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Relationship of E—cadherin with the pathological grade of meningioma and peritumoral brain edema in patients with
meningioma
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[Abstract] Objective To explore the relationship of epithelial cadherin (E—cad) with the pathological grades of meningiomas and
peritumoral brain edema (PTBE). Methods The expression of E—cad was determined by immunohistochemical technique in 66 cases of
meningiomas tissues, including 53 pathological grade | meningiomas, 7 grade |l and 6 grade lll, and 15 cases of normal arachnoid
tissues. The grades of PTBE were assessed by MRI. Results The level of E—cad expression was significantly higher in the arachnoid
tissues than that in the meningioma tissues (P<0.05). The level of E-cad expression was significantly higher in the grade | meningioma
tissues than those in the grades Il and Il meningiomas tissues (P<0.05). The levels of E—cad expression in the meningiomas tissues
were negatively related to the meningioma grades (rs=—0.577, P<0.01). The levels of E-cad expression in the meningioma tissues were
negatively related to the peritumoral edema grades (rs=—0.668, P<0.05). Conclusion It is suggested that the down—regulation of the level
of E—cad expression may be associated with the formation of peritumoral edema in the patients with meningiomas.
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