2021, 25(13) : 119 —-123. SCIRREZG2%7E  Journal of Clinical Medicine in Practice - 119 -

B =S S EARE I’:‘I;‘é*)?—l
T 5 1 B R Y B BT

ok, RAES, TEHA, AYk
(B PE 2 05 — BRHIR P e M 4MRE, 227 Ik | 233000)

B ZEAREARE-1(SDCL) SRR L BT R & F 20 (HSPG) Iy £ MG 2 — , BA W 5 s f s B 14 i 45
Difik. ZBEAT RN (HPSE) 5 SDCI AYBi , JE i HPSE/SDCT fhHR S A < P75 5% 5 3196 5 2 AT o, BT e A v o 78
LR R Y B A LR AN B VR 1R M HPSE #1 SDCI Xof 34 g 119 /6 i \HPSE/SDCI %l BT A A J2 4 032 5l g 410
HRE IR o B IS TR DL A5 T TR A T 2508

KGR : CBENT RN ZRRE AR B A SRR REAZHE; £9 1R

HESHKS: R730.5; R329.2 XHARERG: A XEHS: 1672-2353(2021)13-119-05 DOI: 10.7619/jemp. 20211919

Research progress of heparanase and
syndecan-1 in malignant tumors

WEN Bo, CHEN Jiawei, WANG Zhenglin, ZHOU Shaobo
( Department of General Surgery, Second Affiliated Hospital of Bengbu Medical College, Bengbu, Anhui, 233000 )

Abstract: Syndecan-1 (SDC1) is one of the main members of heparin sulfate proteoglycan
(HSPG) , which has functions of regulating metabolism, transporting and information transmission.
Heparinase (HPSE) induces the shedding of SDC1, forms the HPSE/SDCI axis to drive growth factor
signal transduction and regulate cell behavior, thereby promoting the growth, metastatic proliferation,
angiogenesis and osteolysis of malignant tumors. This paper reviewed the effects of HPSE and SDC1 on
malignant tumors, the formation of the HPSE/SDC1 axis and the application of inhibitors targeting the
axis in tumor therapy.
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