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Legends for Figures

Hepatic cell of rabbit from acute case. Cisternae of rough endoplasmic reticulum (rER)
are moderately enlarged. Glycogen particles are decreased in number.M, mitochondria;
N, nucleus; sER, smooth endoplasmic reticulum; X35, 000.

Vacuoles containing degenerated cell organells and small myelin-figure structures are
observed in hepatic cell of acute case. Mitochondria(M) are variable in size and shape.
D, space of Disse; X7, 500.

A degenerated Kupffer cell (K) containing pyknotic nucleus (N) and vesiculated mito-
chondria (M) from acute case. H, hepatic cell; Ly, lysosome; X7, 000.

. Hepatic cell nucleus is lightly seen and nucleoli(No) is atrophied. Chronic case. X5, 000.

5. A large myelin-figure structure is seen in hepatic cell from chronic case. D, space of

Disse; E, endothelium; S, sinusoid; X 12, 000.

Vesiculated smooth endoplasmic reticulum (sER) in hepatic cells increased in number
in the glycogen area and abundant glycogen particles are observed. Cisternae of rough
endoplasmic reticulum (rER) are strongly enlarged and contain less electron dense amor-
phous substance. Chronic case. S, sinusoid; X5, 000.

A degenerated hepatic cell with karyolysis (N) is seen against the proliferation of end-
othelial cells (E) in chronic case. Lm, lymphocyte; N, nucleus; X5, 000.
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Ultrastructural Alterations of Rabbit Liver after Overdose of Nitrate

Soon Bok Kim, D.V.M., M.S.

Institute of Veterinary Research, Office of Rural Development

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

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

Abstract

In order to know the morphological changes of liver in nitrate poisoning, the ultrastructural

studies were carried out on the rabbit liver after potassium nitrate was administered orally

at lethal dose, in single treatment, as acute case and at two different levels. 1.0 and 0,5 g/kg

of body weight daily for 43 and 60 days as chronic case, respectively.

The results were summarized as followings:

1. In the hepatic cells of acute case, mitochondria were swollen, disappearance of cristae and

variable in shape. Dilatation of rough endoplasmic reticulum and vacuoles containing degenerated

cell organells were observed. Glyogen particles were decreased in number., Degenerated Kup-

ffer cells were often seen in acute case.
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2. In the hepatic cells of chronic case, there were increase of smooth endoplasmic reticulum,
marked enlargement of rough endcplasmic reticulum, detachment of membrane bound ribosome
and some rough endoplasmic reticulum changed into smooth endoplasmic reticulum. Secondary
lysosome, abundant glycogen paricles and myelin-figure structures were also observed in the

cytoplasm of the hepatic cells. The endothelial cells were proliferated in the area of the necrotic
cells.
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