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Occurrence of Histopathological Changes on Intesting of Slaughtered Pigs in Jinjoo

City Abattoir

o Necrosis Necrotic Cellula-  Vill*fusion Froliferation” Granyla-
No. of Intestinal - of mucosal
Season of mucosa  debris rity and blunting ¢ face  tion
pig region No. of % No: of % No'. of ‘o No: of % No.' of % No: of %
pig Pig pig pig pIg PI1g
No. of pig 5% 250 6 30,0 20 100.0 16 80.0 9 45 0
Spring 20 Tleum 4 20,0 5 250 19 950 16 80.0 9 45.0
Cecum 1 50 1 50 8 400
- _ Hleum and cecum 7 %O
7T T 7 Noofpg 4 160 5 200 25 100.0 22 8.0 16 64.0
Summer 25 Ileum 4 160 5 20.0 25 100.0 22 88.0 16 64.0
Cecum 4 16,0
Ileum and cecum : 4 16.0 e
T T T T 77T Noofpig | 4 129 3 9.7 30 96.8 22 7.0 20 645
Ileum 4 129 3 9.7 28 90.3 22 71.0 20 64.5
Fall 31 Cecum 17 54.8
_ Ileum and cecum 15 48.4 v _
T T T Noofpg 2 53 3 79 29 7.3 30 789 16 421 2 5.3
Tleum 2 53 3 7.9 28 73.7 30 789 1 421 2 53
Winter 38 Cecum 8 21.0
Ileum and cecum 7 18.4
No. of pig 15 13.2 17 14.9104 91.2 9 78.9 61 53.5 2 1.8
Ileum 14 12.3 16 14.0 100 87.7 90 789 61 53.5 2 1.8
Total 114 Cecum 1 0.9.1 0.9 37 325
i{lleum and cecum 33 28.9

% Vill ; villous.
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Table 2. Degree of Histopathological Changes on Intestine of Slaughtered Pigs in Jinjoo City

Abattoir .
No. Intestinal  Necrosis of Necrotic . Vill*fusion and  Proliferation of  granula-
Season ¢ . . Cellularity . .
. region ¢ mucosa debris blunting mucosal surface -tion
Pe + H o+ H K+ W+ W+t
Sori ” lleum 3 1 5 13 5 17 6 3 4 3 2
Il .
pring Cecum 1 1 8 - .
lleum 1 1 2 5 15 8 2 13 7 2 5 5 6
Summer 25
o Ceam A
Ileum 2 2 2 1 14 13 1 11 8 3. 12 4 4
11
hjﬁ__ _31__06@_ - - ____.N5_ 2z
‘ 2 1
Winter 33 Heum 1 1 3 14 10 4 1 1 8 5 9 1
. Cecum 8
Heum 5 5 4 15 1 56 36 8§ 42 32 16 26 14 21 1 1
Total 114 (4.4) (4.4) 3.5) (13.2)(0.9) (49.1)(3L.6) (7.0} (36.8) (28.1) (14.0) (22.8)(12.3) (18.4) (0.9) (0.9)
%) (100) Cecum 1 1 35 2
(0.9) 0.9 (30.7) (1.8) (4.4) (4.4) 3.5)

% Vill : villous. % % 3 : No. of pig with the intestinal changes. Degree of histopathological changes.

.+ lslight, 4 ! moderate, ! sever.
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Legends for Figures

Fig. I. Desquamated necrotic debris and superficial mucosal necrosis are seen in the cecum. H-E. X50.

Fig. 2. Necrosis in the same level areas of the villi is seen the ileum. H-E. X50.

Figs. 3-5. The cellularity packed with the cellular proliferation and infiltration is seen in the lamina propria
of the ileum, and bhmtgd fused mucosal surface is seen. H-E. X50.

Figs.6 and 7. Cellular proliferation and infiltration(arrow) on the villi surface are seen in the lumen of
the ileum. H-E. X12.5.

Fig. 8. Higher magnification of fig. 7. The cell shapes(arrows) in the villi with cellularity are seen . as
oval or flat shapes, and the Proliferated and infiltrated cell shapes(arrowhead) on the vill surface
are seen as round shapes. H-E. X50.

Fig.9. The lamina propria and siubmucosa of the affected ileum consisted of the proliferated granulation
tissue and connective tissue are seen and blunted fused mucosal surfaces (arrow)are seen. H-E.X12.5

Fig. 10. Higher magnificatior; of fig. 9. The flat, avillous mucosal surface is seen in ythe fleum. H-E. X50.

Fig. 11. Higher magnification of fig. 9. The new epithelium and lamina propria are seen as incapable of
restoring of the normal villus structures and the proliferated immature crypts and vessels are
seen. H-E. X125,

Fig. 12. Several shaped bacteria(arrow) in the cytoplasm of the hyperplastic immature epithelial cells were

demonstrated. Gomori’s silver impregnant staining. X400.
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Histopathological Observation of the Intestinal Structures
in the Slaughtered Pig

Soo-dong Kwak

Department of Veterinary Medicine, College of Agriculture, Gyeongsang National University

Abstract

The present study was carried out to observe the histopathological changes of the
intestinal structures of slaughtered pigs at the abattoir of Jinjoo city. The tissue sa-
mples of the ileum and cecum were taken from 114 slaughtered pigs in four seasons.,.

The results were summarized as follows:

1. Superficial necrosis on the intestinal mucosa were observed in 13.2% of pigs, which
were seen in 12.3% of the ileum and 0.9% of cecum, but simultaneous occurren-
ces of necrotic lesions in both the ileum and cecum were not seen.

2. Necrotic debris in the intestinal lumen were observed predominantly as slight deg-
ree in 14.9% of pig, which were seen in 14.0% of the ileum and in 0.9% of the
cecum, but simultaneous occurrences of necrotic debris in both the ileum and ce-
cum were not seen.

3. Cellular proliferation and infiltration in the intestinal lamina propria were observed
as diverse severity in 91.2% of pigs, which were seen in 87.7% of the ileum, in
32.5% of the cecum, and in 28.9% of both the ileum and cecum.

4. Blunted fused villi of the ileum were observed predominantly as severe degree in
78.9% of pigs. ’

5. Cellular proliferation and infiltration from the villus surface of the ileum were ob-
served as severe degree in 53.5% of pigs, but no changes were seen in those of
the cecum.

6. Proliferated granulation tissue and connective tissue in the lamina propria of the
ileum were observed as severe degree in 1.8% of pigs.

7. Higher incidence of histopathological changes in the intestinal structure of slaugh-
tered pigs were ordered as summer, spring, fall and winter in the four season,
and were ordered as cellular proliferation and infiltration in the intestinal  lamina
propria, blunted fused villi of the ileum, celluar proliferation and infiltration on the
villus surface ot the ileum, necrotic debris in the intestinal lumen, superficial nec-
rosis on the intestinal mucosa, and proliferated granulation tissue and connective

tissue in the lamina propria in incidence rates.
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