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Upregulation of Ashll — dependent H3K4Me2 Level to Inhibit BDNF Expression and Mediate Hippocampal Neuron Damage.
Zhiwet, Wang Liqun, et al. PLA Navy General Hospital, Beijing 100048, China

Liv Qi, Xu

Abstract Objective To explore the level of H3K4Me2 , BDNF expression and the damage of hippocampal neurons after administra-
tion of AB. Methods The levels of H3K4Me2 in neurons and BDNF promoter were analyzed by Western blot and chromatin immunopre-
cipitation after treatment with AB. And the level of BDNF expression was measured by real — time quantitative PCR and ELISA after knoc-
king down Ashll by siRNAs. Moreover, the survival of hippocampal neurons was analyzed by MTT assays. Results ARincreased the lev-
els of H3K4Me2 in neurons and BDNF promoter, which were inhibited by Ashll knock — down. Additionally, the reduction of mRNA and
protein levels of BDNF by AR was also prevented after knocking down Ashll. Moreover, Ashll knock — down significantly improved the
survival of hippocampal neurons after administration of AB. Conclusion A up — regulates the H3K4Me2 level via Ashll to inhibit BD-

NF expression and further mediate hippocampal neuron damage.
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