o[ iR A W06 )T 4% 75 http://www.biother.cn
Chin J Cancer Biother, Dec. 2022, Vol. 29, No.12 + 1067 -

DOI:10.3872/j.issn.1007-385x.2022.12.002 ° ’%‘Z}{%*ﬁ °
LAINKG2A A B & a7T: K. RS xR

M B KH (L LA KRY BFE SRBWFFRTH,LE FE 250012; 2. EEAIURILHE R RG],
t& 201318)

BE BL LAAF UM ARAYFIARAEAR BLART . BEXMFRALRITIF LR, ¥
GEFEMBEREEEWMAETHEER LAHRFRIEEZERSZ R, LWERAEFLAEFEE Ehbx
TV ERCBZTEER, WELEHENBAN G EFEE HRETHEASHRENTLER2EIEHE
ZRPAEFAEMEEF2EE FHEREFLSZER(PEALEFZLZ) . Cell Mol Immunol,
Engineering.Cytokine #2 BMC Immunol 4mZs. EENEMIE 2 IZF IS EFMNERZETE S
AR, EREREARFELEAARUTRKNELATE I N BREAMFELEAA R REFT TR
BoH BREAMFE B LHEATBRXE AL MAR K BB XTE FRA2T,“+—2"E
FRAEEAET FTHEALIT, LE— =8 E1E%F &4 7 Nat Commun.Hepatology.J Hepatol #¢ Cell
Mol Immunol % EFR@ A TREL KL XI0LE, KERLHALF 45,

[ ] HARAIE2 R ANNKG2A) N b 95 20 2% T 32 22 1Y) F 8 A 25 A, NKG2A 5 H R ik HLA-E B 45 A& 2 3 NK
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NKG2A-targeted tumor immunotherapy: current situation, problems, and
possible strategies

HAN Penghu', ZHANG Cai'” (1. Institute of Immunopharmaceutical Sciences, School of Pharmaceutical Sciences, Shandong
University, Jinan 250012, Shandong, China; 2. Shanghai NK CellTech Co., Ltd, Shanghai 201318, China)

[Abstract] Natural killer group 2 member A (NKG2A) is an important immune checkpoint molecule on the surface of immune cells.
The binding between NKG2A and its ligand HLA-E inhibits the immune function of NK cells and T cells, and even causes their
functional exhaustion and leads to tumor escape. Anti-NKG2A antibody can restore the function of T cells and NK cells by blocking the
binding of NKG2A to its ligand, thus awakening a strong antitumor efficacy. Compared with other immune checkpoint molecules, such
as PD-1 and CTLA-4, NKG2A-blocking antibody has unique advantages in clinical oncology treatment. It blocks the identification of
NKG2A and relevant signaling pathways and reverses the functional exhaustion of T cells and NK cells at the same time, fully
awakening the strong anti-tumor immunity of the body. Currently, several clinical trials on NKG2A-based anti-tumor immunotherapy
are ongoing, showing good safety and therapeutic efficacy. In this review, we summarize the expression and signal transduction of
NKG2A and HLA-E, NKG2A-mediated functional exhaustion of immune cells, and current clinical research status, problems, and

possible strategies of NKG2A-targeted tumor immunotherapy, to provide a reference for the development and clinical application of
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I 4 3 , LA470 CTLA-4 Fn 43 PD-1/PD-L1 itk A K
RN AFEREREMITERBFETAABE W E,
% BARCE K F BT AW AT TR
R ERERT EHETHALEY, AW, HERHR
A T M fR R B x4 PD-1/PD-L1 ik 6 97 HH &K,
R & HA20% 2 F", WRMES EEAE SR
W6 9T A~ R B AL, 4R E 82 o f 0 40 B T R
WY S A B R, R BB R 6 T ST R A AR R
Bl #L . B R17 42 ik A& R A(natural killer
group 2 member A,NKG2A) E E % ik 78 NK 40 f NKT
ZHHE ST 4B B E L TE I CDS' T4 fe LA Rk T .
NKG2A/CD94 5 H T ¢k 19 % 638 % & 3 | NK F T 48 g
FAT RT3 RE , T 9L NKG2A 1 4R BT DL 3 3 FEL W7 NKG2A 5
FLC AR B 45 AT PR B NK 28 B An T 2 B 6 o B R v BR
BB K HY LR R T BXE T 4E B T B B BOE B R
BT NK 40 fe ey 7 0. Bk, DANKG2A 1 % 0% A
WY R R BT T R B AR LA
WE. AXTEFANKCAR TRk 55
35 NKG2A 8 4 B B Wy #0510 & 5 7 %% 40 Ji 3 &b
#5358 B9 v . E BT 28 15 NKG2A B9 B 4. 0% 36 77 % e Fu
ERARSREBIEHEAES R, Y #—FF X
HE 2R E BT EREFTWER 55 EKE,

