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LEGENDS FOR FIGURES

Figures are of sections stained with hematoxylin and eosin.

Fig. 1.

Fig. 2.

Fig. 3.

Fig. 4.

Eosinophilic infiltration at the margin of hemorrhage induced by migrating larva. Disintegrating
hepatic cells are seen at the periphery of hemorrhage. X 430.

Eosinophilic infiltration extending from the migrated region. Bile duct and blood vessels in the
island of Glisson are shown. X 430.

A larva trapped in the liver is surrounded by heavy collection of eosinophils. Young fibrous
tissues proliferated around them are infiltrated with Jeukocytes composed of many eosinophils,
some neutrophils, a few lymphocytes and plasma cells. X i00.

A calcified larva surrounded by macrophages and some multinucleated giant cells is shown.
Hyperplasia of lymphoid follicles in the increased connective tissue is remarkable in the
vicinity. X 100.

Hyperplasia of bile ducts. Numerous eosinophilic and lymphocytic infiltrations are shown in the
increased connective tissue. The adjacent hepatic lobules show dissociation of hepatic cell cords.
X 100.

Matured connective tissue formed presumably by the migrated larva at the late stage of
infection. A lymphoid follicle and round cell infiltration are shown, which indicate that the

inflammatory process is still active. X 100.
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Pathological Changes in Hepatic Ascariasis of Swine
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1. Hepatic ascariasis represented by milk spots on the liver surface was found in 475(31.7%) out of

1,500 pigs.

2. For histopathological studies, 170 cases were collected at random from the milk spotted liver.

From these cases ascaris larva was found in 14 cases (8.2%).

3. Grossly, the occurrence of milk spots was not confined to any particular lobes of the liver. The

lesions, however, were more frequently found in the diaphragmatic surface than in the viscera!

surface. The extent of the spots was limited to the subcapsular region and the deeper tissuc was

not affected.

4. Histologically, hemorrhage and eosinophilic infiltration were observed in the area invaded by the

larva. The increase of connective tissue followed by a form of chronic lymphocytic hepatitis was

observed at the late stage of infection. There was numerous eosinophilic infiltration around the

larva trapped in the liver tissue. Consequently, encapsulation of the larva was followed by

organization and calcification.



