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NUTRITIONAL LIVER DISEASE OF CULTURED YELLOWTAIL,
SERIOLA QUINQUERADIATA, CAUSED BY FEED DEFICIENCY

Soo-11 PARK+*

When frozen sandeel Ammodytes personatus which had been stored for a long time, was given to

yellowtail for 70 to 80 days, some mortality of the rearing fish began to appear.

The liver of the diseased fish showed some yellowish brown discoloration and histopathological study

revealed that fatty degeneration of the liver cells was obvious, and this degeneration was especially

heavy around bile-duct. The cell nuclei showed atrophy.
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Normal liver cells of yellowtail.

Figs. 1-2.
Figs. 3-4.

Figs. 5-6.
degenerated.
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Degenerated liver cells showing atrophy, and fusion with neighboring cells.

Aggregated erythrocytes leaving only their nuclei in the part where liver cells



