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Abstract

This study was carried out to investigate the prevalence of pocine circovirus type 2(PCV2)
infection and post-weaning multisystemic wasting syndrome(PMWS) of swine in Gyeongbuk
province from June to December in 2003. Gyeongbuk Veterinary Service Laboratory had tested
PCV1 and PCV2 by the PCR method against 210 infected pigs of 106 farms, which were
requested diagnosis of disease and investigate compositive infections with bacterial disease.
The following results were obtained ;

1. Among 210 pigs, The pigs infected with PCV1 were 134(63.8%) heads and with PCV2

were 143(68.1%6) heads.

2. Using PCR, the rate of PCV1 infection of 105 farms which were requested of diagnosis of
disease is positive in 75(71.4%) farms and 78(74.3%) farms were positive in PCV2, and
compositive infections of PCV1 and PCV2 were 75(71.4%) farms.

3. According to age of requested pig, the frequency of PCV infection rate was following, the
pig under 4 weeks of age were 28.6% in PCV1 and PCV2, respectively, and the pig of
4-7 weeks of age were 586% in PCV1 and PCV2, respectively. The pig of 8-11 weeks of
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age were 73.196 in PCV1 and 74.6% in PCV2, the pig of 12-18 weeks of age were 80.9%

in PCV1 and 83.1% in PCV2.

4. In the distribution of compositive infection with bacterial disease related to PCV2 among
requested samples, PCV2 infection was 39.7% in 78 cases, two kinds of compositive
infection was 38.5%, three kinds of compositive infection was 18.1% and four kinds of

complex infection was 3.9%.
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Fig 1. Application of the Southern analysis for
PCR-amplified products in PCV isolated
from tonsil and inguinal lymph nodes.

M: 1kb DNA ladder, lane 1-5 : field
isolates lane 1,4 : PCV1, lane 25 : PCV2

Table 1. Nucleotide seqguences of PCR primers for the amplification of PCV1 and PCV2

Virus Primer Nucleotide sequence Proucts size
f . Y
PCV] orward 5 ACCAGCGCACTTCGGCAG - 3 ) 887bp
reverse 5 - TAATCCTCCGATAGAGAGC - 3
f "~ TGAGTACCTTGTTGGAGA! -3
PCV2 orward 5 / GTAC G GC 3 469hp
reverse 5 - TAATCCTCCGATAGAGAGC - 3
Table 2. Detection of PCV in tonsil and inguinal lymph nodes of tested pigs by PCR
Type No of tested No of positive samples Frequency(%)
PCV1 210 134 63.8
PCV2 210 143 68.1
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Table 3. Prevalence of PCV infection in swine farms in Gyeongbuk province

Type No of farms No of positive farms Frequency(%)
PCV1 105 75 714
PCV?2 105 78 74.3
PCV1+PCV?2 105 75 714

The pigs affected with PMWS : wasted p

e alo..
Lung of affected pig : PCVZ,
A pleuropneumoniae were isolated.

Fig 2. PMWS and PDNS in pigs
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Fig 2. Frequency(%) distribution of PCV infected
cases of pigs from 3~ 18weeks age
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Table 4. Frequency of PCV2 infection complicated with other pathogens in 78 samples

No of No of Frequency

Pathogens positive samples / tested samples (96)
PCV2 31/78 39.7
PCV2+A pleuropneumoniae 3/78 38
PCV2+H parasuis 3/78 38
PCV2+S typhimurium 8/178 10.3
PCV2+E coli 8/78 10.3
PCV2+P muitocida 2/78 2.6
PCV2+S suis 3/78 38
PCV2+S hyicus subsp hyicus 1/78 1.3
PCV2+L intracellularis 1/78 1.3
PCV2+Isospora suis 1/78 1.3
PCV2+H parasuis+P multocida 2/178 2.6
PCV2+H parasuis+S typhimurium 2/78 26
PCV2+A pleuropnuemoniae+S typhimurium 1/78 13
PCV2+S suis+E coli 2/178 26
PCV2+S suis+S typhimurium 1/78 1.3
PCV2+E coli+S typhimurium 2/178 26
PCV2+E coli+P nuitocida 3/78 38
PCV2+L intracellularis+S typhimurium 1/78 1.3
PCV2+H parasuis+P multocida+S tyhimurium 1/78 13
PCV2+H parasuis+E coli+S typhimurium 2/78 26
Total 78/ 78 100.0
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