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The influencing factors and clinical applications

of NK cell expansion in vitro

LIU Jinying', PANG Jingjing’, GAO Xu’, KOU Jiayuan’*, ZHANG Yanfen'*
(‘Department of Clinical Laboratory, the Second Affiliated Hospital of Harbin Medical University, Harbin 150081, China;
’Department of Biochemistry and Molecular Biology, Basic Medical College,

Harbin Medical University, Harbin 150081, China)

Abstract: With the development of immunology and molecular biology technology, cell based therapies
(such as T cells, NK cells, etc.) have shown great potential in adoptive cell immunotherapy for tumors.
Compared with T cell therapy, NK cells can complete killing without activation and have the ability to quickly
release inflammatory cytokines and kill target cells, thus receiving special attention in recent years. However,
the number, purity, and activity of NK cells in the human body cannot meet the needs of scientific research and
clinical applications, which hinders the development of various applications based on NK cells. Therefore, it is
necessary to effectively expand NK cells in vitro. This paper reviews the influencing factors and clinical
applications of NK cell expansion in vitro.
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PIG B 07 R AR R BORE A R AL BENK AL, %
AU 5 A A S A N L Jo 4k 1 S s v T )
NG o ER AR 2 e N 44 L 348 B 3% e 194 DR 3
AT IEFEAOLAL, LA B R AR, HAl
JC— B4 e, (B E A AMIT 7T IR 2 A T
PG IR R AR SO R N A A b
R TR 2 RN K A I A I PR mR 0 B 3 AT U 40

Mgk

N o

1 NKZHAafE /v

N R G E 3Rk 4i i, 437 T4
. BAHAE LA ENKANH, NKAH A i
25 KiesslingZ5 ! 197 54F & IR I — 25 K ok bk 12
UM, B BECD34 S T4 i k. JEE,
NKAfE 4% £ X 9CD3 CD56 k4!, 24 4h
JA I A 10%~15%), 2 5 K AR G filid
PR o 5T 40 M ATB 40 ML 1 BT AR S8 AN R 2
AFET, NKYEMCTHEPURIR TS, mAZFE
HAMBEMEE A5 (major histocompatibility
complex, MHC)FRHIM, AT LLTEMRPY . (&AM AF]
B IR,

MRAE A R T CDS6 R IA T L, ATRENK A
S N IECDS6(CDS56 ™) [ NK4H fill MK K 1A
CD56(CD56Y ™ NK 40 L. CD56™E" NK4H 4
10%, FEAFAETMEZRES, "4 KE N4
KT, IR AE A Fa(tumor necrosis factor o,

TNF-a). T#tZE-y(interferon y, IFN-y). H40HA
%-12(interleukin 12, IL-12). IL-15. IL-18. }i4f
- 5 W5 241 g 5 7 i) ¥ Kl 1 (granulo cyte-macrophage
colony-stimulating factor, GM-CSF)%!'"; CD56%™
NKA A LT # FGKIL-2Ra(CD25), ANk sl /b
FiAFcyR M(CD16), TERAEEWIIIEH, K
fe 15!, CDS6™ NK4ML H90% A |, F 377
FEFAME b, AR LR AR, T
HEIE R M FRIENCDI6, £ Hyiiksa N T
141 9 2% 1E F (antibody-dependent cell-mediated
cytotoxicity, ADCC)K IR &m0, NK 4
10 3 HG S THT B2 A [) 8 143 -5 o 1 428 400 PR 3 /4
HPRAIY, ARIETIRE, HRIE AT 5 RS A
SRR R 2 Ak, BARIEL.

