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Fig.1 Relationship between the numbers of P.

aeruginosa S-51 in lungs of mice and in

glass nebulizer
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Fig.2 Spleen cells of mice after intraperitoneal
administration of cyclophosphamide
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Fig.3 Spleen cells of mice after peroral admini-
stration of imuran
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Fig. 4 Survival rate of P.aeruginosa-infected
mice after administration of imuran and
cyclophosphamide
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Fig.5 Survival rate of P. aeruginosa-infected
mice after administration of cyclophosphamide
(250mg/kg,i.p.)
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Fig.6 Viable cells in lungs of P. aeruginosa-in-
fected mice after administration of cyclopho-
sphamide (250 mg/kg, i.p.)
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Fig.7 Histological changes in P.aeruginosa-
infected mice (X 100)

Fig. 8 Histological changes in P.aeruginosa-
infected mice (x1,000)
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EXPERIMENTAL MURINE PNEUMONIAE MODEL DUE TO
PSEUDOMONAS AERUGINOSA. 1

Studies on Conditions of Infection

YosHikazu Fokuoka, Masaru Tai1, Yosuiko YAMAsHIRO,

Takasur Yasupa and Isamu Saikawa

Research Laboratory, Toyama Chemijcal Co., Ltd.

The experimental murine pneumoniae models due to Pseudomonas aeruginosa have been studied,

and the results were as follows :

1) The aerosol exposure system was superior in the infected method with challenge organisms to
others. And the numbers of bacteria in lungs of mice were correlated with those in glass nebulizer.

2) The intraperitoneal injection of cyclophosphamide to mice increased in the fixation of bacteria
in lungs of mice. The dose of cyclophosphamide was best at 250mg/kg, and the infection was started

at 5 days after the administration of cyclophosphamide.

3) In this aerosol exposure system, the preliminary clearance of bacteria in lungs of mice was ob-

served, and all mice were dead in 30~48 hours.

4) The histological changes in lungs of mice were observed in this aerosol exposure infection, and

that proved the murine pneumoniae due to P.ageruginosa.