1 NKGARHEBFHFRESESHS

NKG2A R CEVBE & F X IEM R L, RENKEFH &
AR R2TREeR PNERRENIAR FEZRK,
CH2B3NAERM R, EFFI~TOLAER N I
WX, RT3 A ER N FERX, F 94~233 A £
B9 MK . CDI4 ML R A T EER, 2 AN
553, i A A B4 F 59 fL 80 ¥ Bt A BL 5 NKG2A
B 5 116 & £ B 24 45 6 77 i CD94/NKG2A 5+ R —
RAR, T BRIk B 5 75 9 %% 40 L, 20 NK 28
fL .CD8' T 48 e Fu NKT 2 AL, T CD4™ T 48 g 1~ R 3£

CD94/NKG2A B B (A = JE & s iy £ B A8 A
& A 1K (major histocompatibility complex, MHC)
I %4 F A & % # 4t & (human leukocyte
antigen, HLA)-E #1 ff, Qa—1,HLA-E £ K % $ A R4 41
HHE RIA,ERAEBREZHAMICI X FXRILE
B9 1/25% ", F£ % b 1 [E] o B 2k AL o HLA-E A8 ¢
TEFHRER T E kik. HLA-E 7 40 g &k @ 09 &
ERBMTEEAA- ] Ky FREZHANHA-1 X5
FHLA-G1E 5 F 7| % 3~11 fr iy 45 7 % fk  HLA-E 4%
4k B 4 #MHC 1 3 4 F HLA-A. HLA-B. HLA-C o

HLA-G Wy f5 5 K, U AR & . EH e & B
M, NK 28 B g 38 1R A 5 HLA-E 4 A s HLA- 1 % %
R 18] 62 H M AR %8 40 M &k T B9 HLA-A HLA-B A HLA-G
Ko FHRk, NKCZAWRH &8 2k X RBE AR
# % # 1K (immunoreceptor tyrosine-based
inhibition motif, ITIM), — B NKG2A 5 X B {4 4
&, ITIM AL & 8 Sre K ik B B 2 TR B R B Bk BL 1L, 2
T 48 % It B E A F SH2 45 A 8 09 B A R B R TR
(SH2  domain-containing protein  tyrosine
phosphatases, SHP)—1 #2 SHP-2, SHP-1 f Vav1 # &
A Vavl & —f B ES B HERRBE T, BENT
NK 20 f R % A Xk = VB E S % T, Vavl 1
FHBRUSEMBEMLERETHESRY, Hib,
NKG2A/CD94 5 # ff HLA-E 4 & 2 5 B &l = 5 5 &
3%, A & B BE % 4K (9 NKG2D . TCR) B9 52 4 2
. T 8 %3 % (tumor microenvironment, TME)
W, B % ik NKG2A 7 FEL 1E NK 48 i An T 48 A& AL , 407 4
2 J, ] 5 B9 -l A 2 e B U M

2 NKG2A ARt B AR BN EERER

— I

K 27 50% 84 4 B i NK 48 i & & NKG2A, B % kA
TR A 2\ B CD56M'NK 48 fi T2 % , T AiF J& 4 B9 NK 48 g
NKG2A R X A FHERE . #FEASE M CDS T4
B LT & A NKG2A, T & TCR 12 5 Rl # {2 3 2 & ik,
Jit J&8 3% 31 CD8" T 48 Fi 3% A & /K “F NKG2A, T H ix 2 fif
Je3 12 UE CD8' T 28 it B A B R AT A7 T 48 Fa W 4 s Fn 4
LI R 48 fe B F (4m 1L-15 Ao TGF-B) Fn
18 M 3k R 3 b JB NKG2A B9 & 351, R 92 E
NK 47 jt % &R 3ANKG2A, H 5 F R FE H A <. &
AT 3E B NK 48 jg Fn B 8 32 Vi NK 48 i NKG2A B9 & &k 34
5NK 40 fsh gb #E g fn B H BRI 0S EIEAE X, fi
& £ NK 40 B 5 & 315 NKG2A 5 B g 09 % 4 % B B IE
HE R, BB, A 1Z M FLIR R R 7 R NK 4 i & &
ik NKG2A T 1% % 3% NKG2D. NKp30. DNAX % B 4 F -1
(DNAX accessory molecule 1,DNAM1) #1 CD16 4 /&
AR, TrE e AR,

