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ABSTRACT: MicroRNAs (miRNAs) are non-coding small-molecule single-stranded RNAs of approximately 21 to 23 nucleotides
in length in eukaryotes. The miRNA inhibits translation or directly induces degradation by completely or incompletely binding to the
target mRNA 3'UTR  (3'-untranslated region, 3' non-coding region), and exerts a negative post-transcriptional regulation. Numerous
studies have shown that miRNAs participate in a variety of physiological and pathological processes in the body, and can affect
angiogenesis by regulating their target genes to participate in signaling pathways. MiR-378 is one of the families of miRNAs. At present,
miR-378 is mainly studied in the pathogenesis of tumorigenesis and angiogenesis, cardiovascular disease and cerebral ischemia, and most
of the studies related to tumorigenesis and angiogenesis. MiR-378 plays a different role in different tumor tissues, and plays a role as a
tumor-promoting gene in glioma, lung cancer, thabdomyosarcoma, etc., and acts as a tumor suppressor gene in tumors such as ovarian
cancer, gastric cancer, colorectal cancer. However, the mechanism by which miR-378 regulates tumor angiogenesis remains to be further
studied. This study mainly introduces the progress of miR-378 in the regulation of angiogenesis in four tumors (glioma, lung
adenocarcinoma, ovarian cancer and rhabdomyosarcoma), providing a new idea for the treatment and prevention of these diseases.
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