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An abattoir survey and pathologic study of abdominal
fat necrosis on Korean indigenous cattle
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Abstract

The bovine fat necrosis is often seen as an incidental lesion in the adipose tissues of the
abdominal cavity. Most of affected animals, however, have been detected at the slaughter house
or routine necropsy. The purpose of this study was to examine the occurrence and distribution
of abdominal fat necrosis in Korean native cattle, and its pathologic features. Postmortem inspection
at an Chonju abattoir during a three-month period in 1997 detected at necrosis lesions in 67(6.6% )
of the 1,012 animals received for slaughter. The occurrence was mainly in alimentary tracts and
perirenal. Both sexes were affected, but the lesions were predominantly occurred in female. Gross
lesions were white or yellowish in color and formed hard lumps irregular in shape ranging from
small nodules to large solid masses. On the cut surface, lesions were occasionally seen chalky
calcified granules and some of the lesions contaimned oil-like fluid. The surface of irregular shaped
masses constricted kidneys and intestinal loops. “iicroscopically, the masses were encapsulated
by thickened fibrous tissue, which infiltrated decply and divided them into many irregular lobules.
Initial lesions presented mild inflammatory ccil and fibreus proliferation. It became fibroplasia

in progressive lesions and resembled chronic lesion, eventhough no grossly apparent inflammatory
reaction. The hard consistency of masses, due ¢ [ roplasin, can compress the intestines, urinary
orgars, and reproductive organs.
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Table 1. Incidence of fat necrosis according
to the ages
Ages No of No of Incidence
(years) samples incidence rates( %)
2 234 2 0.2
3 765 52 51
4 7 7 0.7
5 3 3 0.3
6 3 3 0.3
Total 1,012 67 6.66

Table 2. Incidence of abdominal fat necrosis
based on the sex

Sex No of No of Incidence
samples incidence rates(%)
Female 760 66 8.68
Male 252 1 0.40
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Table 3. Incidence of abdominal fat necrosis

. No of cattle Incidence
Sites

affected rate( %)
Preicolon 21 313
Perirenal 19 28.3
Perirectum 18 26.9
Periphery of
: . 6.0

small intestine
Omentum 3 4.5
Periphery of 9 30

uterus

..69_

Table 4. Numbers of affected organs in ab-
dominal fat necrosis

States No of Incidence
incidence  rates( %)

Single lesion 54 80.6
Double lesion 10 15.0
Multiple lesion 3 44
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Fig 1.

Fig 2.

Fig 3.

Fig 4.

Fig 5.

Fig 6.

Fig 7.
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Legends for figures

Cut surface of perirenal fat necrosis.
The masses were irregularly lobulated
and surface of kidney lobe were mol-
ded(arrow).

Pericolonic fat necrosis. The lumphish
lesions were located between colons
(arrows).

Cut surface of fat necrosis in small in-
testine. The small intestine were who-
lly encapsulated by fat necrotic lesions,
which showed multifocal hemorrhage.
Two fat necrosis lesions were observed
beside reproductive organ and simul-
taneously peripheral rectum.

Initial stage of fat necrosis. A few nec-
rotic adipocytes contained amorphous
materials and inflammatory cells were
lined up at the margin of cytoplasm.
(H & E, X100)

The fibrous tissues mingled with infla-
mmatory cells were proliferated and
these divided masses into irregular lo-
bules. Inlet showed focal calcification.
(H & E, X40)

Proliferation of collagen fibers was
progressive. (H & E, X100)



Fig 8.

Fig 9.

Fig 10.

Fig 11.

Chronic inflammatory cells, included
lymphocyte, plasma cell and syncy-
tium were seen. (H & E, X200)
Inside the enlarged fat cells, formy
histiocyte contained fat droplets. (H
& E, X400)

A giant cell phagocitized variable size
of lipid droplets. (H & E, X400)
The cluster of plasma cells and

Fig 12.

Fig 13.
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hemorrhage lesion were seen. (H &
E, X400)

The proliferation of collagen fibers
were extensive and some necrotic
adipocytes were fused. Inlet showed
nerve fiber bundle surrounded by fib-
rous tissue. (H & E, X100)

Fat droplets stained reddish irregula-
rly in shape. (H & E, X100)
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