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Table 1 Comparison of lung coefficient between two strains of mouse(x+s,n=8)
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Note : The two strains were compared in the corresponding control mice, * P<0. 05; compared with the same group of mice corresponding to another

strain, " P<0. 05
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Fig.1 HE staining pathology picture of mouse lung tissue( x200)
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Fig.2 HYP content in lung tissue of two strains of mice(x+s,n=8)

Note : The two strains were compared in the corresponding control mice, * P<0. 05; compared with

the same group of mice corresponding to another strain, " P<0. 05
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Comparative Study on Pulmonary Fibrosis Model Induced by
Bleomycin and Endotoxin in Two Strains of Mice

HE Wenjuan, WU Xiaoyu, YUAN Zhijian, HUANG Yin
( Wuxi Higher Health Vocational Technology School, Wuxi 214028, China)

Abstract; Objective A suitable mice pulmonary fibrosis model was established by comparing the degree of
pulmonary fibrosis induced by bleomycin and endotoxin in two strains of ICR and C57BL/6 mice. Method Two
strains of ICR and C57BL/6 mice were randomly divided into control group, bleomycin group and endotoxin group,
respectively. The bleomycin group received a single intratracheal instillation of 5 mg/kg body weight of BLM to
induce pulmonary fibrosis, the endotoxin group was Intravenously injected with endotoxin of 40 EU/kg, while
normal control groups were administrated the same amount of normal saline. On the 7th, 14th and 28th day, 8 mice
were respectively sacrificed in each model group. The general condition of the mice was observed, and the lung
coefficient of the mice was measured. The pathological changes of the lung tissues were observed by HE staining.
The content of hydroxyproline in the lung tissues was detected by ELISA. Result Compared to the control group,
the lung coefficient and lung hydroxyproline content of each model group increased to different degrees ( P<0.05).
The lung coefficient, lung hydroxyproline content of the bleomycin group and endotoxin group of C57BL/6 were
significantly different from the bleomycin group and endotoxin group of ICR (P<0.05). The lung coefficient, lung
hydroxyproline content of the bleomycin group of C57BL/6 was no difference from the endotoxin group of C57BL/6
(P>0.05). Conclusion C57BL/6 mice are more sensitive to bleomycin and endotoxin. Both bleomycin and
endotoxin can prepare lung fibrosis models of acute lung injury in mice.
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