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Research progress of microRNA in treatment of chronic wound
YU Mengting s TANG Qiuzia »JIAN Huagang®
(Department of Emergency ,Second Affiliated Hospital of Chongqing

Medical University ,Chongqing 400010,China)
[ Abstract ] Wound healing is a highly complex process, which mainly goes through the three stages of
the inflammatory reaction stage, tissue hyperplasia and granulation formation stage, wound contraction and
scar formation stage. When the wound is not healed or even has no tend to heal for more than one month,this
wound is named as chronic wound. Most chronic wounds have a long treatment time, high cost, which serious-
ly affects patient’s quality of life and mental health. Therefore, with the development of society and the en-
hancement of people’s pursuit of quality of life, the treatment of chronic wound has become a research hots-
pot. MicroRNAs are non-coding RNA ,and a set of regulatory factors for regulating the expression of various
proteins in signaling pathways by degrading or inhibiting the translation of target RNA. A large number of
studies have shown that microRNA is involved in the process of wound healing,its expression level has obvi-
ous difference in different times of wound healing, among which the expression of microRNA in chronic
wounds is different from that of normal wounds. This study mainly reviews the processes in which microRNA
is involved in different periods of wound healing, and discusses the therapeutic effects of up-regulating or
down-regulating the expression level of miRNA as a target for treating chronic wounds.
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