7 B = 24 2020 4F- 3 ASE 22 555 2 W] Military Medical Journal of Southeast China,Vol.22 ,No.2,March, 2020 - 183 -

NK xR B0 EMN AN RER

BEFRRGR % K

[WE] AR (NK) 4R HUAR N TEE R R 40, NK 4050 2 F0 3248 (PD-1 NKG2A \TIGIT  TIM-3 45) HA 74
MR G A A S A5 AP T 5 308 0 0 B8 B2 A 35 AR HEA T A o), (8 NK A0 T R A S e I A T, S e 1) S e o 7
FEBE TS 5 ), SCEE FEEE R NK A 52 A IR I T B S S A (57 5 A R A A 57 s A S R 7R B4 F 5 SR
Fresik,

[RSBIR]  NK 40 NK A2 AR ik 2807 5 SRBEIRdT

[FESZES] R73 [XEFREE] A [XEHS] 1008-8199(2020)02-0183-05
[DOI] 10.3969/].issn.1672-271X.2020.02.015

Progress on NK cell-related immune checkpoint

TANG Jia-you'reviewing, PENG Yan® checking
(1. College of Life Sciences ,

Jor Chemistry and Molecules Engineering of Medicinal Resources, Guangxi Normal University , Guilin 541004, Guan-
xi, China)

Guangxt Normal University, Guilin 541004, Guangxi, China; 2.State Key Laboratory

[ Abstract ] Natural killer (NK) cells are of importance immune cells in the body. Multiple receptors of NK cells ( PD-1,
NKG2A, TIGIT, TIM-3, etc.) have the potential to act as anti-tumor immune checkpoint. By activating or inhibiting the activity of
these receptors, NK cells can normally play their immune regulatory role, which offers a new research direction for the immunotherapy
of tumors. This article mainly summarizes the advances of NK cell receptors as immune checkpoint for tumor immunotherapy and check-
point relates inhibitors.
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