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Abstract: Objective To investigate the effect of overexpression leucinezipper putative tumor suppressor 1 (LZTS1) on the prolifera-

tion, apoptosis, invasion and migration ability of pancreatic cancer PANC-1 cells.Methods PANC-1 cells were randomly divided into
4 groups according to random number table method: control group (conventional culture), NC group (transfected with negative control),
pcDNA-LZTS1-1 group (transfected with pcDNA 3.0 LZTS1-1) and pcDNA-LZTS1-2 group (transfected with pcDNA 3.0 LZTS1-2).
The transfection effect was detected by Western blotting. The proliferation of PANC-1 cells was observed by MTT and apoptotic rate
was detected by flow cytometry. The cell invasion and migration were detected by Transwell assay.Results Compared with the control
group, the level of LZTS1 protein [(2.835+0.301), (4.125+0.385) vs. (1.000+£0.085)] of PANC-1 cells in the pcDNA-LZTS1-1 group and
the pcDNA-LZTS1-2 group was significantly increased, especially in the pcDNA-LZTS1-2 group. Overexpression of LZTS1 significant-
ly inhibited the proliferation, invasion [(56.369+6.432) vs. (117.258+12.152)] and migration [(120.145+14.210) vs. (233.258+25.148)]
of PANC-1 cells and induces apoptosis [(23.252+2.152)% vs. (6.589+0.645)%].Conclusion  Overexpression of LZTS1 significantly in-

hibits the proliferation, invasion and migration of PANC-1 cells and promotes apoptosis.
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