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Summary. Thirty 10-week-old hamsters were inocula- 
ted intraperitoneally with Leishmania infantum amasti- 
gotes and were serially killed after 15,30,45,60,75 and 
89-90 days. The adrenal glands of each of them were exa- 
mined by means of light and electron microscopy. The 
cortex and medulla of the adrenal gland showed a pro- 
gressive deposition of amyloid, selectively identified by 
both optical and ultrastructural techniques. It has been 
suggested that adrenal amyloidosis during visceral leish- 
maniasis is directly related to a stimulation of the 
phagocitary mononuclear system due to the persistence 
of the antigenic stimulation of the parasite. In addition to 
these deposits, the presence of inflammatory infiltrates 
containing lymphocytes, plasmocytes and macrophages 
with leishmanias confirmed the establishment of leish- 
maniasis. The deposition of the amyloid fibrils finally 
leads to the partial destruction of the adrenal paren- 
chyma. 
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Introduction 

Visceral leishmaniasis is a protozoa1 disease which 
affects man, dogs and other mammals. The disease has 
been described in four continents (Europe, Asia, Africa 
and America) where both endemic zones and isolated 
cases can occur (OMS, 1984). In the Mediterranean 
endemic zone, in which Spain is included, the aethiologic 
agent is Leishmania infantum. 

Adrenal lesions both in man (Chadli and Philippe, 
1961; Cazal and Pages, 1962) and in animals (Gellhorn et 
al., 1946; Stauber, 1955; Rioux et al., 1971; Lennox et 
al., 1972; Anderson et al., 1980; Longstaffe et al., 1983) 
have been reported to occur during visceral leishamania- 
sis. However, these reports have contained few details 
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and have only concentrated on the degree of adrenal 
parasitism (Stauber, 1955; Chadli and Philippe, 1961; 
Cazal and Pages, 1962; Rioux et al., 1971; Lennox et al., 
1972), on the nature of the inflammatory phenomena 
(Cazal and Pages, 1962; Rioux et al., 1971; Lennox et al., 
1972; Longstaffe et al., 1983) and on the presence of 
amyloid deposits in the adrenal glands (Gellhorn et al., 
1946). 

The present study describes experimentally-induced 
histopathological changes occurring in the adrenal 
glands of hamsters following inoculation of Leishmania 
infantum. 

Materials and methods 

Thirty-six 10-week-old Syrian golden hamsters 
(Mesocricetus auratus), 18 males and 18 females, with a 
mean weight of 100 g, were fed a commercial diet 
supplemented with lettuce, carrots and sunflower seeds. 
Drinking water was supplied ad libitum. 

They were divided into two groups: group A ,  30 
animals, were inoculated i.p. with 1.0 m1 of infective 
material containing 1.7 X 107 amastigotes. The inoculum 
was prepared from a spleen homogenate obtained from a 
hamster infected with Leishmania infantum. The total 
parasite count was determined using the same method as 
described in a previous study (GonzBlez et al., 1983). 
The hamsters were serially killed at 15,30,45,60,75 and 
88-90 days after inoculation. Group B, 6 animals, were 
inoculated i.p. with 1.0 ml of healthy hamster spleen 
homogenate. 

Tissue samples for light microscopy study were fixed 
in 10% formalin, dehydrated, embedded in Histosec 
(Merck) and cut at 5 pm. The sections obtained were 
stained with hematoxylin and eosin, Masson's trichrome, 
Congo red and Wright's method modified for differentia- 
ting amyloid A A  (Van Rijswijk and Van Heusden, 
1979). 

The Congo red-stained sections were viewed with 
polarized and fluorescent light. Samples for transmission 










