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Abstract

This survey was performed to report rare outbreak of liver cirrhosis in Korean native goat
(KNG) which was died of Yangpyeong’s goat farm on Feb, 1992.

The examination for the KNG was carried out by clinical signs, necropsy and various lab-
oratory test including parasitic, bacterial and histological test. The KNG looked jaundice,
ascite, hemorrhage of rumen, abomasum and intestine, and brownish smooth cirrhotic liver at
necropsy. Histological examination for liver revealed considerable proliferation of connective
tissue and piecemeal necrosis which was caused by chronic active inflammation in
interlobules and intralobules. There were atrophic micro and macro nodules which were sur-
rounded by connective tissue. The lobular structure lack almost all central vein. The portal
areas appearred proliferation of bile ducts, blood vessels and connective tissues. These con-
nective tissue infiltrated heavily with plasma cells, lymphocytes and histocytes, Histological
examination for brain proved to be hepatic encephalopathy by virture of congestion and
edema in cerebral medullary.

From these results were demonstrated mixed nodular, active, postnecrotic liver cirrhosis,

Key words : Mixed nodular, active, postnecrotic Liver cirrhosis.
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Table. 1 Comparison of normal goat serumchemistry analyte values with the 10 live KNGs of the
tested KNG pastures.(means and SD or range)

Normal goat serumchemistry analyte
values of Kaneko JJ

The live KNGs serumchemistry analyte
. values of the tested KNG pastures(NO. 10)

Protein(g /1) 69+4.8 57.27%5.1
Albumin(g /1) 33+3.3 27.82+1.8

AST, GOT(U /1) 167—513 63—99(88.6 +16.0)
ALT, GPT(U /1) 24—83 1-25(13.8+8.54)
BUN(mg /dl) 15+£2.0 46.82+10.0
Glucose(mg /dl) 62.8+7.1 83.08+11.96
Cholesterol(mg /dl) 80+130 94.16+28.56
Calcium(mg /dl) 10.3+0.7 11.62+0.22
Phosphate(mg /dl) 6.5 10.66+0.87

A /G Ratio 1.96+0.45 1.12x+0.1

Abbreviation : KNG ; Korean native goat, ALT ; Alaine aminotransferase, AST : Aspartate
aminotransferase, BUN : Blood urea nitrogen,
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Legends for Photos

Photo 1. Considerable proliferation of connec-

tive tissue and piecemeal necrosis
which was caused by chronic active
inflammation. (H & E stain X 100)

Photo 2. Hyperplastic parenchymal nodule

separated by fibrous bands, atrophy
of liver lobules, hyperplasia of bile
duct and” mononuclear cellular infil-
tration in portal area, (H & E stain X
40)

Photo 3. The portal areas appearred prolifer-

ation of bile ducts, blood vessels and
connective tissues.(H & E stain X
100)

Photo 4. Dilated Virchow Robin space, con-

gestion of blood vessels and edema
in cerebral medullary.(H & E stain
X100)
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