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Summary

In performing autopsies on many dogs, the authors have commonly met with examples of
tumors. Now, sertoli cell tumor and Hodgkin’s disease, both of which are rare in dogs, hap-
pened to be put under research. The results obtained from the studies are as follows.

Sertoli cell tumor :

In a 15-year-old male mongrel dog born in Kagoshima city, testicular tumor developed.
Pathohistlogically, the tumor cells showed a distinct alveolar structure, with agranular, spindle-
shaped, high cylindrical tumor-cells and round or spindle-shaped nuclei. A diagnosis of sertoli
cell-tumor was made. Autopsy revealed a metastasis of this tumor to the internal illiac-lvmph-
nodes, pelvic cavity, and lung.

Hodgkin’s disease :

In a 7-year-old female Setter born in Kanagawa Prefecture, all subcutaneous lymph nodes
and those within the body cavity were markedly swollen, and a 10 ¢m and a 3-4 cm sized gray-
white, soft tumors were found at the base of caecum and at the lateral aspect of the rectum,
respectively. The normal structure of many lymph nodes was destroyed, with marked prolife-
ration of lymphoblast-like-cells, interspersed with large cells, with clear cytoplasm and light
nuclei and even larger cells, or so-called giant cells of the Reed-Sternberg type. The histologi-
cal pictures of the tumors in the wall of caecum and rectum were ascertained to be the same.
A diagnosis of Hodgkin’s disease was made.

Explanation of Plates

Microphotographs are from sections stained with hematoxylin and eosin, except figure 14.
Plate 1.

Fig. 1. Sertoli cell tumor of the testis and another atrophied testis (arrow).

Fig. 2. Section of the sertoli cell tumor forming spindle-shaped and high cylindrical cells,
Fig. 3. High magnification. Showing round or spindle-shaped nuclei.

Fig. 4. Metastatic nodules of the sertoli cell tumor in the lung.

Fig. 5. Metastasis of the sertoli cell tumor to the internal illiac lymph-nodes and pelvic

cavity (arrow).
Fig. 6. Metastatic the sertoli cell tumor in the lung.

Plate 2.

Fig. 7. Enlarged visceral and superficial lymph nodes in the Hodgkin’s disease.
A. Tonsil Carrow) B. Retropharyngeal lymph node
C. Internal illiac lymph nodes D. Inguinal lymph nodes
E. Superficial cervical lymphl nodes
F. Axillary lymph nodes G. Parotid lymph nodes
H. Mandibular lymph nodes 1. Mediastinal lymph node
Fig. 8. Tumors occured at the base of caecum (A) and lateral aspect of the rectum (B).
Fig. 9. Section of the superficial cervical lymph node forming several large cells in mark-
ed proliferation of lymphoblast-like-cells.
Fig. 10. High magnification. Mediastinal lymph node showing several Hodgkin cell.
Fig. 11. The picture showing giant cell of the Reed-Sternberg type in the internal illiac
lymph node.
Fig. 12. Section of tumor in the wall of caecum showing Hodgkin cells.
Fig. 13. Liver showing lesion of Hodgkin’s disease.
Fig. 14. The picture showing slight production of reticular fibers in the superficial cervi-
cal lymph node. (Bielschwsky methods)
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Plate 1
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