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The molecular mechanism of ulinastatin as a inhibitor to the invasion and metastasis of human breast cancer cell”
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Abstract; Objective To observe the effect of ulinastatin at different concentration on the expression of Heparanase(Hpse),
Hyaluronidase-1 and CD44v6 and the invasion and metastasis of human breast cancer cell in vitro, and to explore its molecular
mechanism. Methods The breast cancer cell line MCF-7 and MDA-MB-231 cultured in vitro were treated in randomly divided: 1.
Control, 2. UTT at the low-dosage group, 3. medium-dosage group,4. high-dosage group,5. moderate dosage of UTI with Taxotere
(TXT). The proliferation ability of cells was tested by MTT assay. Western blotting applications were used to measure the expres-
sion of Hpse, HYALI1 and CD44v6 ; The invasion ability of the cell lines were tested by Transwell chamber assay with Matrigel; The
The expression of Hpse, HYAL1 and CD44v6 was

significantly decreased compared with the control group,and the effect of that received two medicament simultaneously was superior

migration of the two cell lines were examined by Transwell chamber. Results

to that UTT alone(P<C0. 05) ; compared with the control cells, UTT inhibited the invasion and migration of the breast cancer cell
MCF-7 and MDA-MB-231,more significant joint UTT and TXT(P<C0. 05). Conclusion UTTI can inhibit the invasion and metastasis
of the breast cancer cell, the mechanism may be associated with UTI reduced the expression of Hpse, HYALI1 and CD44 V6.
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