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Clinical Study of Lymphangiogenesis of Cath — D in Oral Squamous Cell Carcinoma. Hu Zhenyu. Zhejiang Provincial People's Hospital ,
Zhejiang 310014 ,China
Abstract Objective To detect the expressions of Cath — D, VEGF - C and VEGF - D in oral squamous cell carcinoma, study

their clinical significance and relationship, for directing clinical work. Methods The observation group included 86 cases of oral squa-
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mous cell cell carcinoma, and the control group included 60 cases of normal oral mucosa. The expressions of Cath — D, VEGF - C and
VEGF - D were detected in two groups by flow cytometry. We analyzed their clinical significance and relationship in the observation
group. Results The expressions of Cath — D, VEGF — C and VEGF - D were obviously higher in the observation group than those in the
control group. The expressions of Cath - D, VEGF — C and VEGF - D were obviously different in differention, inflammation and lymph
node metastasis in the observation group. There was positive correlationship between Cath — D and VEGF - C, Cath — D and VEGF - D in
oral squamous cell carcinoma. Conclusion The higher expressions of Cath - D, VEGF - C and VEGF - D may promote the development

of oral squamous cell carcinoma. Cath — D can promote the pathway of VEGF — C\VEGF - D, induce the lymphangiogenesis in neoplasm.

The expressions of Cath — D, VEGF - C and VEGF — D may be significant prognostic indicators in oral squamous cell carcinoma.
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