NKG2A B e (R HLA-E 7F 75 % F¥ fib i (L 45 i . 5
M. NEE LRE . BR.ZEWE.OFE . RR
B.OEE. HIRE . CLTFEMBECEES KL L
W, B 5 RTFUEMX22, TME & A -F 8 HLA-E
5 98 4 78 % 3£ CD94/NKG2A By CD8'™ T 48 A A1 NK 28 it 55
774 fl, 187 CDS' T 48 Ji Fn NK 40 i 15 S 47 ) M5 5, 3

are
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FERENMESTHE S, NTHIEGCDS T 48 fe 5 NK 41
B B B8R o B, P IR S 2 2 RE 4 B 2R 08 O M e - 3t
IFN-y F e T o9 EE /1, " E RS Al R A T e 0g,
kP e e ki, EAMR KA, E A
B 2 CD8” T 40 il CD94 Fu NKG2A ¥y & 34 , H I B 4%
U8 OB 8 = JE R B 48 B (tumor infiltrating
lymphocyte, TIL) t B B H At B9 T 40 i & 38 & AT
I NKG2A. 45 B 7% NKG2A'CDS' TIL & 3N 4 4 41 3 & 4
B, B HARWBENABETH, KL% FH0
MR [4n T 40 i % % 2k & ITIM & A 38(T cell
Ig and ITIM domain, TIGIT) .PD-1. TIM-3.LAG-3
&1, g N E &I NKG2A B TIL 5 & &k A HLA-E 8
MEARESEM, EERENTRTER EMH
S [oroneeel i W B R M NKG2A Bk 3 e 4R By & 34 5]
BRIk & B 1f % CDS' T 40 B 5 NK 20 A o 470 AP 98 2%
RLUO MG NKG2A #5 I B AR N B B A% R 4R
o &L, RAT R % EEE LW H A (Gmmune
checkpoint inhibitor, ICI)3E# H R 5| /7 ¥ &,
HABHE, #H— TR RS LI, A4 CD8 T 4
M FEETCR 2 5 R &K ¥ Jg A %& i NKG2A, T E
NKG2A &8 4% #4218 & & 34, M PD-1.TIGIT #1 LAG-3 #4
B % — R TUR A B 5 B AR 3 & ik, 18 7 # R HIR B
FIET . H I, NKG2A # I\ K & 7 b B 2 W BL 19 4%
EE &S F, 5 TIM-3 1 CD39 B A 48 L By & ik 3
¥, HEEBHE NKG2A'CDS' T 40 jft & & 3 78 7E
Wi B ARG R MES M E, g H
B EECOR 4 BEE L 3E /DN 40 e BF JE (non—small cell
lung cancer,NSCLC) . = [ LR B &F ¥ kL, B
FERIEGCIET R (T, e 2 2, FH i,
FEL BT NKG2A /-5 By 30 %] M 15 5 UK H 208 & CD8' T
2K RL 48 L A0 R R E A, T EL T RE AR AR T, BB BE

3 HNENKG2A B GRIE 8T 5EmE

T NK 40 fe Fu T 40 B 09 %, 0% 96 77 /& IR 2 40
BRI E BeEE ERMTEESIAETEL
R EIFHIEITH =, S TNKGA R A E B %% 1o
& 7e A NK 20 B 5 T 40 B o R e SRR RO R &
EEZERA REBEFRMGYHLNMEZ LR
T+ FEL 7 2R B 55 NKG2A 7 14 84 5% 85, LA 2] IE TME X4 NK 48
B e T 40 P 3h RE WO 30 %), 3 4% G % 20 B AR R, L AR &
& i, o B2 B TR L AR B0 B R AR 40 AR R A B B
B Ao
3.1 ¥erm NKG2A 8 %95 46 & KA 47

¥ % B 5 B 1 T HF & 40 NKG2A FEL W 4 7t (1
ICI sk [ELUT NKG2A Wy f5 5 4 3, 1 4% o e WY %, 36 58
NK 40 B fn T 20 f W9 0 7% 8 A0 A6 . B I 2 BT B9 NKG2A

