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Abstract

This study was conducted to investigate the biochemical characteristics, the population and
antibiotic susceptibility test of Clostridium perfringens isolated from intestinal contents of slaughter
cattle in Kyung-ju and Po-hang.

1. In slaughter cattle C! perfringens were isolated from intestinal contents of 51 of 101 cases(50.

4%) and the population were ${10°fu/ml of 44 cases(86.3%).

2. In antibiotic susceptibility test, ampicillin, bacitracin, cephalothin, penicillin polymyxin B
were highly susceptible, chloramphenicol, erythromycin, tetracycline were lowly susceptible,
gentamicin, kanamycin, amikacin, streptomycin, sulfamethoxine, sulfamethazine were resis-
tant.

3. In leaving test intestinal contents leaved for 0, 4, 8, 16, 32 hours in room temperature
and population of Cl perfringens were gradually increased.
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Table 1. Isolation of Clostridium perfringens
from intestinal contents of slaughte-

7o) 10* °cfu/ml] B 7} 2871(54.9% ) 2 7+
B9k, 10°%cfu/mloldt7t 314% Q1 1670l
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Salughter ~ No of No of . o -
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A o] % o] d [+]

Po-hang 20 18 600 400pg/meA M= Aol HF9) o] AR
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Table 2. Population of Clostridium perfringens from intestinal contents of slaughtered cattle

Slaughter No of Population of CI perfringens(cfu/ml)

house isolation 10 10° 108 10* 10° 108 107

Total 51 4 4 8 16 12 3 4
(100%) (7.8) (78) (158) (313) (236 (59 (7.8)

Kvune-iu 33 2 2 5 12 8 2 2
yungs (100%) (61 (61 (151 (151) (241 (61 (61

Po-han 18 2 2 3 4 4 1 2
g (100%) (111D Q1 e (222)  (222)  (56) (LD
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Table 3. Biochemical properties of Clostri-
dium perfringens isolated fromintes-
tinal contents of slaughtered cattle

Standard  Strains from
strains  slaughter cattle

Tests positive (n=51) %
(%) No positive

Motility 0 0 0
Gelatin 100 51 100
Indol 0 1 3
Urease 0 0 0
Maltose 100 48 97
Arabinose 0 0 0
Fructose 100 51 100
Xylose 0 0 0
Mannose 100 51 100

Azt A

AFEEZ) AREZ SN A 315
SRS ARE ARE(AH 4N T 8
A7, 16417, 32417 2 sk @A 548

o Cl perfringens O5F& AT Z2 Table
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A AFF AH L AR F59 UM
B F glon, A T I 4Fe 10°
cfu/mE 71 952 29.0% & A8 A L, 841
3 E 10'cfu/mlo] 852 258%, 16413t 3+ 107
cfu/méo] 1152 355%, 3247t & 315 25
10° °cfu/meF A A 3L, dFE-E 10cfu/mlZ 17F
54.8% < YE}H T} = Table 5, 6914 REute}
2ol Azt Fofl A FHA ¥ (65,
19.3% )7} 4A17F F(3%,9.7% ) B} 28] S-S
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Table 4. Minimum inhibitory concentration(MIC) of 51 isolates form slaughtered cattle to antimi-

crobial drugs

Antimicrobial

No of strains inhibited at MIC(pg or unit/mf)

drugs 400 200 100 50

25 125 63 3.1

16 08 04 02 01

Amikacin 23 10 7 2
Ampicillin

Bacitracin

Cephalotin

Chloramphenicol

Colistin 4 2
Erythromycin

Gentamicin 25 22 4
Kanamycin 51

Neomycin

Penicillin

Polymyxin

Streptomycin 2
Sulfamethazine

Sulfamethoxine

Tetracycline

51
51
21 30
51

13 33 5

10 7 34
30 21
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Table 5. Population of Clostridium perfringens from intestinal contents of slaughtered cattle after
4 hrs at the room temperature

No of None Population of CI perfringens after 4hrs(cfu/mf)
case Total 10! 10° 10° 10* 10° 10¢
31 3 28 9 5 6 4 3 1
(100% ) 9.7 (903) (2900 (161) (194 (129 (9D (3.2)

Table 6. Population of Clostridium perfringens from intestinal contents of slaughtered cattle after
8hrs at the room temperature

No of Nome Population of C! perfringens after 8hrs(cfu/mé)
case 8 Total  10° 10° 10° 10° 107 10°
31 6 25 1 8 5 3 5 3
(100% ) (19.4) (80.6) (3.2) (258) (161 9.7 (16.1) 9.7

Table 7. Population of Clostridium perfringens from intestinal contents of slaughtered cattle after
16hrs at the room temperature

No. of Nome Population of C! perfringens after 16hrs(cfu/mé)
case Total 10° 10 10° 108 107 10°
3 2 29 1 3 5 5 11 4
(100%) (6.5) (935) (32) (97 (161) (161) (355) (129

Table 8. Population of Clostridium perfringens from intestinal contents of slaughter cattle after
32hrs at the room temperature

No of None Population of CI perfringens after 32hrs(cfu/m)
case " Total 10° 107 10°
31 0 31 7 17 7

(100% ) 0 (100) (22.6) (54.8) (22.6)
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