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Traumatic Pancreatic Injury in a Cat 
- A Case History 

There are few reports of trauma induced 
ruptured pancreas in the cat, but very little 
is known about the clinical signs and labora
tory findings in these cases (Sutter & Olsson 
1969, Lett ow et al. 1986). 
The cat presented in this study was a 1-year
old female domestic shorthair cat who fell 
from a fifth floor window. The cat was able 
to walk after the accident but preferred to 
stay still. She refused to eat or drink and her 
urine was bloody. On the next day the cat 
was presented for veterinary examination. 
She was apathetic, inactive and had diar
rhoea. The cat had a slightly elevated body 
temperature (39.6"C) and the abdomen ap
peared to be tense, although there were no 
obvious signs of pain on abdominal palpa
tion. Radiographs revealed no abnormali
ties. 
A diagnostic laparotomy was performed and 
abundant fat necrosis was found in the 
omentum surrounding the pancreas. The 
pancreas itself looked normal and no rup
tures were found. Ecchymosis could be seen 
on the serosa of the urinary bladder. 
During the following 8 days of hospitaliza
tion the cat's general condition steadily de
teriorated: she refused to eat, vomited, suf
fered from diarrhoea and was apathetic. 
She drank only small amounts of water and 
her body temperature rose steadily 
(39.6-40.3'C). A rather large resistance was 
encountered on palpation of the abdominal 
cavity. 
The cat was given parenterally twice a day 
Ringer Acetate electrolyte solution (Trave-
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no!®> 20 ml/ kg, ampicillin (Penbritin®> 10 
mg/kg and metoclopramid (Metopram®> 0.5 
mg/kg. 
The results of the blood tests are presented 
in Table I. The most important diagnostic 
blood values in pancreatitis in the dog and 
man are amylase and lipase (Westermarck & 
Rimaila-Piirniinen 1983). In the present 
case lipase values were abnormally high 
only on the third day of hospitalization, 
almost double the normal values. Amylase 
values were normal throughout the disease 
process. Normal amylase and lipase values 
thus do not rule out the possibility of an in
jury to the pancreas in cat. During the first 3 
days of the disease process a moderate leu
kocytosis was found in the peripheral blood 
samples. After the fourth day, a severe leu
kopoenia and neutropoenia appeared. On 
the first day of hospitalization the serum 
urea nitrogen level was slightly elevated. 
The azotemia was presumably due to dehy
dration, because at the same time hyper
proteinaemia was recorded. The hypergly
caemia noted during the first few days of the 
disease was probably stress induced. Slight 
hypokalaemia was recorded throughout the 
disease process. Alanine aminotransferase 
(ALA T) was elevated during the early phase 
of the disease but alkaline phosphatase (AP) 
remained within normal limits throughout. 
Elevated liver enzyme values are often re
corded in pancreatic disease in the cat, pro
bably due to the close proximity between the 
pancreatic and biliary ducts in this species. 
On the whole, the abnormal blood values 
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Table I . Values of laboratory parameters in a cat with traumatic pancreatic disease. 
Days refer to days of hospitalization. 

Blood 
parameter Normal values 

Haematocrit 24-45 % 
Leukocytes 5.500--I 9.500/ mm3 
p 1.45-2.60 mmol/ 1 
Ca 2.00--3.00 mmol/l 
K 3.5-4.7 mmol/ I 
Na 147-156 mmol/ I 
Cl 108-120 mmol/ I 
Glucose 3.9-7.1 mmol/ I 
Urea 4.5-13.0 mmol/ I 
ALAT < 72 IU/I 
AP < 90 IU/I 
Total protein 59.0-73.0 g/I 
Amylase 1155-3035 IU 
Lipase < 88 IU 

Ascites fluid: 
Amylase -IU 
Lipase -IU 

found in this cat did not reflect the severity 
of the disease process. The changes in the 
blood values were also nonspecific. 
Radiological and ultrasonographic examin
ations of the abdomen were performed on 
the fifth and seventh days of hospitalization. 
The radiographs revealed a blurred abdo
men with poorly defined contours of the ab
dominal organs. Granular densities sugge
stive of peritonitis were visible in the cranial 
abdomen. A soft tissue mass caudal to the 
stomach and free fluid in the abdominal ca
vity were found in the ultrasonographic ex
amination. 
The general condition of the cat deteriorated 
further and a new laparotomy was perfor
med in an attempt to obtain more informa
tion about the ongoing process. Approx
imately 40 ml of bloody exudate was remo
ved from the abdominal cavity. The small 
intestine was adhering to the omentum, 
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Day I Day 2 Day4 Day 8 Day lO 

43 40 35 24 22 
22.000 27.700 3.800 570 2.100 

1.56 1.62 1.47 
2.0 2.0 2.1 
3.5 3.3 3.1 3.2 
150 147 153 154 

108 117 117 
13.8 9.2 10.8 7.1 7.5 
16.0 4.9 4.7 2.7 5.1 
597 252 153 50 37 
26 8 9 24 17 
73.8 68.9 47.6 59.3 59.8 
1830 2513 2395 1114 1124 
85 160 46 11 33 

1128 
169 

which formed a uniform package. Abundant 
fat necrosis was found throughout the ab
dominal cavity. The pancreas was difficult 
to distinguish due to its attachments to the 
omentum and intestines and due to the mas
sive fat tissue necrosis. Because of the poor 
prognosis the cat was euthanized. 
In the pathoanatomical investigation mul
tiple sections of the pancreas were examined 
histologically and neither parenchymatous 
destruction nor haemorrhages into the pa
renchyma of this organ were detected. The 
lesions were confined to the peripancreatic 
tissue with pronounced liponecrotic areas 
surrounded by a variable degree of fibrosis 
and accompanied by an inflammatory reac
tion (Figs. 1 and 2). No calcium deposition 
was detected within the necrotic foci. The 
histopathological diagnosis was judged to be 
an acute and partly chronic peripancreatic 
inflammation with severe liponecrosis. 



Figure I. Peripancreatic tissue with liponecrosis (X) and fibrosis (0). Bar is 55.5 µ. HE. 

+ 
Figure 2. The fat cells nonnally vacuolated (X) have been transfonned to shadowy outlines of cell mem

branes(+) filled with granular, opaque precipitate. Bar is 34.5 µ. HE. 
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T hese changes were due to leakage of pan
creatic enzymes into the abdominal cavity. 
Large quantities of these enzymes were me
asured in the ascites fluid . 
The changes in the pancreatic tissue were 
minimal. This indicates that the pancreas 
enzymes proteases and phospholipase A had 
remained in inactive form. These enzymes 
are responsible for transforming the initial 
injury into acute necrotizing pancreatitis 
(Creutzfeldt & Lankisch 1985). 
In conclusion, the diagnosis of pancreatic in
jury in the cat is very difficult and laparo
tomy is the only reliable method. The cat in 
this case was suffering from peripancreatitis 
rather than actual pancreatitis. 
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