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The 288 —309 Peptide of SopB Mediates the SopB-dependent AKT Phosphorylation in HeLa Cells
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Abstract [ Objective ] To investigate the hydrophobic membrane spanning domain 288 — 309 peptide in the sequence of SopB that related to the

B*** 7 mutant was amplified with gene splicing by over-

SopB-dependent activation and phosphorylation of Akt in HeLa cells. [ Method ] The Sop
lap extension PCR (SOE PCR) and constructed into pCDNA4.0 vector. Subsequently, the capability of the SopB 30 mutant to the activation
and phosphorylation of Akt in Hela cells was measured in comparison with the wide type SopB in order to assure the role of peptide spanning
288 —309 peptide. [ Result] In contrast with the null activation of empty vector, the overexpression of wide type SopB in HeLa cells obviously in-
duces the activation and phosphorylation of pAkt,,,. Absolutely different with wide type SopB, the overexpression of SopB***~*"”

the activation and phosphorylation of pAkt,,, in HeLa cells. [ Conclusion] The peptide spanning 288-309 peptide is vital to the SopB-dependent

mutant abrogates

pAkt,,; activation in Hela cells. The deletion of the hydrophobic membrane spanning domain of SopB lead to that SopB could not subcellularly lo-

calize to cell membrane, which might be the reason to the loss of the Sop
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