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[Abstract] Spleen tyrosine kinase (Syk) has a wide range of effects on cell signal transduction, regulating cellular
responses and promoting cell activation, proliferation, differentiation, and phagocytosis. In the studies on head and neck
tumors, the abnormal expression and the reduced activity of Syk can affect the proliferation, apoptosis, invasion and
metastasis of tumor cells via various signalling pathways. Syk and its related signalling pathways can be potential targets
for clinical treatment of head and neck tumors. This review aims to summarize the effects of Syk and its related signalling
pathways on the development of head and neck tumors and its intracellular mechanisms, and thus to evaluate their potential
application in clinic.
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Fig 1 Schematic diagram of IL-6-activated Syk signalling pathway in squamous cell carcinoma cell
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Fig 2 Schematic diagram of Syk-activated ERK1/2 and mTOR signa-
lling pathways in human oral squamous cell carcinoma cell
73141, EGFRA] &G Syk i X i SR 41
JH 36 A P A T 2. FuZE i F 10-(3- LN
35)-3,4- " HHEE-9(10H)-Eh R R Y WE FiF A] 7EmRNA K
PRI I SR 20 AR AL PLK LRSS | SykEEA
FU R R BE R CHEK 2B 23% , W EGFRIK %
fiX, MM AKTHERR AL, 06 AKT LA S 4 i
JIM & A CyclinD1 £k . K tSyk. PLKI1A]
CHEK24: (1 T 30 40 Ml G /MIBIBH Y . 40 ML A 22
DR R RgM . EGFRIVEGE RS
SyKAUIATE AT 5%, M EGFRAYZRIk FiG, nr4
il HEGFRA™ S Syk U RIA . BCPE 11 Jis itk 200 e
JE, SR AN EGFREEZFI OGS J5 , Wl fiiSyk
WEIR AL, VT A AR R, 4R R A A 22 53
2, MRS EAE . R,
Du &5 R4 G o 20 M AT TR SY, R
LMP2AMAAFE T i Syk ik, XA fE/&H T-Syk



446

H5LMP2A%; & 5 Sykf- 210 40 k5 B0 19 042 =
N, WA RE R HEIER LA . RRSE . Hd Ry

PR O EEp e d 546354 W1 2019467 www.gjkqyxzz.cn

HARPURAT IR ot — L RIS

Pl 3 SykiMAGRB2{F 53 F i PI3K/AK THIPLCy (5 53 B ]
Fig 3 Syk and GRB2 signalling pathways activate PI3K/AKT and PLCy signalling pathway patterns
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Fig 4 Schematic diagram of the role of Syk in macrophages
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