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Establishment and Evaluation on Infected Rats Model of ESBLs — producing Escherichia Coli. = Wu Zhengrong ,He Ming ,Li Yuan. Dong-
fang Hospital , Beijing University of Chinese Medcine , Beijing 100078 , China

Abstract Objective To establish ESBLs — producing Escherichia coli infected SD rats model and make a theoretical basis for the
study of the pathogenesis of drug — resistant bacterial infection and drug treatment. Methods The SD rats was infected with ESBLs produ-
cing E. coli by injecting into tail vein to produce infected animal, determined the media lethal dose,observed and noted common state,
grown bacterial cultures,taken count of leucocyte and pathological changes of vital organs. Results The infected animal appeared varying
degrees symptoms of infectionrats, such as fever, weight loss and leukocytosis. The result of bacterial cultures was positive, and as com-
pared with the control group, the difference was statistically significant (P <0.05). The pathology found that the organ of model group ani-
mals appeared inflammation, cell edema and congestion and other pathological changes. Conclusion The SD rats was susceptible to ES-
BLs producing E. coli, and appeared performance of infection such as fever, weight loss,leukocytosis, inflammatory pathological changes
in vital organs after infection.
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