2 NKZRRafRsh 1822 0m E =

2.1 NKEZRRasfiREst B e sm
INKCZH i P SR Y50 Sl AR A7 38 28036 1) 52 55
K, AHE NS A% 40 (peripheral  blood
mononuclear cell, PBMC). JifIfil(umbilical cord
blood, UCB)MINK-924 /il %%, AMH#E2.
2.2 REEFXINKZHR (RSN TR R0
TERE TR ZR R, OIS [F) 40 i R & #RNK
MR IGEIE . A R A R,
— 2 0 LR R N L) 3 G SO R R, A R
LA H RT3 i 3 205 (00, Bk RS,

R 1 NKAREHZ AR

ES &S24k

AT e 2 BR BRI RE 32 48 (killer cell immunoglobulin like receptor, KIR)

[ SR 41 At 75 14 52 4 (natural cytotoxicity receptors, NCR)ZK %, #INKp30. NKp44. NKp46

[ AR5 40 i 2% B 51 C(natural killer group 2 member C, NKG2C)R i — Rk

CHYEREE 25 2 (C-type lectin receptors, CLRs), UWINKG2D

WS L (5 5 2 T (signaling lymphocytic activation molecule, SLAM)Z %% /K, WISLAM6. SLAM7. 2B4

TEATY Z 4K
UL-1645 4 8 F(UL16 binding protein, ULBP)3Z {4
CD163Z 14
DNAX%i B 73 F-1(DNAX-accessory molecular-1, DNAM1)3Z {44
KIR
FEJPPEBU T 524K | (programmed cell death protein 1, PD-1)
it B 2 A4

B G 98 BRER RN G2 57 AR 1% 2 IR 00 7 A R 5 A4 3R T4 B 592 52 #4%(T cell immunoreceptor with Ig and ITIM domains, TIGIT)

T2 BR R A A% R A 45 #40383(T cell immunoglobulin and mucin domain 3, TIM-3)
NIk B0 A 385 35 (R 3 (lymphocyte-activation gene 3, LAG3)32 1A%




902 - CAEMPILEEY 2024544551 Rk
R2 RIMTIENKARER EEKIR
SRR I3 sl HoAhRs Sk
(DTEGMP4E T PBMCR IR FINK AN A, Fxd B 14
RIS s IR 2 A R i e
PBMC (S PBMC LA A 95 14 dJF , NICAIH e 30 40 i 35 SR, GARSNT I, NKANBAEPBMCH (5 EE10%~15%  [19,20]
96%
B LA A A S aAPCIL IS 78, FFAMEAHNFEIL- .
UCB 2, 47 diEAF—KCD3 ML E, I 7E2JH P fEUCB- %Iééﬁigﬁfgggf i bR TAEPBMCT I s FL ) o)
NKAfY 183 0001, 4ifF =95% R
; S : o NK-9241 i & & 55 [F FD A Mt —ftk #k m] 3E47 I AR F 72 1)
MBFH) Yo BRI L IRTR000 Nk R, R R R, T (124
= - Riake B 75 24T 4 R BE T HL 385 s VR SR TR
P ’ - . Go S HE RS A% FTS5165E 14 AN 3 AFFDALAEBEAT
hESCIipsC {1 LRI MaAPCHEATIPSC-NKABIT M. SHIST s picitad 400 T ReiPSCHIENK AT Pofh  [12.23-25]
H FT538, CHFDAfCAESE Y T I RIS (iR 78T 2
aAPC: AN THuJa e 24N (artificial antigen presenting cells); hESC: AR T4l (human embryonic stem cell); iPSC: 55 % fig T4l (induced
pluripotent stem cell)
#3 BANAMEMEEFINKaY S0
il I3 sl Sk
(D)FIL-2FIL-1 5B A 55 77 7L I 3 AR PBMC, #3915 dJE, NKAHRACE o B A 19(89.60+57.17) 1
IL-2+IL-15  (2)MHIL-28RIL-2+IL- 1 SIS 4 1 o 7 7 H ONK AT HE, 3 dJS ., REAIIL-2-+IL-15HFNKANALY H S sE  [26,27)
PESS O T AR FHIL-2 (X NK 40
AW SR BB FHIL- 1815, TEik4EFFB6.RAG BANKZN M MIAE S, (EUKIL- 186 AR FEIL- 150, AT LAE
IL-18+IL-15  B6.RAG™ JNKZNM SRR I, E A 5w I IL- 150 BN TE 535, R WIIL-18 51015 BA5 Wh R M NK 40 o 3 [28]
FA
241018 FE B P TL-250) B4\ A0 8 INK A, 4 55 5~6 R T 0 655,10 A B INZ1 1045, {H4IL-2510-18%k & [29]
B, A 4R IR ZIE5E, B 10K T4 56fF
IL-2+IL-12HL- A BFFEITAS T A 5 400 5 720 & S NK A0 B d 34 i 56 mi, R 4M% 3217 dJS,  TL-2+1L-12+1L-15+IL-18 404 14 1 30
15+IL-18 NKAHH a1 000175, B &5 B AL-2+1L-1541 (301
L & CDS56 4 i B 25 R CD3/CD 19 40 A i 77 5 MPBMCsH 2 BINK 40, 45 FH A 7] o 4 g BB -1 25 & (i
IL-15+IL-21  IL-2, IL-15F0/ERIL-21)RBEATNKA MR 1. 4550 RM, S8R5 dfE, W EEAIL-15+L-21 A RET  [31]
HAE BT G FINK 0 f S G R SR AR, Al AT Ik90% DA |, At R M B i
L2154 FEARANHIL-2. SCFAIIL-15AN AL &9 NK A0, 18 dJF, IL-2+IL-15+SCFALY 18 ({5 5, IL-2+10-
SC-F : 1520 FIIL-2+1L-15+SCFZLAERHE 10 ¢ 1 A5 iE M 1>90%,  TL-2(F1 9k B2 X NK A 3 5 $ 0C B Ui [32)