BRERAGRESR NG, AP ARN Gy Ot
A R B £, Bl 419 8 [ 87 F| B (AstraZeneca) 5 i
Innate Pharma /2 5] Bk & FF & 89 3 78 A 3% % U
(monalizumab) . & At % 7 3 F /2 & #9 BMS-986315 #n
% E Servier 2\ 8 #7 5095029 [ 1 4 b | & I 4k &
MR BOR IR A 8] B E B K B9 50 NKG2A 2 471 HY-0102
B KR I W T 2021 £ 5 A & £ H 4k, Bt
THEAEFERBHBELEHFNA, WESHPD-LL 1R
Bk A R

3.1.1 FUNKG2A EH #4657 Innate Pharma /2 &
B & B30 NKG2A 247 B A0 A1 2k 2 470 (TPH220 1) & &% 7
JiI T FELWT NKG2A 12 5 My B0 2 4, 7 A UR AL TgG4 41
1K, BE4% R A & K B L BT CD94/NKG2A &5
HLA-E 84 45 &, AT %% % CTL A0 NK 40 Jf 09 48 f & 2%
RV, B R 45 RUY B OR, AU NKG2A B 47096 97 1
W NKG2A 7] 1% & NK 41 f % HLA-E" & 11 ) 48 B 8 5% 15
TE M, T2 78 NK 28 AR 89 31 & 1t o R, FEL AR SkHE &k
it . FANH| TR B TR IE AKX I (NCT01370902)
FTERREBEXTRNET,EATHNANL L
ML ERKBATREANETAE. EREAE
A GRERFTHBAER M ENET, GFELE
#E % T 10 mg/kg A A Sk A8l 20, W % 14
BRI, B EHRIERE, (8RB AT &G L
W67 AL 4 (NCT02459301)%% . B &7, #T NKG2A # 7% [&
4R B 7 vk B 98 (NCT02557516) . 0 F= 85Ik 48 ffe
(NCT02331875) . #3 A ¥ & (NCT02459301) . & & &
(NCT03307941) B fifi & (NCT03833440) % % F fif &7 &
FHRABRRR (R D, WFHERABRERITR,
B A I NKG2A #4767 B B b 8 8 &t R MR
RH BT R,

3.1.2 HUNKG2A B4 5 H 25 8% U697 HUNKG2A
BRI A MR R IET RS BE T A ARENIET
R, 5HMEEAE LTERTA 5B &G B A
BREEGMTHME FRE R AMEET 1
NKG2A B LB 67 MR o am E AL 2k #4715 41 PD-L1
B4 B &AL 2 4T (durvalumab) Bk A (F B 7] DL 1
NK 20 fii #n CD8' T 48 L T E #£.95 , 35 78 90 Y 8 % 0%
B HRFDRIN, Ko R E R T 40 M B B &k
PD-1 £ NKG2A, [ it 4 1| [5] B FEL 7 X 70 > 2 0% 46 2 a5
R AR R R B R RER; £ RZR
F LB REIEITHNRAR, AR A E R AL 2
B R L7 40% B /N KR, T AR R 3k B R AR A L
BB, B R R R T5%, — TR AR Bk A
MERFLERIK BT ERREBEEANE R
2 0 11 28 s JR 38 3 (NCT02671435) B 5% ik, 71 F 4 &
R, X PD-1/PD-LI LR i6 7 T A AW L EAREE
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A 4 F ff 8 B % FOLFOX L 77 A= (L W7 VEGF . PD-L1
HARREMRFRERIETE, B H T2 ML
R AR R A & A E Medimmune A
&) ¥ FOLFOX ., J& 1% | /. 2 471 o 2 A8 £ 2k % 41 8% & A
TEIREEFANGRARUMILEREEAME R
# AT E R A 1T I KX % (NCT04145193) , 1€
RIRERHFAER, 9B BHFTRAIAAL, E&
B, EARA LS E AR Bk BB CDTS filk B
k& ¥ 47 (oleclumab) Bk & A T & 7 47 4 & 111 24
NSCLC B9 TIT#A s JR X 30, #H b T B R L 4 2 2,
BRAMEERRRER REmwmuE, P A&
F+ERALERESERALEREHAMNL,
ORR 4~ Bl # 35.5% #1 17. 9%, 10 4~ A & PFS 4 5| 4
72.7% 1 33.9%, & F o B B 3L T KR T FE 35%
(NCT05221840)"",

