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Abstract: Hepatobiliary and pancreatic tumors are common types of digestive system disorders, and their complex pathogeneses have led
to difficulties in early diagnosis and a high metastasis rate, with persistently high incidence and mortality rates in China, which greatly
affects the quality of life and prognosis of patients. Studies have shown that heparanase (HPSE) , as a key effector molecule in matrix
remodeling, plays a crucial regulatory role in tumor invasion and metastasis and microenvironment remodeling, and it is significantly
associated with clinical prognosis. This article reviews the molecular mechanism of HPSE in hepatobiliary and pancreatic tumors , in order to

provide a strong scientific basis for developing diagnostic markers and targeted interventions for hepatobiliary and pancreatic tumors.
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#X1 HPSE 5 HPSE2 BT R 5> FHLEIXTEE

Table 1 Comparative of the functions and molecular mechanisms between HPSE and HPSE2
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Figure 1 Molecular mechanisms of HPSE involved in the hepatobiliary and pancreatic tumors
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