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Abstract

Objective To investigate the relationship between heparanase (HPSE) and Runt related transcription factor 2 ( Runx2)

in multiple myeloma (MM) cells. Methods Western blot was used to compare the expression of transcription factor Runx2 in myeloma

cells with different HPSE expression levels, and chromatin immunoprecipitation was used to compare the DNA content of transcription fac-
tor Runx2 combined with RANKL and MMP9 promoter regions in myeloma cells with different HPSE expression levels. Results In our
study, we found that the expression level of transcription factor Runx2 in myeloma cells was synchronized with the expression level of
HPSE. In myeloma cells with high expression of HPSE, and the DNA content of transcription factor Runx2 binding to RANKL and MMP9
promoter regions was increased. Conclusion HPSE regulates myeloma cell function through the transcription factor Runx2. HPSE and

Runx2 may be potential molecular targets for the treatment of MM.
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