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Construction of Recombinant IRAK4 Overexpressed Plasmids and Validation of Their Transfection to H9c2 Cardiomyoblasts. Yuan Yuan,
Liao Haihan, Wu Qingqing, et al. Department of Cardiology, Renmin Hospital of Wuhan University, Hubei 430060, China

Abstract Objective To construct the recombinant IRAK4 overexpressed plasmids and transfect them in H9¢2 cardiomyoblasts.
Methods pDONR223 - IRAK4 plasmids in Bacteria were provided for free by Addgene. Vector NTI was used to design the special prim-
er of IRAK4, which expanded the genetic segment of IRAK4 by RT — PCR. The augment segment of IRAK4 and plasmid pcDNA3. 1 were
digested with endonuclease BamH [ and EcoR 1, then to connect. The recombinant overexpressed plasmid was transfected into H9¢2
cardiomyoblasts, then to assay the expression of IRAK4 protein by Western blot. Results The augment segment was the IRAK4 genetic
segment with stop codon identified by RT — PCR, electrophoresis and sequence identification, which was in accordance with the sequence
published in the gene bank, and the recombinant plasmid can overexpress in the H9¢2 cardiomyoblasts, showing that the recombinant

plasmid of IRAK4 was constructed successfully. Conclusion The recombinant plasmid of IRAK4 was successfully constructed and trans-

fected into H9¢2 cardiomyoblasts.
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