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The Mechanism of Cell Death in SPC-A-1 Cell Line
Transfected with Suicide Gene pCEAcd-tk
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Abstract: [ Objective] To study the mechanism of cell death of SPC-A-1 cell line transfected with pCEAcd-
tk. [ Methods) Plasmid pCEA cd-tk was extracted and transfered into the SPC-A-1 cell line, then it was mixed
with untransfected cells 2 *8) and seeded onto the 96 well (3X 10°/well). The prodrugs such as 5FC (5 mol/
L) and GCV (10 #mol/L) were added and then cultured for 5 days. The survival rate of cells was measured by
MTT assay, and the bystander effect was determined. Genomic DNA from the treated cells was extracted and
subject to electrophoresis in 8 g/ L. agorose gel. Treated cells were stained by Hoechst 33342 and observed under
the fluorescent microscopys stained by propidium iodide for analysis with flow cytometry. [Results] OThe by-
stander effect of pCEA ed-tk/ prodrug system was observed after transfecting SPC-A -1 cell line with pCEA ed-tk;
@The genomic DNA from the treated cells in electrophoresis in 8 g/ L agorose gel showed smearing. (@ The
treated cells were enlarged but no apoptotic body was observed under fluorescent microscopy when they were
stained by Hoechst 33342. S stage of treated cells was longer than that of untreated cells, it showed that there
were some changes of cellular cycle in SPC-A-1 cells transfected with pCEA ed-tk. [Conclusion] There were by-
stander effect in SPC-A-1 cell transfected with pCEA cd-tk, and it was necrosis rather than apoptosis.
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