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NKG2D/NKG2DL axis and tumor immunotherapy
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iR G P28 VR T A T o IR e R e % 1 3R ) ML
FEBRE G 2 20 PR S A5 A R R 4 B 1) AR )
BIT ik AR T AR G 0T AT, s S s va
ST EERIE FSE /N, By 808 BRFAME. HAT, Sk
K6 £ 25 #0171 Gimmune checkpoint inhibitor, ICD 1)
FOAEF CA )iz, Hop DR R SRR P M AE T 52
-1 (PD-1) J¢ F 4K PD-L1 AR I ICT R B B
UF (1) 988 G 2 YR 07 RACER S AELATY A7 7E 55 3 1) 92 6 I R
M 24514 ) A Bt 3R T R A AR T O U2
—ANEET A TR, HE T H AR R (natural killer,
NKO 21 J I R G e V6 T7 7155 B e ATk AT 7 1)
Mo NK AU P s i3 — 18 [ 2% , NK 48 fi i
I P R T A 1 52 A 0 0 s e 2 A 1] 1) T 467 T
YR, A i AP 2 AR B Fe B B2 4 (FeyRITTa)
AINKG2D. MATA-MOLANES %98 58 & Bl , FeyR
[T £ 5 1) 2 &M 5 303 5 Fe i BEg MU AN [F) 88
T BE, T AR R AR I IR A B )R IR
Pk R EA 5% (tumor microenvironment, TME) 1
NKG2D 3 305 AF FH & FLEC AR NKG2DL 7E Jif 98 48
Ji_E e PR 2R3k, {F NKG2D/NKG2DL fill iy Ji 8
G B IR IT W I AE B T, A SO E AN E T T
NKG2D/NKG2DL fli 75 198 S % v 97 v it e itk e
PR IR G 3 YR TT T VR T R AR R I R

1 NKG2D/NKG2DL e {E L&

1.1 NKG2D/NKG2DL #h 5 %, 9% U5 41,
NKG2D 52 & 7E NK 41 fg LL &% CD8' T 41 ffu v 3%
15 . NKG2D/NKG2DL #i 4> 5 B 306 15 5 o T 40 1l

AR SIS, A NKG2D J A BE NK 41 i
B4 EFF 7, NKG2D 2485 s 4 i - NKG2DL
g5 R g0 M B M SN, O 7R PR 4 B AT DL S 2
o T2 2508 DR B A B [ R 98 5 1% 92 Bl ok 42
TE F0 ) ey A K RN 72 7 TR #5480 B AR
o AT R I, R IR B e AN 45 BV s 55 e
A NKG2D BHH: NK 4 1 5 7 b B HL S g 1)
AR TS FHOC , NK 41 32 17 NKG2D #2148 172 NK
41 L T fie B A 1R B AL 2 — . LAZAROVA %59k
I, 7 2 i N A% i v ATV NKG2DL (soluble
NKG2DL, sNKG2DL) ] IfiL i /K °F 7t & ; 3k — 2 #f
FUE) 45 R R B, T 40 i F i ADAM FK iR (1)
&8 B AN I s B R & 8 R A B (matrix
metalloproteinase, MMP) /i 5 1] & H /K fif , fif
NKG2DL M Ji8g 48 il 22 [f1 i 7% Ji% /9 sNKG2DL , B il
i A s A A 5 SNKG2DL 433 , 5 3 sNKG2DL 7K °F-
FH i, H0 NK G0 HE P, AT 6 5 R 4 2 A
1.2 NKG2D/NKG2DL % 5 TME

TME 4 UF B 75 g it e AR 22 F e 7 i 7 vh
RIEERBEAER , M8 I8 97 BT REIR RARFE B
[(EE£mME] g BAR ARG EIH (No. 23ZR1427400) ;_Eiff
7 DA B R 2 BHITI H (No. 20214Y0516) 5 EHG I E 2 A2 f F
W HE RS 2RI TUH (No. 18-CG72) s Lilgli 4 FRA%
22 SIS E AT H (No. 18DZ2260400)
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T TME. TME H 5 45 8 24 it R 9% 240 e 2
[ 22 R4 L IR 1, %F NKG2D/NKG2DL [ %3 B A i
BER (B D, ke, IL-2 I0-12 F1TL-15 25 7] &
# LA NKG2D (3% , s A3 55 NK 20 i %45 15
P, 75 MR e ia T T R E AR .

