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Pathological Change for ICR Mice Infected with Avian Influenza H5N1 Viruses

LIU Zhong-hua', LI Zhi-dong?, TAN Wen-ya', HUANG Ren!
(1.Guangdong Laboratory Animals Monitoring Institute, Guangzhou 510260, China;
2.Guangdong Medical College, Zhanjiang 524023, China )

Abstract: [Objective] The pathologic changes were observed after ICR (Institute of cancer Research) mice
were infected with avian influenza A (H5N1) viruses through the nasal cavity. [Methods] Anesthetized ICR mice
were inoculated intranasally with avian influenza virus isolates at a biosafety laboratory. Throughout the 14-day
experiment tissue samples from lungs, livers, kidneys etc. were processed for histopathology. [Result] The ICR mice
exhibited severe pathologic changes, multiple systemic organs hurt, including the brain. The lung tissues showed
interstitial pneumonia, dropsy, configuration breakage, broadened alveolar septa, epithelial desquamation and

putrescence, capillary vessel dilatation and congestion, and interstitial lymphocyte infiltration. [Conclusion] The

pathology of the lungs of infected ICR mice was similar to that of severe cases of avian influenza in humans.
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Fig.1 Pathologicoanatomic lung of the mouse

A :the mouse lung of different groups in the third day;B:the mouse lung of different groups in the sixth day;C:sectional drawing of the mouse

lung infected
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Table 1 Comparison of the lung indexes about varied

mice groups (wts)

Group (mice) n(unit) Lung indexes
Group 1 20 0.65 +0.09
Group 2 20 0.63 +£0.06

Group 3(no dead mice) 24 1.63 +0.58"

Group 3(dead mice) 36 2.97 +0.40%

1)P < 0.01,compared between group 2 and group 3 (no
dead mice) ;2)P < 0.01, compared between group 2 and group
3(dead mice)
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Fig.2 The pathological change of the mouse lung infected

A :the congestion and edema in pulmonary interstitium; B:lymphocytic infiltration in pulmonary interstitium; C:lymphocytic infiltration around

pulmonary blood vessel; D:the degeneration and exfoliation of the epithelial cells in lobular bronchiole; E:the exfoliation of the all epithelial cell

in lobular bronchiole; F: congestion in lobular bronchiole; G :cytolysis and exfoliation of epithelial cells in respiratory bronchiole; H:alveolar hemorrhage

monocytes infiltration and alveolar fusion in alveolus; HE , x40
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Fig.3 The pathological change of the mouse kidney infected

A:congestion and edema in renal interstitium;B:edema in uriniparous tubules;C:cell karyopyknosis in uriniparous tubules;D:congestion

malpighian capsule extension in renal glomeruli ; HE, x40
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Fig.4 The pathological change of the mouse hepar infected

A :hepatic sinus congestion and hepatocyte granular degeneration in hepar;HE, x 40  B:hepatocyte necrosis in hepatocyte; HE x 20

C; hepatotysis and necrosis in hepatocyte; HE, x40 D :lymphocyte infiltration around hepar blood vessel ; HE, x40
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Fig.5 The pathological change of the mouse brain infected
A ;lymphocyte infiltrate in brain white matter; B fibronolysis and

focal necrosis in brain white matter; HE , x40
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