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[ Abstract] Background Studies have shown that, the expression of hypoxia inducible factor 1 alpha (HIF-1 «)
in patients with pituitary tumors increased, and HIF-1 a expression is closely related to tumor invasiveness, but the specific
regulatory mechanism needs to be further explored. Objective To analyze the expression and clinical significance of HIF-
1« induced angiogenesis related genes in invasive functional pituitary adenoma. Methods From January 2016 to September
2020, 58 patients with functional pituitary adenoma who were admitted to the Department of Neurosurgery Clinic of Tangshan
People’s Hospital and received surgical treatment were selected and divided into invasive group (n=28) and non—invasive
group (n=30) according to Hardy—Wilson classification and Knosp classification. The clinical information, the expression and
immunohistochemical scores of HIF-1 o, vascular endothelial growth factor A (VEGF-A) , epidermal growth factor receptor

(EGFR) , CD31 and Ki-67 were compared between the two groups. Results The proportion of patients with visual field defect,
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tumor volume > 6.92 ¢m’, total resection and subtotal resection and tumor recurrence rate in the invasive group were higher than
those in the non—invasive group (P < 0.05) . The proportion of high expression of HIF-1 oo, VEGF-A, EGFR, CD31 and Ki-
67 in the invasive group were higher than those in the non-invasive group (P < 0.05) . The immunohistochemical scores of HIF-
1 o, VEGF-A, EGFR, CD31 and Ki-67 in the invasive group were higher than those in the non—invasive group (P < 0.05) .
Conclusion HIF-1a, VEGF-A, EGFR in patients with invasive functional pituitary adenoma are highly expressed, and the

mechanism may be that the expression of VEGF-A and EGFR is up-regulated by the increase of HIF-1 o expression in hypoxic

environment, so as to promote angiogenesis and increase tumor invasiveness.
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Table 2 Comparison of expression of HIF-1 o, VEGF-A, EGFR, CD31, Ki-67 between the invasive group and the non—invasive group
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VEGF-A, EGFR, CD31, Ki-67 between the invasive group and the

non—invasive group
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