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Study progress on inner ear development and hearing loss regulated by miRNA
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Abstract; MicroRNA (miRNA) is a kind of small non-coding RNAs that regulate gene expression through RNA interfere
(RNAi) pathway, play important roles in many developmental processes and disease courses. Based on these points, the
review revealed the expression situation and its indispensible role of miRNAs in developmental process of inner ear in zebra fish
and mouse, thereby extrapolating its effect in human inner ear function on one hand; on the other hand, the paper also showed

the lastest advances of miRNAs on phenotype implicated regulating hearing loss-related diseases, thus provide some new clues for
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preventing hearing loss and improving its prognosis.
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Research progress of glucocorticoids in treatment of delayed encephalopathy

caused by acute carbon monoxide poisoning

LIU Xin, WANG Yong-yi,

( Chongqing Municipal Center for Prevention and Treatment of Occupational Diseases,

Abstract: To some extent,

delay encephalopathy after carbon monoxide poisoning could be reversible,

JIN Yan, ZHANG Jian-yu

Chongqing 400060, China)

the intervention

aimed at its possible pathogenesis should be able to reduce the disability and death rates. In this paper, the curative effect, ad-

verse reaction and possible mechanism of glucocorticoids on delay encephalopathy caused by carbon monoxide poisoning were

briefly summarized.
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