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Abstract : Objective To investigate the expression of heparin-binding epidermal growth factor (HB-EGF)
in cervical low-grade squamous intraepithelial lesion (LSIL), high-grade squamous intraepithelial lesion
(HSIL) and cervical cancer tissues. Methods Tissue specimens preserved in the department of pathology of
the hospital from July 2018 to June 2020 were selected as the research objects,including 83 cervical cancer tis-
sue specimens,239 HSIL tissue specimens, 245 LSIL tissue specimens,and 150 cervicitis tissue specimens. The
immunohistochemical method was used to detect the expression of HB-EGF in the above four tissues and
compare their expression differences. Results HB-EGF was expressed in the epithelial basal layer of cervicitis
tissues and a small amount of mesenchymal cells, while the expression of LSIL, HSIL and the epithelial and
mesenchymal cells of cervical cancer tissues increased significantly. The positive rates of HB-EGF expression
in cervicitis, LSIL, HSIL and cervical cancer tissues were 8. 0% ,43. 7% ,100. 0% ,and 100. 0% , respectively.
Conclusion HB-EGF is highly expressed in HSIL and cervical cancer tissues,and it is expected to become a
new marker or target for the diagnosis and treatment of HSIL and cervical cancer.
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