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Figure 2 Influence of miR-567 lentivirus vector transfection on miR-567 expression, proliferation and apoptosis in Panc-1 cells
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Figure 3 Determination of influence of miR-567 overexpression on migration of Panc-1 cells by scratch wound healing assay
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Figure 4 Detection of expressions of KPNA4 and apoptosis-associated proteins
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