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MicroRNA-100 Inhibiting Pancreatic Cancer
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[ Abstract] Objective; To investigate the effects of miR-100 on proliferation and tumorigenicity of
MIA PaCa-2 and CFPAC-1 cells. Methods: Using miR-100 lentivirus overexpression vector to infect
MIA PaCa-2 and CFPAC-1 cells to establish miR-100 cell strain. Pancreatic cancer cell proliferation
was analyzed using CCK-8 and colony formation assay. BALB/c¢ Nude mice subcutaneous tumor exper-
iment was adopted to test the effect of micorRNA-100 on HPCC. Results: The expression of miR-100
after infected by miR-100 lentivirus was (941 £171) folds in MIA PaCa-2 cells, and (154 £23) folds
in CFPAC-1 cells, the differences were statistically significant (P <0.05). Colony formation assay
prompted the number of clones of MIA PaCa-2 and CFPAC-1 cells in experimental group were less than
the control group, the difference was statistically significant (P <0.05) ; CCK-8 cell proliferation ex-
periments suggested that MIA PaCa-2 and CFPAC-1 cell proliferation in the experimental group was
weaker than that of control group, difference was statistically significant (P <0.05). Nude mice sub-
cutaneous tumor experiment suggested that miR-100 inhibited tumor growth. Conclusions: miR-100
can inhibit human pancreatic cancer cell proliferation and tumorigenicity.
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