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Protective effect of down—-regulation of IncRNA-MALAT1 on hypoxic—ischemic brain damage in neonatal rats
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[Abstract] Objective To investigate the effect of dowm—regulation of IncRNA-MALAT1 on the hypoxic—ischemic brain damage
(HIBD) in neonatal rats. Methods Forty 7—day—old SPF SD rats were randomly divided into sham operation group, model group, IncRNA
control group, and silncMALAT1 group, with 10 rats in each group. The HIBD model of neonatal rats was established by the Rice—
Vannucei method. Two hours after operation, 5 pl of normal saline, normal saline, empty vector recombinant adenovirus solution, and
silncMALAT1 were injected into the lateral ventricle of the rats in the four groups, respectively. Seven days after operation, spatial
learning and memory abilities were evaluated by Morris water maze test, neuronal apoptosis in hippocampal tissues was detected by
TUNEL staining, and changes in mRNA and protein expressions of BDNF/TrkB signaling pathway in hippocampal tissues were detected
by PCR and Western blotting, respectively. Results There were 2 failures in the model group, 2 failures in the IncRNA group, and 1
failure in the silncMALAT1 group, with a success rate of model establishment of 83.33% . Down-regulation of IncRNA-MALAT1
significantly increased the learning and memory abilities of neonatal rats (P<0.05), significantly decreased the apoptosis rate of neurons
in the hippocampal tissues (P<0.05), and significantly down—regulated the mRNA and protein expression levels of BDNF/TrkB (P<0.05).
Conclusions Down- regulation of IncRNA—MALAT1 can alleviate HIBD in neonatal rats, and the mechanism may be related to
inhibiting BDNF/TrkB signaling pathway and reducing neuronal apoptosis in hippocampal tissues.
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