EAA BB ATECGIR £ 78 # & £ 4
(cetuximab) ¥ [F] Bt % 3 NK 20 f@ 0 T 20 8 B9 40 Bk 98
7E M, 3F 4 78 NK 48 Ff el ADCC % R, 1T 3 AR F
BRERBFATXEETIET AL A/ HEB ML
AR 85 oW 28 B JE (head and neck squamous cell
carcinoma, HNSCC) £ # & 2 Fo & M oy 11 21 I R
A 4 (NCT02643550) IE £ # AT # . FHICT /1T ED IE
KRB PHNERETHBRIFHIE, RABTRE
—IEITE N, BV X E £ FAIORR A 13%, M Bk
A IR IT T % AT, ORR # 31%; £ 26 ] 7] F #H 2K
W R T, 8P ZM 140 Fax; T HRBER
#,0RR 4 27. 5%(95%CT 16%~41%) , # £ PFS 4 5. 0 4~
H,#40S 4 10. 3MA AR THZE %41 & PD-L1
FRBE G GTAS™, ERARERNEM L, E
#— 5 B S IITH#A I 5K 1R B 47 52 (NCT04590963) » ¥
MAKER+ X E LR ERA AR =HEKA G
TE R MW/ SR MINSCC BEW I HRBERER
N, 740 7] B 3 F, ORR 47 32. 5% (3 ] CR+10 7] PR .
FAPFS #6.9MAM, BREEFEAAFLHN
NKG2A # 41 BMS-986315, B Bl IE £ Fl £ 2 2 sk 5
ZE B AHPD-1 248 R A A # 4 (nivolumab)
AR e T B A s R, B #E N T b/ 11 I R 3 3 (NCT
04349267) .

TP 470 NKG2A .47 5 1% Ge b7 2 W Bk -1 L i 2
AR I R R e B BT E A #AT R, BEF A
% J (ibrutinib; NCT02557516) . # ¥ #| 44
(oxaliplatin;NCT03307941) %1 [ j= & & (afatinib;
NCT03088059) % . 41, NKG2A #4705 # EGFR, L PD-L1
B2 BR 5k B 40 ) A Ao T 9 R R A B AR
Jl T % ## B & i& A2 , 8 3 NSCLC (NCT03794544
NCT03833440 .NCT05061550 F2 NCT05221840) , % 7514 18

P VR B 40 B 97 (NCTO02557516) . T 48 i 75 48 5 i
% M o K FE B (NCT02921685) . HER2 FH M+ 3L A J&
(NCT04307329) . &% 34 3 7 J &5 #Y W B =R 4% 4% 1 i ok b
J& 2R 52 4R 98 (NCT04333914) Fn - F B HA 52K % M it
(NCT02671435 NCT04349267) . NKG2A #4715 AT BL A
7 A R AR T R B R A A e T BN

Fit T8 % 0% 30 ) BEE 4R B B R e e T M AR B R
MERBR, AT NEEZRAZ —REEH 2K U
1R 2 9k B 4 AR 92 E AP B0 A, (8 R R 3 I R
HEWW L2 A EE X FRE X MEM MK EHEE
X$ R 8 40 R H T BB R HE R M T BE . HLA-E BF & A
% % | H & 2 —. TME & % ik 6 HLA-E 70 fi 85 0%
JE CD8" T 40 g A NK 40 At 18 % 34 19 NKG2A, 7 # 48 &1
Jil A% 2% B30 ) M 15 5 7 EHI 55 CD8' T 48 A Fo NK 4 A
T A AL i 8 20 R 40 BB R B VE M. FUNKG2A Ltk &
Jit 98 & W BE A R R T 3 R IR R MG T R
B0 mb g 2 B NKG2A'CDS' T 48 Bt & i CD103a, %
Al % CD45R0O'CD45RA CCR7 CD127 KLRG1 , & T 4 41 3%
By F BN 2B . 6 97 M A 3L 2k 98 % % (human
papilloma virus, HPV) fik J& # ¥ {& #t CD8' T 40 J
NKG2A R A FR R EmME TN RIE, 8N
NKG2A'CD8" T 4 Mt  J& K A % #m , 1 Jf NKG2A #11k &
AR Bk 2 40 LT =] B Mk B A B3R CD8' T 4 LMY A
Fi g &6 77« NKG2A FU & 5 HPV J% # BX A1 A A 47 %1
T M8 R & K, I 9 B FE K 7 HPV Y B /N 89 PFS,
T S 5 ] 3 A0 A1) Bk 2 40 40 %) NKG2A 9 76 97 2% R 5
TER B, [, ¥ 15 NKG2A B 701 7T L3 5% o fie
V& ¥ W AR B 0% 9T 30, NKG2A FEL BT 401K 5 i B
BRI LG S M, R E R AR ERITHE
FiP 38 2 B 7 AR T R
3.2 TIANKG2A £ %% tmfle 6 & ik