(P>0.05), {HEREIL-24XTKS624N MR 2 B B & TR iRk 4H(P<0.05)

SCF: T4l Kl T-(stem cell factor)

2.3 {RAIFR4 BRXINK LRy 1SR 2200

TAFRAIMLRA TR AHETE, (HAD R AR
PEMTZN M, 388 5 7 3R T 3R 0K — S T A4 B4y WA 24
L DR SRR 33 A 5 2 3% 1k A P 8 B ), AR AR
AN IENK AN OB, N G 25 4 i AT B AR
e, ML AT e -5 4t A 1) AH B4R FH BI000 WA Bk AR
KR A R 25 T ) % 400 55 5 R A 1 114
K56241 M1, 28 M8 I Bl 22 2 85 3 CAb B SR AN X 4
M. P IIRAIM . HAAPBMCES .
23.1 KREAFEKS624m fie

K562 il & — g MEfE R A Mg, 28
AR, 8RR N30~40 he KS624M0 00 ARk
JEMEHLA 125, M2RECD1d% T, {HEEWRILTE

BT 3% G 2 5 il BT 75 IICAM-1(CD54) fIILFA-3
(CDS8)ERE B 7315 3 v 4 b 5 5 441 it 4 & il ik
K. IL-6+ IL-8. #{bA: KK ¥ -B(transforming
growth factor-B, TGF-P)LL LK E W40l % 14 55 5

ol KS6241 T LR 25 5 Mk A7 R IR, HL
%lﬂ% i ke R,

BT UL AR, KS6241 M E N 2 dn )
1Z N TaAPCHM 2%, IS BB, 7EKS5624
il I E 4 1 }\% F 400470 R (human  leukocyte
antigen, HLA)7» 1. IR 7B A 5, #
HL i B AR Y a AP CH T i gk T S IR T
FernandezZ5:P ¥4 PBMC 5K 562-mbIL15-41BBL4H
MAEAN T8 5% ANABIILIEMIL-2FINK - MACSH; 7
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R 3RS0 dfs, NKY AT 15 (903+576.3)
B, A N(91.75+1.82)%. {HH T K5624H i /2 [
Myw4n e, v UL MEYPiE £ R B (graft
versus host disease, GVHD)EUBYLEEA R wilY,
WOPE [ R PR 2 BT EE AT AR IR, H AT Al
FHy 55 8 0T K S 6 2.4 Jf 1 AT % R A FL A5 10 2 AN L
W7 3 5 () B RO . AT LR T XU £k Ay
SHERXTKS62 4N A fE R AR, 45 RR I, XUkt
A LB ARy B 4ok KK 56241 a7
232 ZREGRLEFECAENGEN @R

