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Inhibitory effect of neutrophils on tumors
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Abstract: Neutrophils, as important effector cells in the innate immune system, play a key role in the coordination
of immune and inflammatory responses. As the first line of defense against bacterial and fungal infections,
neutrophils have the ability to kill invading pathogens. In the pathological state of malignant tumors, neutrophils
have dual functions of promoting or inhibiting tumor development, according to changing phenotypes. How to
inhibit the tumor-promoting activity and enhance the tumor-suppressive activity of neutrophils is an important
scientific issue in tumor therapy. The tumor-promoting effect of neutrophils has already been introduced, while the
tumor-suppressive effect of neutrophils is less involved in current reviews. This article focuses on the biological

characteristics of neutrophils and their tumor-inhibiting mechanisms, aming to provide references for targeting

neutrophils to treat tumors.
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PE (FR A N2 B Ao i MERI 4B i, N2 TANSs).
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Wk O AH AL PR 2, T R FE AR VR (0 FRy N1
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AU, {H Ohms %5 U (i 50 R B, TEAR SN AL 1)
NEF PRI RA N1, N2 2 RFE
2.1 N1k 2 A
£ IR & AR BB B, R R i
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M, SRR RE T8 FEAE 58 IE R RE 158
T T 20 A e A AE A 0T e 40 At %) 4 Af 75 4 5 45
Frrio [FIRF, LR I EFE TR MRS
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B RE fR  a e R T U Hop, S
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R, BANE N EAL ) A b 40 i = s
N1 A rb k7 240 i e 58 5 b 98 48 B 2 18] JE J— b A
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A EL AR FH St 38 5 o MR 40 B 1 40 B 2 1k D e B
T ROS LLAb, oKL 40 i & B8 73 ¥k RNS, %1 NO
it A A% . Finisguerra 25 % % T RNS % i /8
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S:PF STATI 43 PD-L1 %% ) ; BFFCRIL, Tollip
(4EFF STING FEHRERN— M REED ) £l
DL 1] TLR 15 5 38 % A1 78 FCAth 38 2% 1 26 R M 4
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