% # & 25 Anhui Medical and Pharmaceutical Journal 2021 Apr,25(4) c 641 -

Ok O

ESRIFNEZFHEFEEBENBRIMEFIFARHTRE

IR, =224, Raih, R KT
VEH s m N ESFRIE S WEERKIM, LA IS 264000
BATAVEH R B AT BRI A A S IS T 1 A s R Lk 5 I RATF ST , Email : xwkgxj@163.com

FE: RO AT LA [R5 5 B 20 i 22 Pl 5 A i R 2% 1 A4t e DR 1~ R R Ak ER -, 1) FH 22 i 1) Jo 400 e 4 8 1 e 4 2R
GE R B HERE . o 55 & (semaphorins , SEMA ) J2& 188 e BR B2 ) BB 15 X 1+, 15 5 K -# 2 2F B 26 (1 (SEMA-NRP) &
B S5 MR &S A5 3R o X R R BT HR (5 5 3F (semaphorins 3F, SEMA3F) K HAZ AR 25 47 85 1 (neuro-
pilin, NRP)YEFHIZER | ABe sk s 164 7 00T 36 97 SR LA i o

KB [F5EI; MELFBEARS; MREEEIEE; 2k

Research progress of SEMAJF and its receptor NRP in tumor microenvironment
CHU Shicheng,GAO Xuejun,SONG Yunhao,WU Tianyu
Author Affiliation:Department of Thoracic Surgery, Yantai Affiliated Hospital of Binzhou Medical University, Yantai,
Shandong 264000, China

Abstract: Tumor microenvironment is a complex system containing a variety of Leydig cells, which secrete a variety of inflammatory
cytokines, chemokines and angiogenic factors through signaling pathways to accelerate tumor development. Among them, semaphorins
(SEMA) is an important regulator of the tumor microenvironment, and semaphorins-neuropilin (SEMA-NRP) complex is involved in the

tumor inhibition pathway. The role of SEMA3F and its receptor neuropilin (NRP) in tumor microenvironment is reviewed with a view to

the early targeted therapy of tumors in the future.
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