24 5375 % C(mitomycin C, MMC)J& —Fh 1%
UM 2. B T30 Gy, 50 GyM70 Gy it
2 FEU 5 04 [R) A A4 4 ) I BN A% 48 Pfd (allogeneic
PB-MNCs, AlloMNCs){ERTAFEANM, 5 fid FE AL
HPBMCsIL B R kY HNKA . 45 K K,
30 Gy yHT£E B ST 5 ) ALloMNCsH™ 14 NK ZH fifd i)
Kt g s, 21 drfy 82927045, S5 fkE 7700
f1(9.742.4) %38 5 2)(56.5+7.8)%, & — M il 804 2L
I HENK A 0 7 0
233 WRRMAE

TR, B 9IR 4N M (dendritic cells, DC)5
NKAH A2 (8] F A LA F 2 2R 2 %35 %3, BADC
VBRI FR40 M B S AR A 46T . A6 01 5 FH SCGM
BRI A ThIL-27E RSN INK AL, 10 df5, #
FAADC SNKA %S - 1(5 @ 14)M11 : 1(1 © 14)
Lol AT R A e kS5 7%, fES14K, 511,
1D THAR R 5 ) d 38 292945 . 2145 F1 164,
I HS5 D 141CD3 7 CD56/16 % ik %, XK 56241l
H A5 2 PL K BB W P TNF-a fIL-12p 70/ & 5 43
ETL LR IR, ERE S E Y, %
BIDCH] LA LA EL B R 1 7 SXy SENK i i, H A7
TEY BRI B 5
2.3.4 A4KPBMC

HEAPBMCAL5IEEGVHD, %2R E .
AhnZEHMg FIMACS £ 4t M4 1l PBMCH 414LNK
YRR, xR B AEMACSIE FE T i ENK 40 o 38 4T
(2000 cGy), #HAEN B AT TR 4 5 NK 4
MdERE 3%, FEAME AN FErhIL-2(1 000 U/mL)FIOKT
3(10 ng/mL). &R Ex, NKAMRAEF16~18d,
SPYIRYIE2 SIS, 12 AEANE F e 40 A sl Atk
o DR ) 77 G ) 1 6L T 3R 15 NK A i ) — F

ik
2.4 HfbFE%E
24.1 ¥HE

ER R R IR, Frp s ie 2 o HE
. FernandezZ5POHL % 7 WU AN A A I GMP 2 A K
K723 (RPMI. SCGM. TexMACSHINK MACS),
KILTexMACSHINK MACSH; FE 3 18 frNK 41 A
AR SRR RAL, RPRX M TR Y
HWGMPHNK M i A K3 ek, X HKI6B
LR RIF 52 45 A BL: 7EX-VIVO-10. SCGMA
TexMACSHI LI, NK MACS/2 i i i35 77 5k
242 %y

B TR IRV 8 (5 2 R T4 1 7)) B FH )
FHNKG T, RKINIAREA5~50 nmol/L )ik b
JEREWE LE AR AR 3 INNK 20 B (0 b 3 2, 9 HLAE
20 nmol/LE XF K562 4 Jid 1y 2 g 25 4 FH 5 % B
AT g IR 72 A R AR AN BENKAN AR ) s R
WA A, FikiE, ¥ R4 IPBMCs
NKAHMIAEZR N 7700 U/mL IL-2. 0.01 KE/mL
OK432(#: 75 57 3 AR U IR 5 A0 4 55 3K B4 5 1 11
FNAPLCDI6HR B IR 557221 d, NKAH P
BRI 8637.50%, 4l N84.3£14.9% 4, gk
(8 R AL T P A &), R
243 A A

