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[ Abstract] Objective To study the features of gene expression in brain tissues of fatal familial
insomnia (FFI). Methods The gene expression differences of thalamus from three patients with FFI were
analyzed by Human Genome U133 + 2.0 chip, with normal thalamus as control. The characteristics of
differentially expressed genes (DEGs) were analyzed by CAS 3.0 software. Results A total of 1 314 DEGs
were identified in the thalamus of FFI. Among them, 254 genes were up-regulated and 1 060 ones were down-
regulated. There were 1 152 biological processes affected and the most significantly changed molecular
functions included transcription and DNA-dependent regulation of transcription, electron transport chain, etc.
According to KEGG classification, there were 167 pathways changed, the top 3 changed pathways in the three
groups mentioned above were oxidative phosphorylation, Parkinson’s disease (PD) and Alzheimer’s disease
(AD). Conclusions

pathways were associated with other neurodegenerative diseases.

A large mount of genes changed their expression level. The most severely changed

[ Key words] Fatal familial insomnia (FFI); Gene chip; Signaling pathway
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