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Abstract: Objective To investigate the expressions of prostate stem cell antigen ( PSCA) and vascular endothelial
growth factor (VEGF) in cutaneous basal cell tumor tissues and their associations with the clinicopathological parameters of
cutaneous basal cell tumor, as well as the correlation between PSCA and VEGF. Methods From August 2015 to June
2017, fifty-two cases of paraffin-embedded tissue specimen of cutaneous basal cell tumors (basal cell tumors group) and
their adjacent tissues (adjacent tissue group) were collected,and other 47 cases of normal skin tissues removed by surgery
without any skin diseases or traumatic scars were served as control group. Real-time quantitative polymerase chain reaction
(Real-time PCR) was used to detect the expressions of PSCA and VEGF mRNA in skin basal cell carcinoma and adjacent
tissues , immunohistochemistry was used to detect the expressions of PSCA and VEGF proteins, and the associations of PSCA
and VEGF with clinicopathological features were analyzed. Pearson correlation analysis was used to analyze the correlation
between PSCA and VEGF expressions. Results Real-time PCR showed that the relative expression levels of PSCA and
VEGF mRNA in basal cell tumor tissaes were significantly higher than those in adjacent tissue group and control group (all
P <0.01) ,however, there were no significant differences in those between adjacent tissue group and control group (all P >

0. 05) . Immunohistochemical results showed that the positive reaction products of PSCA and VEGF were mainly expressed
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in cytoplasm and partly in nucleus. The expression rates of PSCA and VEGF proteins in skin basal cell tumor tissues were
significantly higher than those in adjacent tissues(all P <0.01) ,and there were no expressions of them in control group.
The expression rates of PSCA and VEGE proteins increased with the decrease of tumor differentiation and increase of
pathological stage( P <0.05,P <0.01) and were significantly higher in lymph node metastasis and depth of invasion T3 —
T4 than those in non-lymph node metastasis and depth of invasion T1 = T2 (P <0.05,P <0.01). Pearson correlation
analysis showed that PSCA was positively correlated with VEGF mRNA expression level (r =0. 829, P <0.05).
Conclusion Both PSCA and VEGF are highly expressed in cutaneous basal cell tumor which are positively correlated and
may be involved in the proliferation and metastasis of cancer cells.

Key words: Cutaneous basal cell tumor; Prostate stem cell antigen; Vascular endothelial — growth
factor; Immunohistochemistry
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