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Abstract; Objective To study the different expression of miR-155 in glioblastoma stem-like
cells(GSCs) , neural stem cells( NSCs) and different grades glioma. To clarify the relationship of
GSCs and

NSCs were isolated in vitro using neurosphere culture, then characteristics of the GSCs and NSCs

miR-155 expression, degree of malignancy and prognosis of glioma patients. Methods

were identified by experiments of immunoflurescence and xenograft. QRT PCR technology was used
to detect the expression levels of miR-155 in GSCs, NSCs, gliomas of different grades and normal
brain tissues. Kaplan-meier survival curve analysis was performed in combination with patient
prognosis. Results The expression of miR-155 increased significantly in GSCs compared with NSCs
(P <0.05), and also increased with the malignant degree of glioma. The expression level of miR-
155 in malignant glioma (WHO III, IV) was obviously higher than that of normal brain tissue
(all P<0.05). The high expression of miR-155 was closely related to the poor prognosis of glioma.
Conclusion The expression of miR-155 elevates in GSCs and malignant glioma specimens, and can
be considered as biomarker for diagnosis and prognosis judgment of glioma.
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