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Abstract: The present study was conducted to investigate the incidence of Pasteurella
multocida infection in Youngnam swine herds during the period from March 1988 to February
1989 and some properties of the isolated organisms.

P multocida was isolated from 22(43.1%) of 51 growing pigs of 4 to 12 weeks of age and
from 8(80.0%) of 10 herds, From nasal turbinates of 102 slaughtered pigs, 47(46.1%) pigs
were culture positive and pigs from 8(88.9%) of 9 herds were found to be infected with P
multocida. From lungs of 101 slaughtered pigs, 42(41.6%) pigs were culture positive and the
pigs from 11(91.7%) of 12 herds were found to be infected with P multocida.

The majority of biochemical and cultural properties of the P multocida isolates were identical
to those of the standard strains.

The isolation frequencies of P multocida in relation to pig snout lesion grades of 0 to 5
were 28.6%, 41.6%, 48.0%, 50.0%, 85.7%, and 100%, respectively.
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Table 1. The isolation frequency of P multocida
from nasal swabs of 4~12 week old pigs

No. of
nasal swabs

No. of P multocida

Farms isolated (%)

2 (50.0)
3 (60.0)
3 (42.9
0 O
2 (40.0)
4 (80.0)
4(100)
1 (14.3)
0 @
3(100)

 HEEE SR e s~
Lo~ N3 b G G A ~3 G1 A

Total

o
—

22 (43.1)

Table 2. The isolation frequency of P multocida
from nasal turbinate of slaughtering pigs

Farms No. of No. of P multocida
nasal turbinates isolated (%)

A 20 12(60.0)
B 10 2(20.0)
C 12 3(25.0)
D 10 5(50.0)
E 10 4(40.0)
F 16 8(50.0)
G 11 6(54.5)
H 8 7(87.5)
1 0 (0

Total 102 47(46.1)
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Table 3. The isolation frequency of P multocida
from pneumonic lungs of slaughtering pigs

Table 5. Fermentative properties of 111 cultures of
P multocida isolated from swine

No. of P multocida

Farms No. of lungs isolated (%)
A 15 9 (60.0)
B 10 7 (70.0)
C 12 5 (41.7)
D 10 1 (10.0)
E 10 1 (10.0)
F 15 7 (46.7)
G 7 1 (14.3)
H 6 2 (33.3)
1 5 3 (60.0)
L 3 3(100)
M 5 0 (O
N 3 3(100)

Total 101 42 (41.6)

Table 4. Biochemical and cultural properties of 111
cultures of P multocida isolated {from

swine
No. of % of
Characters positive  positive
culture culture
Growth on MacConkey agar 0 0
Catalase 111 100
Oxidase 111 100
Indol production 108 97.3
Hydrogen sulfide production 109 98.2
Motility 0 0
Urease production 0 0
Hemolysis 0 0
Nitrate reduction 110 99.1
Methyl-Red reaction 0 0
Voges-Proskauer reaction 0 0
Gelatin liquefaction 0 0

£ Table 4~5o] el ubel o] catalaseAld,
oxidaseA &, indolA-4 A, H,S44 A4,
HAY Tl FAuEE el dbg, motilityA |,
ureaseA| ¥, methyl-redA %, Voges-ProskauerAd,
gelatind B AY FdA & $445E Yehigich =
€ TF7t MacConkey agarol A= & F3tA £atg e
= blood agaref 4 BHA4E Helx gt

nitrate3l

Fermentable No. of % of
substrates positive culture positive culture
Gas from Glucose 111 100
Galactose 111 100
Arabinose 0 0
Xylose 106 95.5
Lactose 1 0.9
Maltose 10 9.0
Sucrose 107 96.4
Raffinose 0 0
Inulin 4 3.6
Salicin 1 0.9
Dulcitol 5 4.5
Mannitol 91 82.0
Sorbitol 108 97.3
Inositol 0 0

Table 6. The isolation frequency of P multocida
from nasal turbinate in relation to pig
suout lesion grade

Snout No. of No. of P multocida

lesion grade mnasal turbinates isolated (%)

0 14 4 (28.6)

1 39 16 (41.0)

2 25 12 (48.0)

3 16 8 (50.0)

4 7 6 (85.7)

5

1(100)
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FAuSE 2Q 44,
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