X PBMC-NKH i 47 B2 Rl 40, AT DASY
INFLAR SN S4B TR 1 65 5. Fujisaki 21 72
RIL, K5 PBMC-NKAH [ 4 48 i 18] 1) 4 i N\ 2
it oL T 0 B S BRI FE I TERTH: S E C Y 187 dif)
PBMC-NK4H i, wf DAMENKAH Pk 2358, I
RN HIA 150 . A—Tit s, HES
HMyD88/CD40(IMC) I 1HiNK 4L, Ff5aAPCHE
B8 d, RN, BIAANKYHY 3G 15k
BRRGUANIAGT, JtHAET W, 2R
— Al PLBGEIMCI 7 73 7R rimiducid (Rim),
IMC-NK T f) 55 m 88 2 £ 07,
244 MBI E

FEGE KRUBE A P> NK A fe vpr, 75 22
0 AN TS TR IR AL L AH R DR TR A K TR ok 4
FENKAN M I RF S 3G, 1K 30 775 e 1 XU
Miltenyi Biotec’k Bl | —Fh 4> H sh 4l U fb B P 5——
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CliniMACS Prodigy, fEGMP&/F N454 T 414
M. AHMES L. BRI RE SRS RE, N
FCAR-TANM I AE = HiliE . E4R0E, Z R4 5 Xuri
W2515 % (GE Healthcare) A 15 FH BEWE 55 &0t A=
FPENKZAE, HH 4 S GMPERHE . Arai%glH —
Rl AR R 248, MUCB CD34™ 41 f B HNK
Ui, 6FIRTIE ATy G2 0006%, 4 =90%. Ut
Ak, fif 2%/ &) Glycostem Therapeutics?E Spanholtz[Z]
IR R gty 2l B, A4 B 3hCliniMACS
Prodigy ¥ # i FrifUCB CD34 4iid, F7F Xuri
AW IR A A A F i — 28 o A I ANK A i . 45
REIR, 40dN, NKYIMATH H#2000~3 000
£, & T Miltenyi Biotec CliniMACS Prodigy ¥ %
Ak, IBH HARRRRIRE TR &, WnZellwerk ZRPF
&t m R,

3 NKZA R i R R A

3.1 NKZHRaR) 4k &iasr

H AN KA 11 3 4 G 2 ¥R 7 7 I PR R 8z
BONT iz, BUFE MR R SRR R SRR . 25
WE, T IRERER S R AP — I i AR AR A
ff B I FN-CH296(E 4 N £F 4k i | A A
B IL-2H0K-4329 14t FNK 40, RG]
THAGE ERE R T IAIG RS 7R, NKZH AT
WUATCERRIER, TEfJE —IXNKA RfE4fE G,
A& A f S A A T . (HAE EAANK AT
J 3k 4k v o7 ph 4 B R R AR, A By
BB SRR R . — SR RS AN A R M R R
B B I T

AR SR AR AT T K B[R B 5 AR N A0 P 3o 4 4
G IR . T NK 4 M 2 i A KIR 23 BH AE
HAG#RIEA B GMHC- 1 29 FHRIMIR4IH, A
DX FHLAR AT A B, DLHLAY:AHA 1)
T I 240 B A N KCAH AR ) R 52 e o 3 AR (1) i
o EIRBHLA AN A I 1140 f #2548 5 347 [
Pl S RN K AT it 4k v6 97 0 v R e v, I
Ve [ P AR A ANKYH R, JER A KA
GVHDEY, Miller&5T5t 19451 22k &% 4 o 1tk £
I FE VRS HLA A & INK A i FITL-2, A 5451
AIIRAR e R, IR IIKIR-HLAAAH A INK A
M B R RRIER, HAKRLEGVHD. £