S B WAL Gk

1 TME %} NKG2D/NKG2DL 4iE5 4k A i &l

4k A= K [K] 7 - B (transforming growth factor-f,
TGFE-B) A i J8 G 2 AT NK 40 i 25007 28 Th i 1) 5 22 47
VR T . fE LNT-229 I 5 8 40 2 o, NKG2D/

S AINK 2D

VikR A EA

ICB
GI29R MICA MICA (41.4) 7Co Dith Faqy,
mAbO4 MICA (a1-g2) BB CLN.g;q (Ugg 5?3’%!/}}7]

AN TR
BEEAAlR MO32  HDAG

4 Enti'nostat
CAR-TZH o i 4k 9732 Vorinostat
‘ T%% MICA

%jfi‘]/
20
‘% mws@?&? S
A MICBQ\%% m:aazmum f g
& <>
NKGZD(be)CE’R-T \-‘ 4 CAR. NKQEHEEJ:I%{“&

NKG2DL 4415 (4 it 83 G 2 B 36 1 P BE AL A1) ol A2 B
43 TGF-P 7] % 5 S0 I8 41 il % T MICA F1 ULBP2
AR 7 o

B E TME (1 — A B 2R AE . ZHENG <57
FORI, A F 2B FREAFEIFH T 1-a
(hypoxia-inducible factor 1-alpha, HIF-1a) 3 1A | i
FEIE I N5 5 2% 48 B B 10 (A disintegrin and
metalloproteinase  domain-containing protein 10,
ADAMI0) ({235 , A MICA A\ Jiyad 240 i 2 1 15t 7 A
T 400 1) T2 200 JEL %o b 98 4 P ) 3%

2  F I NKG2D/NKG2DL 3 7E B R & 8T F R
1ER

NKG2D Jz H e A4 75 i 988 A 4 F0 4 9% 1300 o B
HEE R M, HAT, @ id % NKG2D/NKG2DL
SR IR S AN R S VR T T I S B R (2D,
W E B TME S /N 73 4500 A & g 3 R 4%
Ji 988 40 i 2% 7] NKG2DL (1) 3 3% K I 35 7] 9% 7
NKG2DL [ 7K ~F 5 2 + NKG2D/NKG2DL % 1)
CAR-T/NK 4 ff iz 4k o7 25 55 35 W] A 280800 i g 4
P VLT, T G TR G g% 1R

Ke

G%%
N .& Galunisertib
(LY2157299)
}]ZLAIIC ALT803

mAbo4
i 7‘.

VEGFR2

2 ¥E 8 NKG2D/NKG2DL EM‘HFF#E GIEATT P EMERNLE

2.1 A TME ¥ 3% NK 9 %.5% B AL1E R

IL-2 52 3 [H FDA itk FH T-16 97 #1541 i
AR B KB T2 — . £ E%
P R £ 2R R A e R b, A R IL-2 98
T oA R Im R IT R, B vl IR 28 2 4R 1 58
AR AR s B TR R TL-2 J7 iR S IR )N &
AR IR TME A Rz 40 i 308 T 40 B 1) 9
PEMT, BEAR IL-2 7 & TR D AN RS, (R 2 {7 2%
FEAR.

LISERE TR , 5 B A IL-2 A B, BEA
IL-15 n] A & F NKGsz BE EANK 40 B
FIA, [FIEGE MAPK {5 5 38 % 3 55 NK 4 j e B RF
21t 33 24 L P 200 B B 1

=K TGF-B il 5 B A R M C. i
FURIL,IL-15SA/IL-15RA E 54 (ALT803) 7] LLAE
N SRR LIRS  Jitiges A0 0 51 fides b 8% TGF-B X
NKG2D Ry AEF , I35 98 504 4O 40 i 5 1) 48
JI#AEH (ADCC) . Galunisertib(LY2157299) 4% 5 [H
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AL A28 IF & () TGF-B 1 B 32 4R 411 751 , LEE 209
%f b TGF- B A1 Galunisertib 4& 3 J5 fii &8 244 B
NKG2DL H) & i& , & I ] TGF-B 23 18 #% 4 9% 40
JH ) B 2 R S S R JE I b U P R 4 A
NKG2DL K &k & NK 41 f /v 5 1 bt i 98 4 9%
S
22 T ApEI R AR G A E G RIS B e R
& NKG2DL # % ix & o7& sNKG2DL &9 K -F
221 /o T AR R 2 B 8 48 B 2k B NKG2DL #y
*ik

