





































































































































































































































































































significance (1,15).
Comparison with Human Disease: The various human and
animal diseases are linked together by the progressive ac-
- =lation of autofluorescent lipopigments with similar
tructural appearance in brain, retina and other tis-
. Although there may be differences in age of onset,
clinical signs and course of these diseases, the functional
disturbances in all are due to progressive cerebral atrophy
and retinal degeneration associated with accumulation of
the lipopigment, !
Usefulness of the Model: The canine and ovine models will
be useful in studying the underlying biochemical alteration
associated with the ceroid-lipofuscinosis. They should
prove useful in developing methods of heterozygote detec-
tion in humans and for evaluating potential specific meth-
ods of therapy.
Availability: A colony of English setters is maintained by
Dr. Koppang in Oslo, Norway and a flock of South Hamp-
shire sheep by Dr. Jolly in New Zealand. Recent advances
in embryo transplants and their transportation make this
a feasible method of overcoming the geographical barriers.
The disease in Chihuahua dogs in Australia and New Zea-
land has been recognized and an obligate heterozygote
male is known.
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Bronchogenic Carcinoma

Human Disease: Bronchogenic Carcinoma

Animal Model:  Spontaneous Carcinoma of the Lung in Hamsters
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Biologic Features

The Syrian golden hamster (Mesocricetus auratus W) has been used
since 1937 in various fields of medical research in studies of carcinogen-
esis. Extensive investigations have been undertaken in recent years with
the aim of developing experimental animal models for providing com-
parative data on the various processes and alterations involved in the
pathogenesis of neoplasms of the respiratory tract. The most suitable spe-
cies of the small rodents is presently the Syrian golden hamster. The inter-
pretation of experimental results in studies of carcinogenesis depends
greatly on adequate knowledge of the experimental model, such as the in-
cidence of spontaneously occurring neoplasms and the [requency of cer-
tain diseases.

Respiratory infections interfere with experimentation in a number of
ways. They affect the general health of the animal, causing premature
death and altering the immune activity and tumor response to chemical
carcinogens. The Syrian golden hamster has minimal inflammatory le-
sions ' and has a low spontaneous tumor rate (0.1-0.5%) in the respira-
tory tract.’® Therefore, this species has been considered an appropriate
model for studies of carcinogenesis involving the lung.*”*

One example of pulmonary adenomatoid lesions was found by Safliotti
et al? in over 500 control hamsters. The incidence of spontaneous ade-
nomatosis in the lungs of hamsters is about 1/1000. Eight primary lung tu-
mors were reported in the Stanford colony,” of which 4 were malignant.
Scattered reports from other colonies indicate a comparable low in-
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