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Abnormal expression of serum miRNA in Uygur patients with moyamoya disease
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[Abstract] Objective To analyze the abnormal expression of serum miRNA in Uyghur patients with moyamoya disease in
Xinjiang Uygur Autonomous Region, China. Methods The serum miRNAs of 8 Uyghur patients with moyamoya disease who were treated
in Shache People’s Hospital from February 2017 to August 2018 and of 8 health Uyghur people by high—throughput whole—genome
technology. The miRNAs with differential expression levels greater than 1.5 times were screened for target gene prediction and analysis
using targetscan software. Rusults A total of 54 differentially expressed miRNAs was selected. A change in expression level R between
0.67 and 1.5 was found in 4 differentially expressed miRNAs, of which 3 miRNAs were significantly up-regulated (miR-188-5p, miR-
4284 and miR-5100), and 1 was significantly down—regulated (miR-6277-3p). The biological analysis of target genes showed that
Uyghur patients with moyamoya disease may be related to a certain type of zinc finger protein. Conclusions There are abnormal
expressions of miRNA in the serum of Uyghur patients with moyamoya disease. The bioinformatics analysis results suggest that the
pathogenic genes may be related to a certain type of zinc finger protein.
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