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[ Abstract]  Natural killer (NK) cells as intrinsic immune cells kill tumor cells without the need for pre-stimulation
by tumor antigens. Therefore, NK cell based immunotherapy has unique advantages and has made significant progress in
tumor treatment. In this article, we review the development, classification, and mechanism of NK cells as well as the
applications of NK cell based immunotherapies, including immune checkpoint inhibitors, adoptive cell therapy, and NK
cell adapters in tumor immunity. Thus, we elucidate the principle, current status, and developmental trend of NK cell-
based anti-tumor immunotherapies to provide ideas for their development and application in the field of tumor
immunotherapy.
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B ) 5 KSR NKG2D Be Ak 83 Bk, HE i 75

5 NKG2D #3651 e e 5o % . Wang LB
FERH 7 2T A S0 NK 1A S 470 i e 470 i
TR AR RE P, I ELTE I PR AR Y 44 P
FEIGEAE . NKG2D-NKCEs iy 2 % VB e $ 3t
ToRa Y 72, HARRIm R BT 7 o

X NK 2 i Y G 928 7 kA TR S v 0 iy H
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Table 1 Applications of NK cell-based immunotherapy

in tumor immunology

J3
Application

JE P
Principle

BB R T NK
Y HEIARYT
Activator mediated

NK cell therapy

CAR-NK 4
bbig

CAR-NK

cell therapy

M T A
NK Zufiifiyy
Cytokine-mediated
NK cell therapy

NK Z it 4kify7
NK cell
adoptive therapy

NK 41 356 45 e 35
T

NK cell combined
immunotherapy

NK B & ITiRIT
NK combined with
chemotherapy

treatment

TePE A L A
I NK 4 i 3695
Selective targeting-
mediated NK

cell therapy

FUHTLA N7 A Y W) Bk T NK
20, 494 5 A0 e A0 Y RE

Using substances such as antibodies and small
molecule compounds to activate NK cells and

enhance their ability to kill tumor cells

AT A CARs 51 A NK 20 v, {1 5
REAS R S M U Al it 200
Introduction of synthetic CARs into NK cells to
enable them to specifically identify and attack
tumor cells

FUFAR R 40 112 T-12  TL-15 25k 33
NK 4T, 35t HR s e 40 i i

Use cytokines such as IL-2, IL-12, IL-15 to
activate NK cells and enhance their ability to
kill tumor cells

W W RNEOE (Y NK 40 i RS A 3 8
PRPY 3558 S0 FR gl I 20 A A e
Transplantation of amplified and activated NK
cells into patients to enhance the immune
system’ s ability to attack tumour cells

5HAb SR ST W4T PD-1, 4T PD-L1 555k
B, DI SRIG ST ROR

Use in combination with other immunotherapies
such as anti-PD-1 and anti-PD-LI to enhance
the therapeutic effect

Ly s & i, 4= m iR T 8OR ,
i A0 A AT 2 BT Z A IR IR
72 IR

Combined with chemotherapy drugs to improve
the therapeutic effect and reduce the resistance
of tumour cells to chemotherapy drugs, while
reducing the side effects of chemotherapy drugs

FIFHBESE ) BT (CANFR) ¥ NK 240 51 5 5
I 200 L 3, i o SRS o) 1 RS sk

Use of certain substances (e.g. antibodies) to
direct NK cells near tumour cells to improve

their targeting and killing efficiency
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