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Characteristics and Antimicrobial Susceptibility Patterns of Pasteurella multocida Isolated from
Pneumonic Lung Lesions of Swine. Jun—-Hyung Shon, Seong-Kyoon Choi and Gil-Jae Cho*. College of
Veterinary Medicine, Kyungpook National University, Daegu 702-701, Korea — The present study was con—
ducted to investigate the species-specific gene detection and antimicrobial susceptibility of Pasteurella
(P.) multocida isolated from pneumonic lung lesions of Youngnam swine herds during the period from
July 2006 to September 2007. A total of 91 (36.3%) strains of P. multocida were isolated from 251 pneu-
monic lung lesions. The species-specific P. multocida gene was detected at 460 bp amplicons by PCR.
The P. multocida tested was susceptible to florofenicol (93.4%), amikacin (91.2%), cephalothin (87.9%),
cefoxitin (84.6%), ofloxacin (80.2%) and norfloxacin (65.9%) in 27 antimicrobial susceptibility tests.
Most of strains were resistant to more than 5 drugs.
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Table 1. Prevalence of P. multocida isolated from pneumonic
lung lesions of swine

Farm No. of No. of
pneumonic lung lesions P. multocida isolates (%)
A 36 11 (30.6)
B 121 49 (40.5)
C 37 17 (46.0)
D 32 12 (37.5)
E 25 2 (8.0)
Total 251 91 (36.3)




Fig. 1. Gel electrophoresis of P. multocida species-specific gene
by PCR. Predicted 460 bp amplicons observed from P.
multocida suspected strain. Lane M: molecular size mark—
er (100 bp ladder, Bioneer, Korea); Lane 1-14: P. multocida
strains isolated from pneumonic lung lesions of swine;
Lane 15 negative control strain.
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Table 2. Antimicrobial susceptibility tests of 91 P. multocida iso-
lated from pneumonic lung lesions of swine

.. . Susceptible Intermediate Resistance
Antimicrobial agents (%) (%) (%)

Amikacin 83 (91.2) 3(3.3) 5(5.5)

Amoxicillin 21(23.1)  10(11.0)  60(65.9)
Ampicllin 60659 12(13.2)  19(20.9)
Apramycin 0(0.0) 0(0.0) 91(100.0)
Cephalothin 80(87.9) 3(8.8) 3(3.3)
Cefoxitin 77(846)  10(11.0) 4(4.4)
Ceftiofur 53(582)  20(22.0) 18(19.8)
Chloramphenicol 51(56.0) 15(165)  25(275)
Ciprofloxacin 48(52.8) 17(187)  26(285)
Clindamycin 0(0.0) 0(0.0) 91(100.0)
Doxycycline 13(14.3) 0(0.0) 78(85.7)
Enrofloxacin 25(275)  10(11.0)  56(61.5)
Erythromycin 0(0.0) 0(0.0) 91(100.0)
Florofenicol 85(93.4) 0(0.0) 6(6.6)
Gentamicin 32(35.1)  20(22.0)0  39(429)
Kanamycin 6(6.6) 0(0.0) 85(93.4)
Lincomycin+spectinomycin = 49(53.9)  11(12.0)  31(34.1)
Neomycin 0(0.0) 0(0.0) 91(100.0)
Norfloxacin 60(65.9) 9(9.9) 22(24.2)
Ofloxacin 73(80.2)  10(11.0) 8(8.8)
Spectinomycin 0(0.0) 0(0.0) 91(100.0)
Streptomycin 8(8.8) 0(0.0) 83(91.2)
Sulfamethoxazole 50(55.0)  14(153)  27(29.7)
Sulfonamides 0(0.0) 0(0.0) 91(100.0)
Tetracycline 21(23.1) 3(8.8) 62(68.1)
Tiamulin 23(25.3)  25(275)  43(472)
Tylosin 30(33.0) 5(5.5) 56(61.5)
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