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Abstract: MicroRNAs (miRNAs) are a class of single-stranded, evolutionary conserved, noncoding RNA molecules,
which play important roles in various physiological or pathological processes, such as cell proliferation, differentiation,
apoptosis, and especially tumorigenesis. All of them, miR-21 is one of the first studied and most special miRNAs as it is
over expressed in nearly all of soil tumors. miR-21 has been shown to regulate the progression of pancreatic caner by
targeting tumor suppressor or oncogenes, playing a key role in cell proliferation, differentiation, migration, invasion and
drug resistance of pancreatic cancer. Therefore, miR-21 will possibly be a potential biomarker for diagnosis, therapy
and prognosis of pancreatic cancer, showing potentially clinical value.
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MiR-21 ACTIVITY IN CANCER CELLS
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Figure 1. miR-21 activity in cancer cells
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Table 1. The pancreatic cancer related target gene of miR-21

F* 1. miR-21 SRIRERXHELER
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miR-145, miR-155, miR-146a, miR-210, and miR-222
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