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Role of NK cell immunotherapy in lung cancer

ZHANG Yueyang, WANG Qiyun, HE Xiaohua, JIN Yanxia®
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Abstract: Lung cancer is a malignant tumor that originating from the bronchus, trachea and lung. It has been
greatly improved for the treatment of lung cancer, but the treatment effect is still poor due to chemotherapy
resistance and tumor heterogeneity, etc. Natural killer (NK) cells are an important immune cell, whose
decreased number and dysfunction will result in immune escape of tumor cells and further lead to malignant
development of disease. In the occurrence and development of lung cancer, the imbalance of NK cells mediates
the immune escape of tumor, so it is an effective therapeutic strategy to regulate the activity of NK cells for
therapy lung cancer. This review summarized the mechanism of imbalanced NK cells mediated immune escape
of lung cancer, focusing on the drugs that regulating the functions of NK cells for immunotherapy of lung
cancer, such as adoptive NK cells therapy at the cellular level, and regulating the activity of NK cells at the
molecular level, such as cytokines induction therapy, immune checkpoint inhibitors, ADCC-effected by
monoclonal antibodies, targeted drugs based on signaling pathways, and active ingredients extracted from

edible and medicinal fungi or plants, etc. This review clarifies the potential of NK cells for immunotherapy of
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lung cancer, aiming to provide reference for treatment of lung cancer and drug development.
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B AISmad3/Smad (5 5@ B4 . BARFIIFAR
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Ji I8 AH O WG 40 Hfd (tumor  associated macrophage,
TAMs) 55 b 52 -[A] i #% {t.(epithelial-mesenchymal
transition, EMT), H.if i B 4 i K] 1 4e 1 i Jee
. HARF i (natural killer, NK)ZHHAE A
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A G g% N IR B A SR Ay, R AR R R
o EE /A IR B —TE B 4, AR SRR )
4T 200 63 £ R T 248 3 A PR 40 BRLERT 5, R T8RS R
AR 40 ff(dendritic cell, DC)FIBAHMI &, MIiTiHF
e U S0 R A R E B S S . NKAH AR
B Ao A Mk g . AR RE s, 5 Ak
J MR E A 15% 245, e L ACD3”
CD56 4l A5 NP BAT A [F] Ty R AN B 2
RS EZE TR CD56'CD16 FICD56'CD16™",
KZHNKAHHLCDS6KIE % FL. CD16KIAKT
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I VR A BE S A0 L, 38 T T 4 B R A
Ak TR 1R R S B S e BT AR I A 4R
T, A PINK A e] DO BUR LR 7 O3S
M EEPE(E).

(D)7 R 115 S A7« NKH 53 Wb % Fh
WAy F o BAEZ PR T B AR K
7o XEEXN TS5 RN, BRI, T 40
JLAN P R 20 i AH ELAE T, AR ) b e f A AR T
O N G N NI 23 P 4 R IR T
H T & -y(interferon-y, IFN-y)F1 8 £ 3E H F-a
(tumor necrosis factor-o, TNF-0)ZF!"”, IFN-y &—
o 2 ) G e R YT IR, /R I TFN-y 5 S0 40 iy
ZARGE G, PR T R S R R
KB R RIVE Y. TNF-a —Fh 2 R 4
IR, 2517 & P AR BRI BRAE S
WG FHMM S5 TR R 20 RO
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A EREAKED, BHFENCR(NKp46.
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1 i L T P 52 A/ A2 5 ik e 448 P T D P A4/ 52
ek, WosRETIE K, RN, REd
T e A R T R R R AGAE A, G i R 4 e g
1A (1 Fas FINKZH Ml %15 (1) FasL! .

Q)F LR PRI EGIE . 8RR E A WUk
il R 27 L2 1 40 M B 0 ABUORE SR Ak kI 4N g B
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i J R NKANR =R fL3, I /ES40 MR b
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NKG2D 2 1A A 11 417 1) N K 20 i 114) 2 At 5 453 473 N K 4
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Q)Y ML o AN TR FRTNKAH I S HE A R
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B I Tim-3 23K 55 i e 288 P NKC A 5 1 A
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PD-1, Niu%5P 4536 78 il T PD-1 FH P N K 4H
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Jf1, FFAPD-1HMIPD-L17A] LK 5 il & 2 44 A NK
AL DI RE o
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microenvironment, TME)H & FRFASE =, PN
JHRg T AR AR 2 PP M) AN FLIRIK FE 3 55, fE9NK
YMIAETMEH 32451, AT BR i " NK G ) 28 D)
FEDY, DonnellyZP W 7 R B, ELRAMH PR 2
HI STNK A 1) 2R Th g . AE T AR id A2, NK
M R RE-1,6- — BB A (fructose-1,6-
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MOEREfE, HI9S 7 NKYM A aete, 51 ENKYH
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B e B R AR ARG E Y B AR
P B2 & (chimeric antigen receptor, CAR)-NKZiffl
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CARE i Y NK 41 2 34 6 % 38 1k C ARAK 48 P FINK
ST 52 A 4 8 1 AL A1) S AR o S o e P )
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A, AEAT T I — e AN AT 8 4 TR X, 437 a1 e
JR B E R MR S M DL TME 9 HE & 45 )
AT CAR-NK I RST BT R A PR . 45 B
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B0 22 4 AU A AR e T
3.1.2 NK etz

NKAH L6 IT 7772 ARAS i 1 B Ak
[ S AN 2 P i v 380 g R AR o I AR
e I E RN i T NS SIS E L DR SRR
ANK A R MIKIRZ AR A e EAHILED, 3 3KIRA
Rl AL B AN S 5, T S5 AR IR FUNK 4H A
A TS ACIRAS, BB AG RHE  Rr an .
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e B IAINSCLCE H AN, BER G EE
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BT T 8 AR S TE B R 22 41, B B R R
EENEVE N
3.2 AENKLY G T iR 254
32.1 mie BT

4 B K -5 5 1 4% (cytokine-induced killer,
CIK)YN AT i — M e ik, Wik, &
HE {72 58 2 PR BRI 7 40 1 40 B Y 3 (interleukin, IL)&Z
INKCZH A A0 At P T8 25k s 4 1 A 280 77
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ifi e 4T M 22 R 4 ADCCHE Y, HER2 & NKE
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D020 R I R R T A o 4 2 R 8
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Ji, AR PR IREE R R RaE

ERAR BT TS 2 TR WA T 410 1) 7] 5 ) 24 4 AN
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injection, CKI)AEA M| SRS R H L% (acute
myeloid leukemia, AML)ZHARAIMEEE"" . AT HIH
SeNPsHR A M & FH 1 A H-H 4 5 1 B-(1,3)-D- 4 5
BE(BFP)H JE K BFP-Se 4 K&, ZAKE A&
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DTEYZ PERAL G5, B TNKY S
PE S (1) G REVRTT
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I3 T8 BACE AR U 25 6 % A R A | e
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BB Y by BRI — &Y, Eid Ak
WAMSER B, RocAME 5 NK A il 2 NSCLC4H
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AN 0 AR A B AT T A2 A A Rk 5 T S 3 ek 0 )
H Bk ah sULK ] B R A HINSCLC H Mk, 1 H.
RocAREK ST NK4H A= £ BRI BB RE 77, DALY
SENK AR NSCLCA R R EH, X —#Ffi R
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FEAEIFN-y, M H0H0 bR i AR i, B R
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Q)M EiE—RE2MmEUEY, BAH
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ZARY RO AF R REE Y SunZE N 2571 2
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