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Fig.

Fig.

Fig.

Fig.

Fig.

Explanation of Figures

. Centrilobular necrosis of liver. H-E. X 97.

. Hydropic degeneration and cloudy swelling of hepatic cells. Arrows indicate the eosinophilic

granular bodies in the vacuoles. H-E. X 268.

. Coated pits (long arrows), coated vesicles (short arrows) and fusion of coated vesicle with

large’vesicle (V) are seen in the hepatic cell and endothelial cell. Decreased number of
glycogen granules and degenerated mitochondria are observed in the hepatic cell cytoplasm.
X 10, 000.

. Vacuoles (arrows) containing electron-dense amorphous bodies and enlarged mitochondria

are observed in the hepatic cell. Decrease and margination of chromatin are seen in the

nucleus. X 7,000.

. Swollen mitochondria contain electron-dense materials within the matrix with disappearance

of cristae. Enlarged cisternae of the rough-surfaced endoplasmic reticulum (arrows) and a
vacuole containing electron-dense mass are seen in the hepatic cell. Smooth-surfaced endop-
lasmic reticulum was markedly increased in number. X 12,000.

. Hepatic cell contains secondary lysosome (arrow) and a large vacuole surrounded by enlarged

rough-surfaced endoplasmic reticulum. X 7,000.

. Margination of chromatin in the nucleus and increased number of smooth-surfaced endopla-

smic reticulum are observed in the hepatic cell. Agranular membranous structures are
dispersed in the cytoplasm. The membranous structures connected with rough-surfaced endo-

plasmic reticulum are seen (arrows). X 7,000.
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Electron Microscopical Observations of Hepatic Cells in Korean
Native GoatjInjected with Clostridium perfringens Toxin

Cha-Soo Lee, D.V.M., M.S., Ph.D.

Department of Veterinary Medicine, College of Agriculture, Gyeongbug National University

Abstract

This paper dealt with the light microscopical and electron microscopical findings on the morphological
changes of the liver of Korean native goat injected with toxin (culture filtrate) of Clostridium per-
fringens which was isolated from Korean native cattle died of acute Clostridium perfringens enterotoxe-
mia. The results observed are summarized as follows.

In the microscopical findings, hyperemia and minute hemorrhage of the liver parenchyma,
of hepatic central vein and centrilobular necrosis of liver, cloudy swelling and hydropic degeneration
of hepatic cells, and appearance of light eosinophilic granular bodies in the vacuoles were recognized.
In the electron microscopical findings, appearance of pinocytotic vesicle (coated vesicle), fusion of these
vesicles, formation of vacuole and accumulation of minute granular proteinous materials in the vacuole
were observed in the hepatic cells. Decreased number of glycogen granules, swelling and destruction of
mitochondria, proliferation of smooth-surfaced endoplasmic reticulum, enlargement of rough-surfaced
endoplasmic reticulum, dispersal of thready agranular membranous structure and appearance of secon-

dilatation

dary lysosome were recognized in the hepatic cell cytoplasm.
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