PR FE 45 5w, NKYH M ik 4k 0 2 57 v 2 £
oS /IR ) — P T AT PR B SR YR 9T TV
32 RENEZENKAEST

HAEl, k&P 2 ANKA M (chimeric antigen
receptor NK cells, CAR-NK)J7 vk 2% & Kk s Eih
HECD1923E A M (i 3 0. DeltafERC 435
TR /N M e o ORI B R (I R R R
AN 3 P S BB AT 3 5 5 2 M2 I AR 47 1
AR, Hokkgt N T/ TG R R . K&
NKZH i 7% 1k 784 52 ANK G2D ) CAR-NK 41 e 77 i £
RIS, oA ONK AN AR AL B 52 1At CAR-
NK G792 P AL A

5 CAR-T4AuAHLL, CAR-NKAIAHARZ A
%, WINKZEKYE 7z, " ELAPBMC. UCB.
iPSCE 40 U i 3R 15; EARIN AT EBCARE
Yy BT ZWME R E A, AT 40 i
Fi BORAUIE TR S ADCCHE Y HarteT
g0 M, R R T 51N B A 2k R R BH B A
#I3), ASL = A CAR-TYN YT 55 5 it i i 41 e TR
FRECOT B At TRIFICAR-
NKZH A A] DA ) 22 b i, e a0 2 o0 o 28 firh I
WIS (tumor microenvironment, TME), SZEIA 4L
(I Brb e A M,
3.3 HEmNK@aRENE S RmETiE

G A B RS O AR R 45 G NKAH A #E 35 1)
TG, BHWT SR As 75 A B TR E TMEHNK
A0 R HTR R H AT A B 32 B JLRINK
I i S ek A e W4

X NKAMAE g R TR R, K il BE 3T
PRZG S g R 7B R B A T RO s
PR PR AR

4 BREESRE

IR H AT T M S e 7 ik L2 o B A
TE2MER, ES5THRAL, NKIE 0 E R H
—E RIS, WINKGHHL S B8 5 7F F I T 55T
R, BRERTHRZ, FXRESEBLs T2
Y, NKAMREA—E R st /1, 7 4L Ta i
B o R A B A I TR 2 I, X
ST AR T 2 240 L P R TR 2 A 0 XU Ao
15 LANK 2 i 0 5 1) G B3R I BN B8 2 A KR T
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R4 NKAGEERES

