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Effect of HP1a on the migration, invasion and proliferation of prostate cancer cells

ZHANG Si-yang, XU Yong

(Department of Urology, The Second Hospital, Tianjin Medical University, Tianjin Institute of Urology, Tianjin 300211, China )
Abstract Objective: To investigate the expression of HP1a in prostate cancer cells LNCaP and PC3,and the effect of the expression of
HPla on LNCaP and PC3. Methods: PCR and Western blot were used to detect the expression of HP1a, cell migration and invasion
were detected by Transwell, and cell proliferation was detected by CCK-8 and colony formation. Results: The expression of HP1a were the
highest in C4-2 and LNCaP, followed by PC3 and DU145, and the lowest in BPH(P<0.05). Transwell showed that compared with
si—-NC group, the migration and invasion ability of cells were reduced in si-HP 1 group(P<0.05). CCK-8 and colony formation experiments
showed that compared with si—NC group the proliferation of cells decreased (P<0.05). Western blot showed that the expression of E—
cadherin increased, while the expression of N-cadherin and Vimentin decreased (all P <0.05). Conclusion: HP1« is highly expressed in
prostate cancer cells, and decreased expression can inhibit the migration, invasion, proliferation and EMT of prostate cancer cells.
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