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Abstract 
Wildlife SOS runs wildlife rescue helpline in and around Agra city where the team usually gets call 
from public for any wildlife rescue. Likewise an injured male Palm civet was rescued and found severe 
injuries all over the body, so the same was brought to our wildlife hospital for treatment. The animal 
was highly stressed and had multiple bite marks all over the body. The radiographic examination 
revealed fracture of maxilla and other bones were intact. The wounds were cleaned and dressed. 
Necessary antibiotic and anti-inflammatories were administered. We planned the surgery to fix the 
fracture after stabilizing the health condition. But the animal started showing convulsion and died on 
second day. Since the animal had multiple bite mark on the body we wanted to rule out rabies. The 
Post-mortem examination revealed severe internal haemorrhage and contusion. Kidney and spleen were 
congested. Liver congested and discolored with mosaic appearance, gall bladder is filled with bile. All 
representative tissue samples were collected from the visceral organ for histopathological examination. 
However no marked abnormalities noticed in brain macroscopically, sample collected for detail 
histopathological examination to rule out rabies. The histopathological examination of brain tissue not 
revealed any negri body thus confirmed no Rabies. But the histopathology examination of liver under 
hematoxylin and eosin (H&E) staining revealed amyloid deposition in the intertitium thus suggesting 
amyloidosis. Hence the condition confirmed as amyloidosis induced hepatopathy. 
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1. Introduction 
According to IUCN Red List status and Indian Wildlife (Protection) Act, 1972 Common 
Palm Civets are placed in Lower risk and Schedule II respectively. They are mainly 
frugivorous, but also eat small vertebrates and invertebrates. They are solitary, nocturnal, and 
largely arboreal, spending the day in trees and sometimes in buildings. The civet produces a 
musk (also called civet) highly valued as a fragrance and stabilizing agent for perfume. Both 
male and female civets produce the strong-smelling secretion, which is produced by the 
civet's perineal glands. It is harvested by either killing the animal or removing the glands, or 
by scraping the secretions from the glands of a live animal. The latter is the preferred method 
today. Common Palm Civets occur in a range of habitats up to 2400 m, including evergreen 
and deciduous forests (both primary and secondary), plantations, and around human 
dwellings and settlements [12]. Amyloid is a pathologic proteinaceous substance deposited 
between cells in various tissue and organs of the body in a wide variety of clinical setting1. 
Over 20 different precursor proteins have been identified in the various forms of 
amyloidosis. However amyloidosis is classified based on the difference in the nature of the 
precursor protein, all amyloidoses have similar homogeneous eosinophilic histologic 
appearance when stained with HE and share affinity for certain histologic stains such as 
Congo red [34]. Amyloidosis is reported in horse [9, 10, 16, 20], cow [15, 32], sheep [8, 17], goats [23], 
dogs [2, 18], felines [3, 34, 24], birds [6, 19, 29] and macaques [37] by different authors but such report 
is not available in Palm civets. AA-amyloidosis is the most common type of amyloidosis in 
mammals including domestic animals and birds and often results in hepatic or renal failure 
due to physical disruption of the normal cellular and organ processes [34]. In this article we 
documented a case of amyloid induced hepatopathy in a Common Palm Civet. 
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2. Materials and Methods 
A 3 kg male common palm civet rescued from Agra was 
brought to wildlife hospital at Agra Bear Rescue Facility, 
Uttar Pradesh, India (27⁰0’N;77⁰45’E). The general 
examination revealed multiple bite mark on the body of the 
animal (Figure 1) and the oral cavity examination revealed 
severe injury on the upper palate. The Radiographic 
examination of the animal confirmed longitudinal fracture of 
maxillary bone, and other bones were remaining intact 
(Figure 2). The wounds were cleaned and dressed with 
antiseptic ointment, the oral cavity rinsed with chlorhexidine 
mouth wash solution. Anti biotic and anti inflammatory 
injection were given and kept the animal under observation 
for further treatment and care and planed for the surgery to 
fix the fractured upper palate once the health condition 
stabilized. But on second day morning the animal started 
showing convulsion and died. The Post-mortem examination 
revealed severe internal haemorrhage and contusion. Kidney 
and spleen were congested (figure 5). Liver congested and 
discolour with mosaic appearance, gall bladder is filled 
(figure 4). All representative tissue samples were collected 
from the visceral organ for histopathological examination in 
10% formalin. However no marked abnormality noticed 
macroscopically in brain, sample from brain tissue were also 
collected for detail histopathological examination to rule out 
rabies at Indian Veterinary Research Institute, Izatnagar, 
Bareilly, India. 
 

3. Result and discussion 
The detail histopathology examination of brain tissue 
samples not revealed any negri body thus confirmed no 
Rabies. But the histopathology examination of liver section 
under HE stain suggested amyloid deposition in the 
interstitium and confirmed amyloidosis (figure 6). Other 
organs got no microscopic lesion were evident. 
Several different pathologic mechanisms and conditions 
underlie various forms and types of amyloidosis although 
abnormal proteins with similar staining characteristics are 
deposited in various organs and tissues of the affected 
animals [37]. Kidney is the main target organ for the 
deposition of amyloid in familial amyloidosis of the 
Abyssinian cat and Shar-Pei dogs, while the amyloid is 
mainly deposited in the liver in Siamese cats [4, 26]. 
Deposition of amyloid in the pancreas of cats, non human 
primates and humans can lead to the development of type 2 
diabetes mellitus [31, 11]. The affected organs are often 
enlarged, moderately firm, and abnormally discoloured [31]. 
In AA-amyloidosis, the deposition in most species is in the 
central organs and tissues such as spleen, liver, kidney and 
the arterial walls [14, 22]. Depending on the extent of the 
deposition, there may be spleenomegaly, Hepatomegaly, and 
renomegaly as spleen, liver and kidneys are the most 
commonly affected organs in systemic AA-amyloidosis [37]. 
In animals, at least eight different amyloid precursors have 
been described [23]. The precursor proteins in amyloid fibrils 
may be amyloidogenic mutants as in some familial 
amyloidosis, whereas other precursors are normal wild-type 
proteins [7, 35]. The exact mechanisms through which the 
proteins are converted into amyloid fibrils in vivo are not 
well known [35]. Amyloidosis is described in association with 
different chronic disease in captive cheetah (Acinonyx 
jubatus), Siberian tigers (Panther tigris altaica), mink 
(Mustela vison), black-footed cats (Felies nigripes), black-
footed ferrets (Mustela nigripes), Dorcas gazelle (Gazella 
dorcas), mountain gazelle (Gazella gazella), bighorn and 

Dall’s sheep, free-living lioness (Panthra leo) and in swan 
and other anatidae [5, 8, 17, 21, 24, 25, 27-30, 34, 36]. Johnson [13] and 
Terio [33] reported that the chronic inflammation and chronic 
stress as a predisposing factor for amyloidosis in cheetah. 
Terio [34] reported that amyloidosis is the inherited trait in 
black-footed cats. 

 

 
 

 
 

Fig 2: The Radiograph of Civet with longitudinal fracture of 
maxillary bone. 
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4. Conclusion. 
In this case the initial injuries and associated inflammatory 
process along with the stress might be the predisposing cause 
for the Amyloidosis. 
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