NKG2DL A i85 24 1t 2 i . 7% 2 i 8 4 92 16 i
() —Fh S HLHl . ADAM AT MMP AH & 1081 71 B
R B RS NKG2DL H it 7 , HF B % 7 NKG2DL [ 4
928 6 3 R MRS, 7R iR 65 R 41 Pf & Coral squamous
cell carcinoma, OSCC) %1, MICA 1 i 7& B&AI% 1 g
g% JE M. TIMP3 CUgEUE B T # ] MICA 7% » A

S OSCC 4H A 384 5 « ifn %5 26 j 3T B8 A1 280,

TIMP3 J& —F 5 4 f 41 3 5T (ECMD &5 & H- Ml &%
A B A2 W 1, XHIH] ADAMI0 B R
HFTe oy — U FE" a5 i 2 1 B0 o R0 22 R
G Wi R Wt J JK fi# B (fatty acid amide hydrolase,
FAAHD #1177 URB597 1] 1 il MICA/B [ it 7% . i3t
— L7 R B, R TIMP3 7 3% % URB597 fI1EH
Wi B URBS97 & i ik 3 il TIMP3 [ 3 I 1] 42 301
MICA/B IFIf5i7% -

NKG2DL 7T /i 8 21 Jfd 2 7 1) 22 1A 4 i 41 ffo i 22
DR ZH B 5 R i % 3t BRI S 0, B B AR A7)
2H 85 I i £ e RS 4111 751 Chistone deacetylase inhibitor,
HDACD B DNA 47 15 71 7] LA 9 8 G 28 16 97 1) 24
Y. LUO B8 K I, & E B 40 4577 MG 132 7
R NKG2DL 314 , MG 132 75 5 () DNA #1475 %
WL R R B Al i Y5k R BB (ataxia
telangiectasia mutated protein, ATM) Al 25 £ 3 i 2
(checkpoint kinase 2, Chk2) UL}z 2 5 FH fih DNA #5115
BT, i MG132 3% £ 1 _E i AS49 41 i
MICB )ik , 3+ 34 it NKG2D 4 S ¥ NK 41 ffd {1t 21
Mk

HDACI e 1 5 8 1 R 1) D Re , AT AR 0 852
JIN PR B T 2 2 B R 1 AE R Y, JOHIN 25
RN, 1P HDACT B 175 KF (entinostat) AN Y AT DL
15 N JeRE 41 il FF MICA A1 MICB ) 352 , 38 1] LLIF]
38 N NK 40 B A 3806 52 48 NKG2D (3R 35 . ARor
Pt (vorinostat) & FDA L) 26 — /N FH T I T 41
Jitl bk (298 (cutaneous T cell lymphoma, CTCL) 74 7 )
HDACI. SR, I PR T S0 TT A58 1 oK UF S H %
SEAAIR HVR T RO o — TV FE P I AR AR R B

FhAZ M AR P9 5256 4F BH , vorinostat B8 14 55 = 2 Je 48 it
X NK 4H B A5 %) 40 B ¥ A (%) B0k P, ml o o 400 )
PI3K-AKT 15 5 i@ % 1 15 MICA )2 1% , M 40| =
200 240 PR PR 1Y G AR 2 (R LR T kAR A T
s R V6 97 7 & 1) vorinostat i< 5 5t N B 250 i J8g S5 Fh F%
FE AT 988 /N SR VR TT AR
222 FLMICA/MICB 7t 14 #2 52 it J& 40 it & H NKG2DL
H & 3k

MICA/MICB 2 Jif 98 40 fg o )7 iz R IA 1Y
NKG2DL, #2[r] MICA/B $it f4 n] & i NK 28 ffd /v F 1)
ADCC 237 R W5 48 i A 5 PR B0 A4 406t 1 248 ff 7 Wik
fE H (antibody-dependent cellular phagocytosis,
ADCP) , 3858 i e % IS L. It 4h, 3 1) MICA/B 1t
AAR] 5 5 9% B0 AT VA I MICA (sMICA) B i e i 2 4
W, a3 X2 A TS B N T A RRI ik
SMICA 713 1) i 83 H 5 106 31

