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Inhibitive effect of Smad4 gene on the growth of human pancreatic adenocarcinoma cell

line HS766T

YUAN Sheng-guang, FENG Xie-lin, TIAN Ling, WEI Yu-quan, ZHANG Zhao-da (Institute of Hepatobiliary Surgery, Southwest Hos-
pital, Third Military Medical University, Chongging 400038, China)

Abstract: Objective To study the inhibitory effect of Smad4 gene on the growth of human pancreatic adeno-
carcinoma cell line (HS766T )cells. Methods Smad4 dDNA was cloned into the pcDNA3. 1 vector to construct a re-
combinant expression vector plasmid pcdDNA3. 1-Smad4, which was then transfected by liposome method into HS766T
cells with homozygous deletion of Smad4. After G418 selection, Smad4 gene expression, cell cycle and cell apoptosis
were assessed by flow cytometty, and the cell growth rate by cell count and MTT amalysis. Results The Smad4 gene
recombinant expression vector was constructed. After transfection with pcDNA3. 1-Smad4, the pwoliferation of cul-
tured HS766T pancreatic adenocarcinoma cells was suppressed with the suppression rate higher than 40% on the
fourth day. The same results were found by MTT assay. The cells of G phase increased obviously while the cell mum-
ber of S phase decreased, although no obvious increase of apoptosic cell number was observed. Wild-type Smad4 gene
atiributed to the increase of G1 phase cells and the decrease of S phase cells in HS766T cells and could inhibit the
growth of HS766T cells. Conclusion Wild-type Smad4 gene can inhibit the proliferation of human pancreatic ade-
nocarcinoma cells and can be used as one of the target genes of pancreatic adenocarcinoma gene therapy.
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