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(539 (bp)

vraSR-U F: GGGGACAAGTTTGTACAAAAAAGCAGGCTGCACCCGCTGAAACATCTAC 994
R: gatgaaccactacaatagaac AGAACACAAGCTGTCATCTATGC
vraSR-D F: catagatgacagettgtgttct GTTCTATTGTAGTGGTTCATCG 1181
R: GGGGACCACTTTGTACAAGAAAGCTGGGTGACATCAACGAAGATACATAGC
vraSR-] F: GACCTCTGTTTTTTGGTGTCTATT 1 755/100
R: CGTAGAGGTGATTTATCGATGAAC
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Research of construction and pathogenicity of vraSR

two-component regulatory system knockout strain of S. aureus
Gao Caihong Dai Yuanyuan Chang Wenjiao et al

( Dept of Laboratory Medicine The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)
Abstract Using gene knockout and gene complementation technology to construct heterogeneous vancomycin-me—
diated Staphylococcus aureus( Mu3) wvraSR gene deletion mutant( AvraSR) and gene complement strain( CAvraSR)
and to probe the effect of VraSR on the pathogenicity of Staphylococcus aureus by mouse skin abscess formation
model. The successful construction of vraSR gene deletion mutant strain and gene complement strain was verified by
PCR and RT-PCR. Compared with the wild strain Mu3 the skin abscess of the AvraSR strain mice was significantly
reduced( P <0. 001)

damage of the skin tissues was alleviated. We also found the strain of CAvraSR can recovery their pathogenicity.

the amount of skin tissue bacteria was significantly reduced( P <0.01) and the pathological
VraSR can increase the pathogenicity of Staphylococcus aureus.
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