7C6 mAb & — Ff ! ] MICA/B 1) $T & »
FERRARI 55 2/F 5 & B, 1 it A 28 2, 3008 /N B
7C6 mAb AV b8 T ¥ 4 i K TH MICA/B [R5 7K
S, [RS8 0 T R Y N 2 3R R . R
A FI I A R /N B R, 7C6 mAb JRITH
REBRAR T PR T o [FIRSE S AR FE IR IR 52, 2% B8 S 78
F= & I NK 40 i L 11305 4 NKG2D #1CD16 Fe
Z RN T ). FERRARI Z2 3E — 35 #F 7 K B,
HDAC I 1 bt 7] 4t (panobinostat) #1 7C6 mAb 1 [F] {E
FH L 1858 T bR 40 B _E MICA/B £ 1 (1) 35 , Ik 2>
7 N NK 40 fif 2 2 (¥ NOD/SCIDy /) 55, £ Jif 75
T 40 A BT PE N 2B € 2200 20 e 1) I e A B . Ak
ALVES 2% 3L, 7C6 mAb 5 HDAC [ %' K Hh ¥
(romidepsin) X 75 14 F B} , romidepsin i it 75 5 SV
HE & [ 199 (AML) 41 g _E i MICA/B 3215, 5 ik
IS MICA/B Btyg f il W [FE F o X M2 &
REfS 7E N TR AL AML A RS s ] (s R , AML
F) G 38 YT AT DL I 384 i AML 41 i -F MICA/B B 3
b B WD PUAR SR LI, 3X L bR A B J5 2= B 15 05 4
HLA IR AN IR .

CLN-619™1& —Ff A Y51k 1gG1 558 B ik, ]
DA BH. 1 MICA/MICB 1 &5 H 7K fifg B 780, AT 38 i
NKG2D /i 5l ADCC 2 & i J88 40 P i2E 47 S BE AR
7E Nt e R ASAE /N B R, CLN-619 1697 FEAR R &
AT SRR BB R E T BRI R A K
AR sSMICA I 7K F-. CLN-619 H §i IEAE#E T —
T A BR T A7) & 58 189 11 R 58 , BF 98 CLN-619 H
IR A 18 51 Bk B 41 (pembrolizumab) 16 7 B 5 S 44
Jo R I 2 A L RUME L 2 AR B N 2
TETES
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223 FukERGEE B R 1 B 40 B A& T NKG2DL By & 3k

Prikfh & & SRR N TR AR A A
BS At A YE S R E SR . BT RS
AR, Uikl & & QI BA 2 M AN S D6, IF
HRIAWEMAE AL IR MPLRS &R,
WAFEA 5 2 Gl 18 A R SR

MICA 7£ IE % 4 ff I 2RI BRI  H1h
SR AN MR T T 3R AR S R iR T
7E§8 5. DING ¥ it 7 — Fh il & Pk —
G129R MICA. %l & Pifhk th MICA I 3L & (1) 15
PR G129R 4. B FCAIE 52 G129R MICA MY fE
L5 PRLR B 14 SRR 96 410 B A NK 40 28 4, 10 R e 2t
NK 41 i B 00K B B AT TFN-y, 38 58 NK 41 A %
PRLR [ 4t Jfa i e e P R A TR H

Pl & A BRI AE B R AR /N 4H B i g
(NSCLC) 1 7 Hi 55 35 (I IR Y7 Rl AT, BEAT TR
A RN 2 2] G 92 ] TR B R S PR . PAN 2527
Wit 7 — M ¥ [ VEGFR2 (91185 MICA al-o2 fili &
F) 38 AL Rl 25 Y mAb04-MICA . mAb04-MICA i i
R 5 M 45 & VEGFR2 #1115 e AT NSCLC 4 g (1 34
HH , 55 B BT (ramucirumab) B 25 AHEL , £ B
Jig A NSCLC /)™ B 52 0 v 35 FL A 58 400 388 1 470 ek 9 A%
B 3B K I, mAbO4-MICA 7E 4K 4 F1 44
BIREME #E NKG2D" NK 4l i v 14 , 75 5 i 4 O%
4 A i M2 B e MBS AR AL
2.3 A F NGK2D/NKG2DL %h &% 2m fitn i 4k 57 7%
2.3.1 % F NKG2D/NKG2DL H#J CAR-T 4K fff 3¢ 4K J7 7%

