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ABSTRACT: MiRNAs are a recently discovered class of highly conserved endogenous small non-coding RNAs, ~22 nucleotides in
length, that regulate gene and protein expression by binding to partially complementary sequences of mRNA, chronic immune activation
and aberrant microRNA (miRNA) expression are present in the progress of a failing heart, the TLR4 and NF-kB pathway has been
widely discussed and accepted, Inflammatory cytokines such as IL-1, 6, TNF involved in heart failure inflammatory activation process.
Through a variety of pathways leading to cardiac hypertrophy, fibrosis and apoptosis, inflammation factor activation, inflammatory
pathways intermediate factor and disease progress form a complex network, eventually leading to myocardial dysfunction and deficiency
, miRNA translationally repress protein synthesis by binding to partially complementary sequences of mRNA, play a role in the entire
process of the inflammation pathway in heart failure. This adjustment mechanism is increasingly clear in cardiac hypertrophy, heart
failure and other heart disease. This paper aims to summarize microRNAs participated in two kinds of pathological process and discuss
the involvement between microRNAs and the inflammatory activation process in heart failure.
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