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Expression, purification and renaturation of recombinant CARDs TX fusion protein
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Abstract Objective: To obtain recombinant CARDs TX fusion protein from BL21 cells. Methods: The CARDs TX gene (MPN 372) was
cloned into vector pET28a and the integral CARDs TX expression vector was obtained after single gene point—mutations. The constructed
recombinant plasmid was transformed into E.coli BL21 for expression under induction of IPTG. The Ni-NTA was used to purify the CARDs
TX and the urea was desalted to get the refolding protein. Results: Enzyme digestion and gene sequencing analysis showed that pET280—
CARDs TX recombinant plasmid DNA sequences were completely correct. CARDs TX fusion protein could be expressed efficiently in BL21
and high purity target protein could be obtained. Expanded volume dialysis method applied had significant positive effect on the
renaturation of the target protein. Conclusion: To successfully purify the CARDs TX and construct the CARDs TX expression vector that
can be efficiently expressed in E. coli.
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Fig 1 The construction of pET28a—CARDs TX recombinant plasmid
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Fig 2 Expression and purification of pET28a—CARDs TX recombinant plasmid
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Fig3 Renaturation of recombinant CARDs TX fusion protein
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