JEHT B FOARE 12 TR R R NKG2DL (1)
CAR-T/NK 40 X 12 Mg (R D, — i &
BT SERAMEIERIT 2. CYAD-01 #2& Celyad 2 7]
B R (55 — /> @ 4k CAR-T 40 g it ik 25 4 , 2 T
NKG2D %k 5 CD3¢ il 415 5 Bs 3 IF Ho st iy I
P DAP10 iff 3L 3, Rk (1) CAR H A& R 1 i
R MPUE PR B MRS ESER AL
NKG2D 5244 , M T 2 [r) Jif 983 20 Jifd 2 1 () NKG2DL.
SALLMAN Z5E20 A 7 CYAD-01 1) T 31l K 1t 36
THINK IfiL %0988 41 (1) £ , THINK BF 5% 2 — 30T il b
ZEH T R R, A B b R i 2RA T
)2 R VR TE AML. B B 8 A B W 4 A
(myelodysplastic syndrome, MDS) fll MM & 3% JF Ji& .
55 R Z HUAE W CAR-T 40 7 V5 IR B 5 AN [4] 5 A0 5
FE& A AT TRAL BRAL T (4% G0 R 5 X 22 U 5 b v
CYAD-01 (VG 97 J7 AT 7 WAl . &R E 7R,
CYAD-01 )22 4= 1% W47, 12 49 0] ¥45 i) AML/MDS
BE A 3B RE MM . (HF— 0, %R
SRR R, B AACIR LR , CYAD-011E

— PN T B BT TAL B B SR IT A, R
Xy B R A EEE

B = A AR A, T R T CAR-T 4H i 75 5K
PSR s e D BRLAE T S AR o iR o e 1
(TSARA , MG MR I i K 2 B — H B A%
PERSO T A V2 B AN SO LE IR YT SEARIR T T
MRS 71, WETEDI M ET — Mg ek
NKG2D. 4-1BB Al CD3( ] NKG2D (bbz) CAR 45 ¥,
HAT@ i NKG2D 5 T 48 ¥ DAP10 AH ELAE A, AT
554 p85 B M, A NFRAL T CD28 L3I o 1o
I, NKG2D (bbz) CAR-T 4l Jifd v] LA 5] i i3 4-1BB il
DAP10 3l 3415 514 5 . NKG2D (bbz) ) CAR-T 4H
WL AE AR D B AR 2 A FD g A B 3, #  4 1 AS549
4 Jf ) /D BRAEE R )i % I NKG2D (bbz) CAR-T 48 it b
PR /N BUE 55 14 KA1 56 22 R 5 S o R L 4
AU AE o

MEISTER #5Hi| £ 1 2T /N AT A mRNA [ 2
TRE T 40 Mo , L3Rk —Fh 5 T NKG2D FIE 78 41 ffd [5]
T IL-12 FIIFNo2 1) 2 #E 7] CAR &5 44 . it — B fE ik
HMFIAR VPSRN IR PR R 1, S5 R R
ik CAR BG40 g 5 7 i T 48 M A Eb , 78 = R 7
G 5% BE 77 /0N BRI T R B B R, 2 1) RE CAR-T 41 i
FEAR A AR P 2 30 H B s P ke g v v, LG B8
PEIT R

KD-025 72 JL A= 4 2~ 7] #fF & () #E 7] NKG2DL
I NKG2D CAR-T 4 il , tH A\ ZE NKG2D 1) Hg #h 465 14
1,.4-1BB M1 CD3( {5 5 &5 Mt 4 Bt . SUN S5PI7E 44
AN FIAR P S o A2 AL /)N BB 28 o s FH JHF 40 PR s (HHCCO
Y B & VP S T KD-025 BB MR iE 1 . TEAAR A
% HCC 20 M 3R S H 50 1) 400 i 2 12, 760K Y e 8
5E A1 R MR I 4 7 30 W K 3 T8 g 7 A A A7 IR
A, XeLE LI, KD-025 A8 6% LI NKG2DL 4 #i )
75 24 7 M AR B HCC 41 il , 9 NKG2DL PR 22 3
(I RIS AL T R AR A

