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The incidence of Enzootic pneumonia(Mycoplasma hyopneumonia)
of pigs slaughtered in Southern Kangwon area
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Southern Branch of Kangwon-do Veterinary Service Laboratory

Abstract

Seasonal incident rates were examined from the 981 pigs slaughtered in southern
Kang-won and distribution of lesions and histopathological examination were condu-
cted from 231 Enzootic pneumonia affected lungs.

The results obtained were summarized as follows:

1. 39.7~50.2% of 981 slaughtered pigs showed pneumonia lesions without seaso-

nal variation and the incidence rate of Enzootic pneumonia was 23.5%

2. The distribution of Lesions of Enzootic pneumonia lobes was observed. The ri-
ght lobes were affected more frequently than the left, and the highest freque-
ncy of 79.7% being recorded in the right cardiac lobe followed by the left car-
diac, right apical, intermediate, left apical, right diaphrogmatic and diaphrogma-
tic.

3. In histopatological observation lung lobes were forming lymphonodulus from
perivascular, peribronchiolar lymphoid hyerplasia and it was remarkable to br-
onchostenosis.
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Table 1. Seasonal incidence of enzootic pneumonia and other pneumonias(12- month survey)
No of No of No of
Season lungs incidence incidence Total
examined enzootic pneumonia other pneumonias
Spring 232 50(216) 42(181) 92(39.7)
Summer 254 62(244) 45(17.7) 107(42.1)
Autumn 217 57(263) 52(239) 109(502)
Winter 278 62(22.3) 61(219) 123(44.2)
Total 981 231(235) 200(204) 431(439)
* Figures in parentheses are percentages.
Table 2. Seasonal distributioln of enzootic pneumonia(12 month survey)
Season No of lung No of lung lobes affected with enzootic pneumonia(%)
examined 1 2 3 4 5 6 7
Spring 232 26 69 52 30 22 09 09
Summer 254 39 6.3 59 35 20 16 12
Autumn 217 28 60 60 41 46 14 14
Winter 278 25 47 50 25 36 18 22
Total 981 30 59 55 33 31 14 14
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Table 3. Seasonal incidence of enzootic pneumonia in the seven lung lobes(12 month survey)

Season No of lungs  No of lungs The distribution of lesion of exzootic pneumonia(%)
examined affected *RA RC RD In LA LC LD
Spring 232 50 520 720 20.0 420 400 580 220
Summer 24 62 516 714 290 355 32.3 500 194
Autumn 217 57 56.1 84.2 404 474 439 614 281
Winter 278 62 62.9 839 371 452 452 61.3 258
Total 981 231 55.8 79.7 320 429 403 576 238
* R A ! Right apical R C:Right cardiac R D ! Right diaphrogamtic In : Intermediate
L ALeft apical L C:Left cardiac L D : Left diaphrogmatic
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LEGENDS OF PHOTOS

L. 2. Lung of swine showing consolidation of cardiac and apical lobes

3.

Early lesion of enzootic pneumonia of swine (SEP) showing alveolar exudate and peribronchiolar ly-
mphocytic infiltration.(arrow) H-E stain(X40)

Typical lesion SEP showing peribronchiolar, perivascular lymphoid hyperplasia- (arrow) and thicke-
ning alveolar walls. H-E stain (X40)

SEP showing hyperplasia of lymphoid cells in muscularis mucosa of bronchus. (arrow) and thicke-
ning alveolar walls. H-E stain (X40)

Typical lesion SEP showing remarkable hyperplasia of lymphoid cells (arrow) and bronchostenosis.
H-E stain (X40)

SEP showing alveolar epithelium cells of enlargement and connective tissue proliferation. H-E stain
(X200)

SEP showing fibrosis of alveolar septa. (arrow) H-E stain (X200)
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PHOTOS 1
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PHOTOS II
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