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Expression and significance of microRNA-362-3p in prostate
adenocarcinoma
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GU Shouyi, LIU Junjiang
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Shijiazhuang 050051 , Hebei , China)

Abstract: To explore the relationship between microRNA-362-3p (miR-362-3p) and metastasis in prostatic adeno-
carcinoma, prostatic adenocarcinoma were selected as observation group, and benign prostatic hyperplasia as control group
(n=67). MiR-362-3p was detected by real-time fluorescence quantitative PCR (qPCR). Expressions of E-cadherin and
MMP-11 were detected by immunohistochemistry method, MMP-14 was detected by Western Bloting. Result showed lower
expression of miR-362-3p in the prostate adenocarcinoma, expression of miR-362-3p was significantly different in vascular
tumor thrombus, gleason classification, metastasis and TNM stages. MiR-362-3p was correlated with survival time.
Negative correlation was found between miR-362-3p and MMP-11 or MMP-14. Positive correlation was found between miR-
362-3p and E-cadherin. The results suggested miR-362-3p may be involved in progression of prostate adenocarcinoma by
regulating cell adhesion and extracellular matrix, and may be a prognostic marker.
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