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[Abstract] Objective To investigate the role of miR-18a in cerebral infarction. Methods qRT-PCR was
used to analyze the expression level of miR-18a after oxygen-glucose deprivation in PC12, ATXN1 expression
level was detected by Western blot and gRT-PCR. MiR-18a mimics was transferred into PC12 cells for up-regu-
lated miR-18a expression level. The target of miR-18a was predicted by bioinformatic analysis and confirmed by
luciferase reporter assay. Agomir-18a was injected into intracerebroventricular of mice after 1 h of middle cere-
bral artery occlusion (MCAQ). Brain infarct volume, neurological deficit score and the LDH level in ischemia
brain was assessed in mice subjected to 24 h of MCAOQ. Results The expression level of miR-18a in PC12 was
remarkably down-regulated after subjected to hypoxia, while ATXN1 mRNA and protein expression level under
hypoxic conditions were significant higher compared with normoxia. Luciferase reporter analysis indicated that
ATXNI1 was a direct target of miR-18a. Furthermore, the protein and mRNA levels of ATXN1 was dramatical-
ly increased when PC12 was transfected with miR-18a mimics. Moreover, post-injected with miR-18a agomir,
the brain infarct volume was greatly decreased after 24 h of MCAQ, the same change were found in neurological
deficit score and the LDH level in brain ischemic mice. Conclusion miR-18a alleviated the injury induced by
permanent MCAQ in mice by targeting ATXN1. Post-treatment with miR-18a agomir might be an effective new
approach for stroke therapy.
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