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Histopathological Studies on Edwardsiellosis of Tilapia— |
Natural Infection

Saburoh S. Kugpora, Noboru Kaice*, Teruo Mivazax:
and Toshio Mivasurra**

Fuculty of Fisheries, Mie University

The present authors histopathologically studied on tilapia (Tilapia nilotica) in-
fected with Edwardsiella tarda. Ten diseased fish exhibiting pale body-color, swollen
abdomen due to dropsy, protruded blood-shot anus and cloudy eye, were collected at
fish-farm ponds in Nara and Osaka Prefectures in 1981. The fish displayed at autupsy
much ascites and the formation of fine white nodules in the liver, spleen, kidney,
gills and rarely in the intestine alone. Visceral infected lesions exhibited various
histopathological manifestation; 1) focal necrosis with diffuse bacterial multiplication,
2) focal necrosis followed by infiltration of many macrophages, which mostly under-
went intracellular multiplication of the bacteria and 3) granulomas, which have not

yet been observed in gills and intestine.
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Explanation of Plate |

A dissected view of a tilapia infected with Edwardsiella larda. Many white nodules

are formed in the liver. Dropsy is also accompanied.

Infected lesion on the liver., Many bacteria with a rod-shape multiply necrotizing

hepatocytes. Giemsa, %320

~

Infected lesion in the spleen. The lesion undergoes focal necrosis. H-E, 50

Infected lesion in the kidney. The hematopoietic tissue is invaded and necrotized by

bacteria. Renal epithelia are slightly affected. H-E, 200
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Explanation of Plate |

. Hepatic lesion followed by marked macrophage infiltration. Many macrophages thickly

wall off the Infected lesion and the inside macrophages undergo intracellular maulti-

plication of bacteria, which detailed view is shown at Fig. 3. H-E, x80

. Splenic lesion followed by marked macrophage infiltration. Many macrophages thickly

wall off the necrotic lesion. H-E, x80

. A detailed view of the hepatic lesion with marked macrophage infiltration. Bacteria

intensively multiply within macrophages in the necrotic lesion. Giemsa, X480

. Granulomas in the spleen. Epithelioid cells thickly wall off infected lesions to form

granulomas. The inside necrotized tissues and inflammatory cells undergo coagulation.
H~E, =80
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Explanation of Plate |

Granuloma formatiom and hemosiderosis in the spleen. Adding to the granuloma for-
mation, Berlin blue stain reveals extensive hemosiderosis in the spleen, Hemosiderosis
occurring also in the liver and kidney, is assumed to be caused by methemoglobinemia

due to a high level of nitrite in the pond water. Berlin blue, x 160

Old granuloma in the kidney. The old granuloma has flattened epithelioid cells and

inside caseous mass. H-E, %320

A detailed view of an old granuloma in the kidney. Bacteria survive decreasing inten-

sively in the number within caseous mass of the granuloma. Giemsa, x600

Infected lesion in the intestine. The lesion involves the tunica propria and epithelium

followed by necrosis and ulceration. Giemsa, 100

Infected lesion in gill filament, The infected lesion involves the connective tissues
around filamental artery accompanying macrophage infiltration and fusion of lamellae.
-E, %160
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