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Construction and identification of human ADAMI17 gene RNA interference vector”
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Abstract: Objective To build human disintegrin domain and metalloproteinasel7(ADAM17) short hairpin
RNA (shRNA) gene expression vector,and to identify its interference efficiency in human pancreatic cancer
cell line PANCI. Methods ADAMI17 shRNA gene fragments was designed and compunded and connected to
pLKO. 1-puro vector which was double digested by Age I and EcoR T . Interference expression vector pLKO. 1
Puro ADAM17 shRNA was constructed and sequenced. PANCI cells were transfected with interference vector
pLKO. 1 Puro ADAMI17 shRNA. The interference efficiency of interfering plasmids was detected by fluores-
cence quantitative PCR (qg-PCR) and Western blot assay. CCK-8 assay was used to detect its effect on the pro-
liferation of PANCI cells. Results The sequencing results showed that shRNA expression vector targeting
human ADAMI17 gene was successfully constructed,and the interference vector could down-regulate the rela-
tive expression of ADAMI17 in PANCI1 cells by more than 65% ., and significantly inhibit the proliferation of
PANCI cells. Conclusion ADAMI17 gene interference plasmid vector was constructed successfully.
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