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Pathological changes of multiple organ damages due to

acute obstructive cholangitis in rats

Gong Jianping, Han Benli, Peng Zhiming, et al (Department of Hepatobiliary

Surgery,

Southwest Hospital, Third Military Medical College, Chongqing. 630038)

Abstract The pathological changes

of the

damages on many vital organs

during acute obstructive cholangitis were observed in 45 rats under optical and
electron microscopy, The morphological changes of the vital organs were cha-
degeneration and/or necrosis

racterized by disturbance of blood circulation,

of the tissues and cells, and inflammatory reactions, The hepatic damage

appeared earlier and more severe thna the other organs during acute obstructive

cholangitis,
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