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Influence of pneumococcal surface protein A on human neutrophils releasing CXCLS
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Abstract; Objective To investigate the influence of prokaryotic express pneumococcal surface protein A(PspA) on CXCLS re-
The recombinant plasmid pET-32a(+)/PspA was transformed into E. coli BL21(DE3).

The fusion protein TRx-His-PspA was expressed and digested by enterokinase after purification,in order to get protein PspA. Then

leasing from human neutrophils. Methods

mice were immunized with protein PspA to get the anti-PspA antibodies. Protein PspA single or mixed with anti-PspA antibodies
was added in the medium of human neutrophils for coincubation. Later the CXCL8 producing and releasing from neutrophils were
detected. Results The fusion protein TRx-His-PspA was expressed and purified successfully. The protein PspA was obtained after
digested by enterokinase. The anti-PspA antibodies with high titer were gotten from the immunized mice. After the protein PspA
adding in the medium of human neutrophils, the neutrophils were detected to produce and release more CXCL8 by real-time quanti-
tative polymerase chain reaction and enzyme-linked immunosorbent assay ( P<C0. 05). On the other side, the anti-PspA antibodies
could reduce the ability of protein PspA to stimulate the CXCL8 producing and releasing. Conclusion The protein PspA could in-
duce human neutrophil synthesizing and releasing chemokine CXCL8, which reveals the relationship between neutrophils and Strep-
tococcus pneumoniae.
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