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Expressions of PTTG1 and Glil in meningioma and clinical significance
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Abstract: Objective To investigate the expression levels of pituitary tumor transforming gene 1 ( PTTGI) and glioma
related oncogene 1(Glil) in meningioma and the clinical significance. Methods The meningioma tissues of 98 patients
with meningioma who were diagnosed as meningioma in neurosurgery department of Second Affiliated Hospital of Hainan
Medical University from October 2010 to July 2014 and 72 cases of para-cancerous tissues ( control group) at the same
period were selected. Enzyme linked immunosorbent assay ( ELISA) was used to detect contents of PTTGI and Glil
proteins in meningioma tissues and para-cancerous tissues. Immunohistochemical method was used to detect the expressions
of PTTG1 and Glil proteins. The associations of the expressions of PTTG1 and Glil proteins and the clinicopathological
features and prognosis of meningioma patients were analyzed. Results = The PTTGl and Glil proteins contents in
meningioma tissues were significantly higher than those in para-cancerous tissues (¢ =13.474,14.859,P <0.05). The
positive expression rates of PTTGI1 and Glil proteins in meningioma tissues were significantly higher than those in para-
cancerous tissue (y° =25.847,27.399,P <0.05). There were no significant differences in expressions of PTTG1 and Glil
proteins among different age groups (all P > 0.05). There were significant differences in the expressions of PTTGI and
Glil proteins for different pathological grading, different TMN staging, different depth of invasion, with or without lymph-
vascular space invasion and with or without lymph node metastasis (all P <0.05). The 3-year survival rate and survival
period in PTTGI and Glil-negative groups were significantly higher than those in PTTG1 and Glil-positive groups ()’ =
14. 654 ,13.875,: =13.097,12.982;all P <0.05). Conclusion The expression levels of PTTG1 and Glil proteins in
meningioma tissues are higher than those in para-cancerous tissues which suggests that PTTG1 and Glil proteins play a
promoting role in the occurrence and development of meningioma,and PTTG1 and Glil proteins negative expressions can

achieve better prognosis.
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