S QALY K| HM32H HMI4Z (2009)
Korean J Vet Serv 32(4) : 361~368 (2009)

FEHNY Y=Y HXFA LA 4AE Ot AL
sts s whole} - s - MAY - o] FA - Fu - ouA
ARG ESZAATQA T4 FEA L
(4= 2009. 9. 10, AR <5< 2009. 12. 28)

Survey of porcine proliferative enteritis
for the pig farms in Gyeongnam district

Dong-Yeop Park*, Ae-Ra Park, Eun-Hee Jung, Jae-Hyeong Bae,
Guk-Cheon Lee, Bo-Won Hwang, Min-Kwon Lee

Central Branch of Gyeongnam Livestock Veterinary Research Institute, Kimhae 621-833, Korea

(Received 10 September 2009, accepted in revised from 28 December 2009)

Porcine proliferative enteritis (PPE) is a transmissible gastroenteric disease caused by Lawsonia intra-
cellularis. Clinically, PPE causes hemorrhagic diarrhea and sometimes death in growing pigs, but when the
disease progresses to a chronic phase, the infected pig no longer displays significant symptoms. The pur-
pose of the present studies were carried out to determine L. intracellularis in the pig farms and slaughter
house, in Gyeongnam area. A survey of proliferative enteritis in pig was conducted using polymerase chain
reaction (PCR) testing method, total 1,495 samples. PCR products showed a specific band at the 210bp,
329bp in the specimens of feces and mucosal scraping. Of 420 fecal specimens, 113 (26.9%) were
identified as positive to PPE. Of 1,075 mucosal scraping specimens, 109 (10.1%) were identified as positive
to PPE. Of total 1,495 specimens, 222 (14.8%) were identified as positive to PPE.
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o= A ZE|H(Campylobacter (Vibrio) sputorum
subspecies mucosalis "X C. hyointestinalis) .2 o]
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oY 718w or NEZUolA FAsk= 54
Holw, Gt o &2 FHAmefo] o] 7AW 5
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Table 1. Primer sets used for the optimization for the PCR and their expected size of amplified DNA

Primer Sequences (5'—3") Position Target Amplified size (bp)
Iljgg } __E GCAGCACTTGCAAACAATAAACT ;;(7): ;?; 16S rRNA 210bp
TTCTCCTTTCTCATGTCCCATAA
sequences of
PPE2-F TATGGCTGTCAAACACTCCG 5-24 L. intracellularis 320bp
PPE2-R TGAAGGTATTGGTATTCTCC 314-333
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3 750 x gof| A 1027F DAEE 5] Sumet 1.2um,
0.8um= o7} 3 C}A] 8,000 % gol| A 10E7F A&
2]3}o] 2] HE-2 phosphate-buffered saline (PBS)Z 5-
LAt} HG M-S Genomic DNA Extraction Kit (Bio-
neer K-3032) 2 DNAE &3¢t

EH A2+ Jones 5(1993) 2 Suto 5(2003)2] HIH
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A F 14000 2] 202 b Lalsfe] gk
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Fig. 1. Gross lesion of the small intestine from a pig with the chro-
nic form of proliferative enteropathy, porcine intestinal
adenomatosis (PIA). [Note the thickened, ridged mucosa].
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Fig. 2. Gross lesion of the small intestine from a pig with the acute form of proliferative enteropathy, proliferative haemorrhagic entero-
pathy (PHE). [Note the thickened mucosa and blood clot in the lumen].

Folstglon, Fo] 39,10, 204
510y L. intracellularis 2| 7¥
o] & YAl A A

Mo,

o

zZ o

<« 210bp

AN oL A
2 At olgH WAl Fol FHEY TAEEeR

At F=7E vjTe} futo] AR Q= AS Fig. 3. Results of the PCR for detection of individual of bacterial
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PCR RE-§-&% %712 94°Col| 4] 552} predenatura-
tion A]Z1 & 94°Coj|A] 5% denuaturation, 56°Coj| 4] 30
% annealing, 72°Co|A] 18 <t extensionS 453] Hb
& AASE & apA] gk extension-2 72°Col|A] 587t A A]
shoick. oloh e wrgxToR 4k W Welshn &
Aoz Y 7Fsdol =& 7MA(Fig. 1, 2)9 &9
D RS AARSE AX} L ointracellularis DNA O A
PPE1- 210bp=7], PPE2+= 329bp=17]9] L. intracel- Fig. 4. Results of the PCR for detection of individual of bacterial

lularis E0] §AXE ZEZT 4= QA thFig. 3, 4). agent from porcine ileum mucosal scrapings. [M: 1kb plus
DNA Ladder; Lanes 1, 2, 3, 4, 5, 6, 8, 10: Negative; Lanes
7,9: L. intracellularis genomic DNA].
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Fig. 5. Terminal ileum villus. [Congestion and hemorrhage(mp),
edema (P ) and neutrophil infiltration (=) in lamina
propria. H&E stain (400 X)].

Fig. 6. Terminal ileum. Staining of L. intracellularis organisms
(polyclonal antibody) within cytoplasm of epithelial cells
and few goblet cells were observed. [Avidin-biotinpero-
xidase complex method. Hematoxylin counterstain (400

X)].
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Table 2. Detection of L. intracellularis using PCR methods for
faeces in the pig farms

PCR for L. intracellularis

Specimens Total no. No. of positive Positive
of samples samples rate (%)
Faeces 420 (45)* 113 (26) 26.9 (57.8)

*Farms number

Table 3. Detection of L. intracellularis using PCR methods for
mucosal scrapings of ileum from the slaughter pig

PCR for L. intracellularis

Specimens Total no. No. of positive Positive
of samples samples rate (%)

Mucosal 1,075 10.1
scrapings (188)* 109 (29) (15.4)

*Farms number

Table 4. Detection of L. intracellularis in using PCR methods
after control with tylosin phosphate and thiamulin

Day of No. PCR positive
administ- A group (Tylosin B group
ration phosphate) (Thiamulin)
3 5 5
10 2 3
20 0 1
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