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[ Abstract ] The epigenetic mechanism of Alzheimer disease (AD) is atiracting increasing attention, and
5-hydroxymethylcytosine involved DNA methylation is an important means of epigenetic modification. Recent
studies believe that 5-hydroxymethylcytosine is involved in the occurrence and development of AD. This is a

very valuable reference for the further revelation the pathogenesis of AD. This article reviews research on the

relationship between 5-hydroxymethylcytosine and AD.
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IBERERE L35 AL | CFP AT 5 3844 3 (R 1 T it
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A 3 LA HE DNA AL (DNA methylation), 21 %
AR RS RNA 45 Hod DNA 3R {b7E iR
GAE A XY AR R T S R A
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[ Abstract ] Cognitive behavioral therapy is one of the most effective treatments for insomnia, but
traditional face-to-face cognitive behavioral therapy has limitations such as space constraints and economic
burden. Computerized and Internet-based cognitive behavioral therapy are innovative, networked interactive
therapy that enhances the availability and acceptability of cognitive behavioral therapy with simplicity and
economics. This article reviews and introduces the theoretical basis, core technology, treatment settings,
treatment platform, evaluation indicators, therapeutic efficacy, advantages and limitations of computerized and

Internet-based cognitive behavioral therapy, and provide reference for the treatment of insomnia.
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