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Table 1. Obstruction of Common Bile Duct in Goats
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Text-Fig. 2. Changes of serum total bilirubin concentra-
tions following partial and complete obstruction of
common bile duct in goats.
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Text-Fig. 3. Changes of serum total cholesterol comcentra-
tions following partial and complete obstruction of

common bile duct in goats.
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Text-Fig. 4. Changes of serum Aspartate aminotransferase
activities following partial and complete obstruction

of common bile duct in goats.
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Text-Fig. 5. Changes of serum Sorbitol dehydrogenase
activities following partial and complete obstruction

of common bile duct in goats.
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dase activities following partial and complete ob-

struction of common bile duct in goats.
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Text-Fig. 7. Changes of serum total protein comcentra-
tions following partial and complete obstruction of

common bile duct in goat.
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Legends for Figures

Fig. 1. Hepatic tissue of the goat on day 29 after an experimental partial obstruction of common bile
duct was not significantly changed as compared with normal hepatic tissue. H & E stain; X40

Fig. 2. The lesion of the liver of the goat on day 29 after an experimental complete obstruction of com-
mon bile duct shows moderate bile duct proliferation in a portal area, intrahepatic bile stasis,
periportal fibrosis. H & E stain; X100

Fig. 3. Higher magnification of Fig. 2. shows marked periportal fibrosis and bile duct proliferation, newly
formed channels, pseudochannels in portal area. H & E stain; X200

Fig. 4. Higher manification of Fig. 3. shows phagocytosis of bile pigment By kupffer cells and hepatic
cell necrosis. H & E stain; X 400
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Clinico-biochemical Study on Experimental Partial and Complete
Obstruction of the Common Bile Duct in Korean Goats

Ra—Gyeong Yoo, D.V.M. * Jong-Tae Cheong, D.V.M. and Tchi-Chou Nam, D.V.M. Dh.D.

College of Veterinary Medicine, Seoul National University

Abstract

Clinical signs, serum chemical values and histological findings of hepatic tissue after partial and com-

plete obstruction of common bile duct in Korean goats were investigated.

Abnormal clinical signs were not observed in partial obstruction of common bile duct, but in complete

obstruction clinical signs such as jaundice, urine color change, were observed.

Serum total bilirubin, total cholesterol, aspartate aminotransferase, sorbitol dehydrogenase, gamma glu-

tamyltranspeptidase, and total protein values increased on the 1-4th day and then gradually decreased to

normal level in partial obstruction.

complete obstruction of common bileduct.
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However, they tend to increase persistently by the 24th day in



Histologic features of hepatic tissue in partial obstruction were not changed as compared with normal
hepatic tissue. On the other hand, in complete obstruction of common bile duct there were moderate bile
duct proliferation in a portal area, rupture of bile canaliculi, phagocytosis of bile pigment by Kupffer

cells, periportal fibrosis, intrahepatic bile stasis and hepatic cell necrosis.




