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Abstract: Objective: Small interfering RNA (miRNA) is a kind of endogenous small RNA with 20-24 nucleotides in length. It
is speculated that miRNA regulates one third of human genes. In this paper, the research status and progress of miRNA in the
field of multiple myeloma (MM) were summarized to provide data for the follow-up study, and to seek breakthrough points,
methods and demonstration basis. Methods: By inputting key words and so on, literatures were searched in the bibliographic
databases of Cnki, PubMed, Google, etc., and read online or downloaded to analyze and summarize. Results: 419 related
literatures were successfully retrieved, 57 were intensively read and 17 were cited. Conclusion: Abnormally expressed miRNAs
promote the occurrence and development in Multiple Myeloma, and have very important role in diagnosis, prognosis and drug
resistances in MM.
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