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Establishment of Mouse Peritonitis Model of Methicillin Resistant
Staphylococcus aureus
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Abstract: "Super bacteria" methicillin resistant Staphylococcus aureus (MRSA) is a frequent cause of peri—
tonitis in continuous peritoneal dialysis,and the treatment is difficult. Meanwhile, MRSA peritonitis animal
models are lacking. It was performed with mice divided into seven groups and given intraperitoneal injection
2x10°~2x10"° CFU/mL of MRSA. At the same time, the time of death was recorded. Besides, the bacteria
amount of liver and spleen was measured and the pathological analysis of liver and spleen was performed.
Then appropriate modeling concentration was determined. The results showed that the minimal lethal dose of
the clinical isolated MRSA was 2x10° CFU each mouse and the optimal concentration of modeling was 1.4x10°
CFU each mouse. The mouse peritonitis model of methicillin-resistant staphylococcus aureus was construct—
ed successfully, which provided a reliable animal model for the research of peritonitis caused by MRSA and
development of the vaccine.
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Fig.3 Liver histopathologic examination of MRSA-infected mice (HE staining,200x)
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Fig.4 Spleen histopathologic examination of MRSA-infected mice (HE staining,200x)
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Fig.6 Spleen bacteria amount of MRSA-infected mice
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