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Abstract:In recent years,small RNA-mediated gene regulation in the treatment of various
diseases has attracted widespread attention. Small activating RNAs (saRNAs) are non-coding
RNAs that share the same structural and chemical components as small interfering RNAs(siR-
NAs). Although they have different biological functions,saRNAs can activate the transcrip-
tional expression of sequence-specific mRNA of the corresponding target gene in cells. Re-
cent studies have provided clear evidence for RNAa,and the first phase I clinical trials of
RNAa have shown that the use of specific mediators to deliver saRNA drugs can achieve dis-
ease stable or tumor regression,and the patients are well tolerated. Therefore,with the special
mechanism and characteristics of saRNAs,saRNAs may become a new approach of treatment
for some diseases. This article reviews the recent advances in the basic and clinical research
of saRNAs in tumors.
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