive
disease,HPD) % . A& & K % (tumor growthrate,
TGR) ¥ ¥ 1/ [ B & fik g AR AR A K bR 18, 7T 20 &8 &
ERBIGTR EME AT RN, HPDE X N BT fE
BEJE A KEZIEITRIM2E L, BAKR &£ %,
ZFERBH (65 L) R AEXFE %, EFIEKEE
FEPT, A AR A PsPD 3B ¥ N A R IEIEITHIET
B HA A LB, A2 B 2 PD-1/PD-L1 #1767
B NSCLC & #  PsPD & 4 % % 13%. 1% 4 o £ 1K B
JT 2 3 7 /E (response evaluation criteria in
solid tumor,RECIST)1. 134 & 45 i\ % ,PsPD &
TRmE# R, T 26T F N T 6 Z T
B, T & #6512 H1F £ PD-1/PD-L1 47 %1 51 57 24, % g
REFFERAES, BTMAR T E ALK E A5
¢ M BT VAR E T R, dm R 8 9T T RO AR OB
(immune-related response criteria, irRC) Fr {4
IR % 9 A & 4% AR AT ¥E (immune—Trelated RECIST,
irRECIST) ™, LLAL 9 1k e R 1A B0 K 48 9 Uk & Fu 4
o

FHA,RECIST TR A R L #1677 /N ZE R &
K& T (LRI %% 9T BT A7 (ARECIST )™, %
FREEI N T FFIE SZ B R % ¥ & (unconfirmed pro-
gressive disease, iUPD) # & , Xt T 2 #] #£ RECIST
LIREF“Rmad RIAE, REEE KRR IR
&, AW iUPD G Pl R4 L RIE ST . Msh,
1 M B £ L 1UPD J5 B9 & R R A DA ROR R R Y
iF 52 77 T , iRECTIST A8 #F RECIST 1. 1 AR 34T T %
5. iRECIST A vE it 18 T £ 1A 10 o # AT F 41 (Al 4~6
JEI T A &6 9T FF 46 J5 8~12 B At & 1F & B o] &k b, LA
Eaes ZHHPD W F R H BW6I7 . MBEMITERN
BB R AR B & PD-1/PD-L1 #1 7 XF 4% G2 iF £ 45
AW KRHEALE, MM E PD-1/PD-L1 # # 7| =
KA RBAEA R BE 7 B 8] 89 2E K RO BB K

EMEAEEFNER, TN E LT M
¥ M35 5 PD-1/PD-L1 30 8| 5] 9w R AL
4.3 Il A K TR BB B AR

f& %& PD—1/PD-L1 4 ! 7| 7 & K L e £ F H 22
JR,EMAARR G RIERE £ XE. &
T o N A R R T RS AR AR R R RO, IR A
= M X M A B R N (immune - related adverse
events, irAEs), & ¥ K Bk ff . B M . A 4 Wk IR
AR, BOPRAAECNE RS K.
MERGAR ., T AL irAEs B4, XL TR R
R A AR Wt &%, T DAIE AT FE AR 4 S A K B
EREFUEAEES Y, EREHRHEN
WE 7 B 1] ZE K, A (1A PD-1/PD-L1 #1471 5 & & %,
& M TR Z 18] K R BT AR BT R, A 2% e B
BT EEE GRS B RO 0 5% 0 AL
KW B R, A M, B IR ARG T T &
(international society for cellular therapy,
ISCORILT Z¥MEBEREETHL, B2
Bl AR IR 298 B9 4 AT, B XS R AL & B AE K irAEs
HEFEM AR, 3 H irAEs #] M E B EZ W,
BT & RO e e A R A, — L F B MR T
ERHEAELEARALELEHIA, HAEEEE
& ¥ BB M, e IR £ X T irAEs B2 % F KB 3L
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