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The construction of eukaryotic and shRNA expression vector of

mevalonate Kinase gene and its effect on cyclins expression in BxXPC-3
Jin Rui Wang Fang Luan Kang et al
( Dept of Biochemisiry and Molecular Biology Anhui Medical University Hefei 230032)

Abstract Objective To construct the eukaryotic expression and shRNA expression vectors of mevalonate kinase
( MVK) gene and study the effect on cyclins expression in BxPC3 cells. Methods Total RNA was extracted from
BxPC3 cells and the desired gene MVK was obtained by RT-PCR and acquiring chemical synthesis MVK ( 751-
779) and MVK (10894117) locus oligo fragments. After construction of eukaryotic and shRNA expression vectors
using genetic engineering the recombinant was transfected into BxPC3 and cell lines of stable expression were se—
lected by antibiotic. Western blot was used to analyze the expression of MVK and cyclins in BxPC3. Results
MVK eukaryotic ( pcDNA3. 1-mvk) and two shRNA ( piLenti-RNAishRNA1/2) expression vectors for MVK were
successfully constructed. The cell lines with stable MVK over-expression and knockdown were obtained by antibiotic
selection and Western blot. Western blot results showed that Cyclin Bl and Cyclin E expressed significantly lower
both in BxPC3 cell with MVK over-expression and MVK knockdown compared with the control. Conclusion Both
MVK over expression and knockdown can inhibit the expression of Cyclin Bl  Cyclin E in BxPC3.
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