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[Abstract] The mechanism of long chain non—coding RNA (IncRNA) is diverse. LncRNA can regulate the
expression of genes at multiple levels and is closely related to some pathological process, such as tumor formation,
viral replication, inflammatory damage, etc. The abnormal expression of IncRNA is involved in the patho—physiological
changes of the disease, and plays a key role in many links, such as the stability of mRNA, the regulation of translation
level, protein transport, RNA processing and modification, and so on. The development of sepsis inflammatory injury
is a complex process involving multiple genes and pathways, in which the abnormal structure and expression of many
encoding genes or non—coding genes exist. This paper review the research progress on IncRNA in the regulation of

chondriokinesis, pro—inflammatory cytokines, calcium ion transport, nuclear factor—-xB (NF-xB) in signal pathway and

other inflammatory lesions, which may provide a new method for the diagnosis and treatment of sepsis.
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