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[ Abstract] Objective: To detect microRNA-137 (miR-137) expression in pancreatic carcinoma, and
to investigate its clinical significance. Methods: Real-time PCR (qRT-PCR) was used to detect miR-
137 expression in 17 cases of pancreatic carcinoma tissues and matched paracancerous tissues, 8 pan-
creatic cancer cell lines and 2 normal pancreatic epithelial cell lines; the relationship between the ex-
pression level of miR-137 in pancreatic cancer and pancreatic cancer clinical pathological parameters
was analyzed. Results; Expression level of miR-137 in pancreatic cancer tissue was significantly lower
than that of adjacent tissues (P <0.05). Expression level of miR-137 in pancreatic cancer cell lines
was significantly lower than that in normal cell lines (P <0.05). The expression level of miR-137 in
the I ~ II stage pancreatic cancer tissue was significantly higher than that in [l ~ IV stage pancreatic
carcinoma (P <0.05), that in pancreatic cancer without lymph node metastasis was significantly high-
er than that of pancreatic cancer with lymph node metastasis (P <0.05). Conclusion: MiR-137 is re-
lated to the occurrence and development of pancreatic cancer. It may be a new target of gene diagnosis
and therapy of pancreatic cancer.
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miR-137 expression in pancreatic cancer tissues and corresponding adjacent tissues
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Tab.2 Relationship of miR-137 relative expression

levels with clinical pathology in pancreatic cancer
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