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WEEROMEE G0 : MicroRWAs miRs) are smll, nonrcoding RWAs that regulate gene expression and contribute to cell
proliferation, differentiation and metabolisn Qur previous study revealed the extensive modulation of a set of miRs in
maligant gliam. In that study, miR micrcarray amalysis demnstrated the upregulation of microRNA-183 @R-183) in
glidblastams. Therefore, we examined the expression levels of miR-183 in various types of gliams ard the association of
miR-183 with isocitrate dehydrogenase 2 (D), which has camplementary sequences to miR-183 in its 3 —untranslated region
(3 UR). In present study, we used real—time AR analysis to damnstrate that miR-183 is upregulated in the majority of
highgrade gliams and gliam cell lines oarpamdmth peripheral, nortumrous brain tissue. The ntRNA and protein expr%smn
levels of IR are downregulated via the overexpression of miR-183 mimic RNA in gliam cells. Additiomally, IDH2mR\A expression
is upregulated in gliom cells expressing anti-miR-183. We verified that miR-183 directly affects IDH2 nRMA levels in gliam
cells using luciferase assays. Inmalignant gliom specimens, the expression levels of IDH were lower in tumrs then in the
peripheral, nontumrous brain tissues. HIF-1 o0 levels were upregulated in gliam cells following transfection with miR-183
mimic RVA ar IR siRVA. Moreover; vascular endothelial growth factar (VBX) and glucose transporter 1 (ALTL), which are
domnstream molecules of HIF-1 o, were upregulated in cells transfected with miR-183 mimic RNA.  These results suggest that
miR-183 upregulation in malignant gliams induces HIF-1 o expression by targeting IDHR and may play a role in gliam biology.
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