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[ Abstract)

lymphocytes and play an essential role in cell-mediated immune defense against virus infection and tumors. Cur-

Along with T and B lymphocytes, Natural killer ( NK) cells belong to the third subgroup of

rently Adoptive NK cell Transfer has become a research hot spot on tumor biological therapy. This review dis-

cusses the source of NK cells, mechanisms of the action and recent development of NK cell adoptive immuno-

therapy for malignant tumor therapy.
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HFik CD122 \NK1.1 Fz NKp46 , it — 40k R il
#NK 4B, ik CD16, Ly49, CD94/NKG2A/ C, l
CD11b PAK: CD43 25 | NK £ fd i ad 72 o 5 43
FHLBAIAR BB, 3E4E R Gordon %1 & BL7E/N R
NK 40 fi 5 = T-box %% 5% [N F ( T-box Transcription
factors, T-bet ) 1 i H* & & B ( Eomesodermin,
EOMES) , NK 4N BB A & LB, BT AL, A LR
) NK e R mHR A @I SE R A S T3 R
EZ4& ( Tumor necrosis factor-Related Apoptosis-Indu-
cing Ligand, TRAIL), i %\ NK 40 jfg % i Bt &
TRAIL, 8] TRAIL J& NK 40 K87 B3 3 5 1 B
o> £k, A R NK 40 it TRAIL 3% 35 K
T-bet, TRAIL* NK #:4k, 3% TRAIL g2\ i NK 40
T4 % EOMES, U6 PH T-bet 5 EOMES & NK 40 1 i
RHRCRER,

HRPE CDS6 =ik K AR, ¥ NK 40 jE 4> R
CD56%" CD16™™" & CD56™" CD16%" B %, # # &
NK 4 90% LA |, CD56"*" NK 40 i ] 7= 4 K &
ME T, FERGEEVIER, BRS L2 Z&
(IL-2R) ;CD56“"NK 4 ffd =B R 40 B 1E H, Rk
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H B SRR HT 9 TL-2R, B¢ CD56™"NK L LA B %
1.2 NK #m 4k B A

1.2.1 NK i =ik

1.2.1.1 ZHMKEF5 . 0 IL-15R, IL2R A
IL-21R, 76 NK 4iffi % & PR EZ/ER, LHREIL-15
7£ NK 4fEH 5 B MR BGE B R L BIEM, T
DA7E TCH A 48 M N F A2 76 T 95 % HPC 43624 NK
Hif. 5 My88 18 B FAH G I 41 M F 32 44
IL-1R 7 NK s i R I E A .
1.2.1.2 R3] HLA T 2840 F /9 35 1k 25 3 il 4 =2
A L FE G % BR A 11 B K (Killer Cell Inhibitory
Receptor, KIR ) 1 5 ££ & &£ 32 & ( Killer Lectin-like
Receptor,KLR ) , KIR 1R #E 4} Ig #ELE A8 5 B 4
7 KIR2D F1 KIR3D B2, B F 3 o, — 53 I Y
B S PR B R BRI I B Y (ITIM) |, o 31 il 4 32
WA —HaRENEREZREERGELET
(ITAM) , & fb e 32k, CD94/NKG2 #24 C Bijt
HERWHEIERS,CD4 i A —AY3E SR AR
HAGFA, B X g a4 5 NKG2A/B.C
s E LR Bk, NKG2 43 R A 4h K Fn i ik IX.
BE T Z kK 288 CD94/NKG2A (B) 2 3 il P4 %
&, B 4 ITIM Ji i X ; CD94/NKG2C (E) &5 1k
Y2k, A& ITAM fRX ™, _

1.2.1.3 3k MHC- I 24 FReRMEb . g5
H SR % 107 40 i B 3 1K ( Natural Cytotoxicity Receptor
NCR) #1 NKG2D, #i # 2 & NKP46, NKP44,
NKP30, =H7E4r F 450 LI H FEE, 38 X%
TE R NK _F 39381k NKP46 , Xif 25 Fft $0 41 0 %% 4% 40 g
BEA, O A & RN SRR ME R
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HEE Ak JE BUR K 40 B B 5 T O E B4R AU,
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#HH (UL16- binding proteins, ULBP-1,2,3), Xk
BCARAE IEH 4R R I, 2R B R e
EFM T ERRL, L AL A EFEBMICA
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1.2.1.4 it F AW E T2 0 e E 732
&4 CXCR1.,CX3CR1 L) & ChemR23, RE45 4 1k
THEE NK 41 2 AP R R IEFR AL & AR L A IR TT 3L
i, MiEEE EEA CD226, CRTAM & TIGIT,
Hodt CD226 FEHUA I S I i RIE B B/,
CRTAM 7] U338 NK ZHf40 376, TIGIT 78 NK
MM L Ve AR AT M R TE 2, (B AR AN Y BT
LAl NK 41 a s A
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FasL {EFI& 2 {6 LB NK R ik FasL, 5 b 98 40 fig
RE R Fas(CDI5 ) G54, 7648 s 40 fL R B A
Fas =JRMR, HK AET-SHIBMBNE, &S5
Fas A T-SBMBE AL S, i — BB a K
BT &%, @TNF-a 5 TNFR- [ £ &4 TNF-«
SHE 40 Mg % T AH M A2 4K TNFR-1 258 5, B R
TNF-R =R {&, BUHIE N B30 T 45 M SBAR 38 a3, it
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AR IR AR, P A — IR S B S e 4, PR
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@bk B - b yed 4 o 7 S R RAVE I R R Ak S sis
JFHEEY, WS R % k®, i MHC & & Y5k
2l NKG2D P 44 i 7% IFN-y {5 5 3@ B
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EEEAER, BE B RNOE R0 NK 40t R e 5
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ARSI AR AR X, 1 28 B L
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