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ABSTRACT: Degradation of extracellular matrix and basement membrane is the significant procedure of cancer metastasis, as can-
cer cell penetrates tissue barrier. Heparan sulfate proteoglycan is the major component of extracellular matrix and basement membrane,
and its polysaccharide side chains can be specifically cleaved by heparanase, a kind of endo-B-D- glucuronidase; subsequently, the struc-
tural integrity of extracellular matrix and basement membrane is impaired, which prompts cancer metastasis. The overexpression of hep-
aranase in cancer patient is associated with grade malignancy of cancer and metastasis. It is helpful to understand the action mechanism
of heparan sulfate and heparanase in cancer metastasis for investigating new methods of cancer treatment. This article will summarize
synthesis regulation and function of heparan sulfate, transcription and activity regulation of heparanase, heparanase expression and clini-
cal characteristics of tumor patients, the relationship among heparan sulfate, heparanase and cancer metastasis.
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Table 1 HPSE expression and clinical characteristics of tumor patients

HPSE HPSE expression in association with
Author (Ref) Tumor i .
Positive(%) (clinical parameters)
MVD/metastasis/survival/
Liu ZZ et al® Breast 65 (78/120) . . .
clinical stage/histological grade
Davidson et al®} Ovarian 53(106/200) Survival
Cohen E et al* Lung 75(85/114) Survival /metastasis
Doweck I et alt” Head neck 86(64/74) Clinical stage/survival
Wu BW et al® Colon 80.7(63/78) MVD/survival
Zhao W et al*) Bladder 76.4(42/55) Histological grade / metastasis
Liu HM et al*! Pancreatic 59.6(28/47) MVD/metastasis/survival
WANG X et al®*? Melanoma 81(66/81) Survival
50.5 %
Kazarin O Soft tissue sarcomas °
(51/101)
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