ZHANG %P5 50 0, 4% KD-025 5 DKK 1 #1
7 WAY-262611 kA FH 2, 75 B M R i s ) e Al
W AR T R B B B AR T R — 29 i B R A
J7RCR . 0 DKK AJ L 2% 55 98 5 g v 1) G 2 0
IR 2 N A ol I =L U Al S N e
NKG2DL )ik , 3 58 7 NKG2D CAR-T 41 g 1) ik
JERE A, O B I S IR R . 52
H I W) SRR Y CAR-T 41 B8 AH Lk , NKG2D CAR-T
S w3 531 22 1 TR A G B R DL G iR S R 1
ESQIIC S B G I B A U VN
NKG2DL 87 A8 ML 17 55 i 5 20 M A A B 41
Jif 8 R 2 TR B SRR i S AR
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232 # T NKG2D/NKG2DL #y CAR-NK 28 fff 3t 4 )7 %
CAR-T 4 Jf 2 &% 5 F 1A 2008 41 28 84 5 SR
CAR-T 40 L)V I7 T Re 5 fa e AR A I s AR A
K, w4 M R ORI 2% & AiE (cytokine release
syndrome, CRS) Fl1 i 28 £ V£, B 5 R B,
CAR-NK 4f g 1] 58 2= 7 ]k CAR-T 41 i 11 b i e
IF SN BRI PUMIEEH . NKX101%"/2& Nkarta 24
Al E KBS, — Fhow R R g TR AR B
NKG2DL ) 5% & CAR-NK 41l g 7= iy , R 1E # A 1
NKG2D 3244 fil £ H 313 (0OX40) FI{5 5 (CD30) 45 74
B, R RIE—FRIE LA 1 A2 -15(mbIL-151E N H
AR R, T N RE AV . IR PR ATRAER B,
EAE TFEAL NK 410 A1 Eb , NKX101 7E AML SR 2 1
B b B 4~ F5 A 251, N A 75 A S HL
R VER . H AT, NKX101 [ 11 R 7 45 1E 78 R/R
AML 575 KU MDS &5 1) T R 70 i34 T o
CAR-NK 4 i 75 i 987 S e v 97 R R B 1 ) 11
S, TE SR Hh 3R AT 16 AH T 70 250 A I
Jo 1) 2 5 DA b, T AR 72 #0AR U7 T, NKG2D & —Fia
7 SRRV R HE A . XTAO 59 5 NKG2D
() i AR 45 A6 32k (ED) « CD8 o 4505 A58 s IX LA A% £ i P

& 5 3 CD3¢ 5 DAP12 # & 1 1> NKG2D mRNA
CAR % ¥ , 4 5 /& NKG2D-CD3({ CAR (NKG2Dz
CAR) fINKG2D-DAP12 CAR(NKG2Dp CAR), 2R &
W ok B A — BE R 70 A [F) 85 757 24 T 9 3 1 NK 41
43 5514 FH 45 () NK G2 Dz 1 NKG2Dp mRNA CAR
HEAT L 5 FL B 1M, B B NKG2Dz fil NKG2Dp CAR-
NK 4l (RS s R A s . it R s R, 5
NKG2Dz CAR NK 4f g #H . , NKG2Dp CAR NK 4 i
HAHERM MR . BT EER,
DONG 2593 % ] NKG2Dp CAR-NK 41 il 347 T~ —
5T . NKG2Dp CAR-NK 4 it 78 45 B 9 /N 6. 5h
IR S B8 v TR R B B3 AR RO RE S AU
KA /N A AR A . BE S BT R T — Tl
B R0 7R B 1 1R I PR 78 (NCT034151000
F T 1PAd i 4 %7 E NKG2D mRNA CAR HL % L& i
() NK 40 i FH TR 97 e R Ve 4 B W e A 3 i) e 4tk
FIAT 4T P . NKG2D CAR-NK 40 Jifd = &5 45 24516 )7 45
L 2 Re A R e, 25 24 A7 H B e
A N A R ol AR [0 S VAN T s R TN
NKG2Dp CAR-NK 4 jfly697 25 B e o A (e
PRI R 2 AN B

%1 T NKG2D/NKG2DL # CAR-T/NK 40 BT 2k 7 5%

Tk WEFRE B & M AIE 2T
CYAD-01%" [ AMLMDS. % k& M5 il CAR-T 4}y
NKG2D(bbz)CAR-T?” I AT i CAR-T 4y

FEF L IL-12 A IFNo2 (3 T mRNA 12 ) IR AT it CAR-T 41l fitg

FENKG2D CAR - T8
KD-02505%3 R T 3 JHE B CAR-T 41}y
NKX10187 [ ! MDS.AML CAR-NK 41 ff1
NKG2Dp CAR-NKP PR T30 o H s CAR-NK 4

3 & m JUFAS S 77 A BB AR RN 5 1% A4 1) NKC4H P 38 o 77 A

A A

T PR IT OO IR G IT AN T Bk K — B 43 .
#17) NKG2D/NKG2DL i, Jt H 2 H # [ MICA/B,
JedEE A 5] J R EE A R NKG2D A i NK 4
LA 5 BB e R A A e R e % . AR SC R e
NKG2D/NKG2DL Fi /1 5 (1) G 72 15 I A G 8 b itk , 4y
BT 50 i 988 G 0% 36 97 1) TME [R 2%, % L NKG2D/
NKG2DL Jy#8 5 1) [ 8 G0 922 16 I7 MG HEAT T 470R o
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