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Correlativity between low expression level of long non—coding RNA ADAMTS9-AS2 and poor prognosis in patients with
gliomas
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[Abstract] Objective To investigate the expression of long non—coding RNA ADAMTS9-AS2 (IncRNA- ADAMTS9-AS2) in
glioma tissues in order to explore the correlativity of its expression level with the clinical prognosis in the patients with gliomas. Methods
The levels of ADAMTS9-AS2 expression in 57 cases of glioma tissues of which, 11 belonged in WHO grade I 16 in grade II, 22 in
grade Il and 8 in grade IV, and 57 cases of peritumorous normal brain tissues were detected by RT-PCR, and then the relationship of
the expression level of ADAMTS9—-AS2 with the clinicopathological factors and prognosis in the patients with gliomas was statistically
analyzed. Results The level of ADAMTS9—-AS2 expression was significantly lower in the glioma tissues than that in the normal brain
tissues (P<0.05). The level of ADAMTS9-AS2 expression was significantly lower in WHO grades Il ~IV gliomas than that in WHO
grades I ~1I (P<0.01). The level of ADAMTS9—-AS2 expression was significantly higher in the gliomas tissues derived from the patients
with Karnofsky performance scale (KPS)=80 or without the postoperative recurrent gliomas than those in the gliomas tissues derived from
the patients with < 80 scores or the patients suffering from the recurrent gliomas after the surgery (P<0.05). Conclusions This study
suggested that the down—regulation of ADAMTS9-AS2 expression in the glioma tissues may play a important role in the athogenesis and
development of gliomas, and it can be used as a marker of poor prognosis in the patients with gliomas.
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