TRENKG2A E A H A kB RKILRHH
NKG2A-HLA-E 47 1 V£ 5 5 . 3% % NK 40 i Fn T 40 B 40 %
JEREA I — R

A T P Ak F¥ 98 92 31 NK 48 A % E| TME 5 NKG2A-
HLA-E#f &2 S M & m , R kit T — #
NKG2A % & F 34 [HL 7 7 , 2 o 4710 NKG2A 2 88 41k 7 &
5 5P % B X Sk T O, EALE Y — BN IR M
NKG2A & & & W i I & ZAE R E ok, w14 s BY
WAHUNKG2A itk r Rk, 2 W F E W LN AT
I~ RE A% 15 Hr B 28 B AR T , AT FEL LR NKG2A 72 40 B R T
Wy Rk, T R OR E K R K NKG2A & B &AL
WR S E A SR ANK 48 f o, ST 7 4 [T NK 28
3% T NKG2A #Y & 34, {8 7~ 2 v 2 52 4R 89 5k 34 F NK
AR Y R A . BYFR, X R NKG2A™''NK 47 A AH b T
NKG2A" NK 28 f ¢ HLA-E' it J& 20 it B & i R4 3%
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% T, 3T 5P R & 89 NKG2A™" 28 At 1F
JA 470 NKG2A 470 A L 5% s L& 5% 38 58 NK 28 fE 4

Fit J68 & 77 B9 BRR, AR A0 R FiE OB K A KA D R
0S 7 W TR i BAE %

1 DUINKG2A B4 ICTH# I ThE & 567 B llm R IR B8

TN, It B

SR B B KiEH

NCT02331875 FELARKI Bk #HT
NCT02459301 SEARH) Bk #5710

NCT02557516 FLHSFI Bk S HT+E7 A1 55 Je

NCT02643550 Z&HRFI Lk EL P+ PG 2 5 ST

NCT02671435 ZLIFI Lk P+ EARF L B PL

NCT02921685 FLHFIER i

NCT03088059 5 S Bk A 470+F 2 8 J8 /A 14 7 J& (CDK
OB AR IS/ JE i A/
INCAGNO1876(GITR H.47)

1 iR 240 L
CARREBE I (e

et e NS NI WA (N€Z 31s9)

/10 (&) Innate Pharma
Canadian Cancer Trials
Group

Innate Pharma

HNSCC I/ITHEE Innate Pharma
e 34 S AR I /11D MedIlmmune LLC
A I VR R INCiZEY) Institut Paoli-Calmettes
HNSCC INEEE=D) European Organisation

for Research and

Treatment of Cancer-

NCT03307941 SCHALFI Bk P+ B-ybFIE/S-FUBOTIEAR SFE, BEERE, [/I1GEH) Jules Bordet Institute

NCT03794544 SEAVF Bk BT+ FEARA G B bt

NCT03822351 ZLARFEk B Hi+EARFIC 3T
NCT03833440 FEARFI I P+ S AR LR 5 pi/ B R & F i/
ceralasertib ATR I 1151 5751

NCT04145193 mFOLFOX6+/5 {%F U B+ A0 F) Bk B¢
NCT04307329 ZLARFIBR B 41+ AR Z 2R SR PT

NCT04333914 GNS561CHBEIHIFD+ZAFERBFi+L Fra e fem: QT

) BT (BT CS5aR HLpD)
NCT04349267 BMS-986315(HINKG2A H.41) 5 5k 544
PRV DI =l KNSy
NCT04590963 £ JRFI| Bk FL P+ G 2 HL 4T
NCT04914351 HY-0102($i NKG2A $.57)

NCT05061550 FEARFIIE BPi+LIT+ IR B B hial 5E8
FIER AT

NCT05162755 S095029(HNKG2A Ab)+Sym021(#i PD-1
BHOALZE BB

NCT05221840 FEARFJE i+ Bk & S pi s FEARF L 5
P+ BRI R LT

NCT05414032  Z& IR FI Bk EL P+ PG 2 ST

EORTC
B WRR N e
NSCLC T EED Medimmune LLC
NSCLC T GIATH) Medimmune LLC
NSCLC INEEE=D) Assistance Publique
Hopitaux De Marseille
WP EREEEmE I CglRD Medimmune LLC
HER2 F & II G#47H)  The Netherlands Cancer
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