g fai /- FIRENALY )& E SR
BIFRER B 4T (Monalizumab) & —Fit N IR IgG4 5 7d B HT ik
RCD159, FNK G225 i f 11 b (1) A] # HINK G2 A "NK 20 i 35 HLA-E Sk 251 350 5 bR 28 it Jors 20 At 28 00 it Sz A
SR s brigh FH R IEN-yFO 7= 4«
PG Z)%;\ fﬁi”ﬁﬁ%@?ﬂcc?)s;a gﬁ‘?ﬁ;ﬁﬂ%‘}iﬁxﬁﬁ (2)5$iPD-1/F2 7 HEFE T FC /A 1 (programmed  death ligand 1, PD-L1)HifkfE (70-72]
AP : R (Durvalumab) B &, T3 (EHE RN TAIH RIS, HSENK N
HIADCCHE F R IGTT Sk 2
TIM.3 RTIMFE R, #ETTHE. 5 R B Hi(Sabatolimab) 2 A J5ALIgGAK B 53 B4t A, AT 184 i e 37 B 0 3¢ (73]
Tregliffl. NKZfL ADCEANMIFKIH  RAIG AL B NKAN M a2 tt, (RibIFN-y 7=k
B ¥ F) JT H T (Tiragolumab) & —Ff N YE4b1gG1/kappa . o FEPUA s
SR g s e 2 1 . (1) TIGIT#1#15(Clone MBSA43, mouse IgG1)F1 i 2 Bk .41 (Trastuzumab)
HGir i PR I IR i, e NK b A Trastuzumab BT 1 7475
ﬂ@ﬂzg%%um T TR ST (2) TIGIT il 571 5 3t A1l B 5t (Tiragolumab) -5 PD- 141 il 751 B 25 1) B 5 51 ’
£ (Atezolizumab) Bt FH, A 0 24 i 52 1wl 4 A A /N 200 s 28 2 P 25 00
R
IPH2101#1lirilumab(IPH2102/BMS-986015) /2 &t % NK £ fid 417 s 4 32 4
KIR2DL1/2/3f14x NI IgG4 B 5g ik . Lacutamab(IPH4102)/2 HTKIR$L {4
FIEE = AR, R NI BTKIR3DL2 #78 FE Pk
(1) IPH21015 5K F8 JE fiZ (Lenalidomide) It &, REAT R0 aont 22 M R 8
AFEANHI R FMIERKIR, RIETNK & 067 808
KIR AR, T BERT H AR ARG TANME  (2) lirilumab e B4R bk EL 8 Hh 5 1 2 5 AP (Rituximab) B,  FIHESENKEE  [76-78]
Fim, HEAAMHC- T K591 PRI 8 i 12k 5
(3) lirilumab 5 HTCTLA-4 .3 (Ipilimumab) Bt & 1697 C 58 Bt 2 Fdk 2 1
SRR B T IR PRS2 (NCTO01750580);
(4) ¥ Lacutamab E y 2. 24 B & 137 K vA 97 TAT M Ik B8 1 — 350 11 349 e PR
RIE(NCT03902184) IEEHEAT H &
TGF-p JE TR AR TR R 2 ThRedl  TGF-BHIHII(LY2157299) Ml {2 #ENK G2D I FRIL FIIFN-y IR, Xt 45 Bl [79]
MIRF, B RAfRE i SRR R B IR S B RAFRITETT R
LR i ey Sy VRINCD20047044, AT LA IINK 40 A4 CD200 4 A (1 74 s 4, CD107aff)
CD200 g*ﬁgg&%’gﬂﬁiﬁﬁﬂgﬁ%ﬁ% FAENS%et 1% INE11%+2%,  TICD200 A% A 210 19%+4% vs 19% [80]
%y@yjﬁb' - HH £3%, BLKTCD200-5 3 32 14 ¥ HH B4R F e s R KA B LK R S gl & (il
eoRe 95 HENK & It
N B85 FARE A, & —Fhau
CD47 EAH, BTREREABRER, JLIF HiCDATHUEBOH12.2) Al £E 44K /M8 hINK 20 i R 2 bk B 40 i 3 10575 48 i [81]
RIETPrA IEFHMRT, EMEa H/ER, F=2EIFN-y, JEHINT 30%~40%HCD107aff1 34
2T s
FB. 250, IR AR KA AT g B T R 1 I 4k P e

AN RS SENK G0 i 2 V097 T i, 2
BITHHEA . WA IR IR SR KRR, 46
G HE R SN AR YT 3R, hESCHIIPSCTE & A2 K
SKNK A H A4 7047 38 (1) 1 3 kI8 . A 2 PPl A
FUIIL-2. IL-15. IL-18FIIL-12585844 KK m Ly
AR, FBEBNBT A LSRR,
JLRIE I N T TR 4 B TG 5 A2 B AR I . AE KR
REAE = e, BRI AR W) LA A PR K3
NKAHd 1 22 4 18, PRI THEAERcA . Bl
CA By 177 AT ZEAW ik, DUHIA 25
Py SR S RERE SRR, (153 DINK
4 M A B BRI G IR TR R A 1)
YEH .

To 18 2 BT B EE X NK A0 A S 28 Ao 2 A5 ) A

1097 FB CAR-NK, JRZ 2 A 3T Bk,
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