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Abstract

Swine proliferative enteritis(SPE) caused by Lawsonia intracellularis is a common enteric
disaese of grower and finisher pig. Swine affected with SPE show variable clinical signs
including diarrhea, weight loss, aberrant growth and death. The characteristic lesion of ileitis at
necropsy is marked thickening of the last section of the small intestine. The inner lining of the
thickened intestine proliferates almost like a cancer and curved rod bacteria(L intracellularis)
are always seen inside the intestinal wall. Infected swine shed the organism in the feces.
Isolation and growth of pure L intracellularis in vitro requires a suitable cell culture. This
procedure is difficult and not a practical means of diagnosis, thus the polymerase chain
reaction(PCR) test of feces can be used to determine whether a pig is shedding the infective
organism. A sensitive assay based on amplification of a 319bp DNA fragment of the L
intracellularis of Swine proliferative enteritis was attempted for the detection of the organism
in the 62 feces of swine. L intracellularis was identified on three herds and detected in 6 fecal
samples, representing a infection rate of 9.7%. The PCR was very sensitive and specific on the
individual level. The PCR technique could be very useful for the diagnosis of this disease.
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sm F¥3] EFstd 14000g 202 AN
% A9 lysis buffer® A)A3t3L washing
buffer[55M GuSCN, 0.06M Tris-HCl, pH
642 23] NI FT npA|THO R o ELR
13) A3 olAES &Ad] FEATI
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o] 43 3 F&S FHst 4T BaAsd
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PCR g+&

PCR premix(Bioneer cat No. K-2016)% A}
2319t} Primers Jones et al’e} A& FE
gAdsted ARSIt Template DNA 144,
Primer 2t 1pm® Y3 Z9H34L 20u= Al
distilled water® A Yk ¥H227L Jones et
al’el WPes g go] ek 99TAM
1087t predenaturation AZ1%F 95ColA 30x
Z} denaturation, 56Cel4l 30%7F annealing,
72CoNA 30%7t polymerization®#3 & 353
HHER o8 72TCoA 583F AF polymeri-
zation A1Zit},

Table 1. Nucleotide sequences of primers used in

ARSTE 60~T70052] 7T/ FClA AMS3E =
% X2 dgez EAEIA JEE)E A4
322 DNA FZ&sldd PCRE AASATH
Table 20 Yehd ute}l 3ol A 7T/l &5
oA 37 EFelA A FAPe] ERlso
ZAMETY] 425%7F AFEAT AA 628F
670lM L intracellularis®] 319bp DNA
fragmento] A} FEE & So M =(Specific oli-
gonucleotides)& A& + Ao (Fig 1),
9.7%% A EL YU

Table 2. Resut of PCR for detection of L
intracellulans from fecal spcimens of 7

herds
Herd" Herd No of PCR .

no size Sample . Lawsoma.
intracellularis

1 300 10 1

2 400 10 -

3 500 10 -

4 660 10 2

5 60 2 -

6 700 10 3

7 500 10 -

this stuay
Nucleotide sequence Nucleotides
Primer A
5'-TATGGCTGTCAAACACTCCG-3' 5~24
Primer B
5 -TGAAGGTATTGGTATTCTCC-3' 304~323
Mg s

1.8% agarose gel 2 A1, 7G5 ¢
%92 TAE bufferg o] 4391, gel loading
buffer= 025% bromophenol blue + 40%
sucrose 2AE A&t FHAL ethi-
dium bromide(0.5¢g/me)ell °F 30EAH = ET-o]
B

2 o

FRAL TR GYE, TP AAsE

* Herd no 1-3 : Young-duk, 4-7 : Po-hang

Table 3. Presence of bacterial agents and
parasite from fecal specimens of 7

herds
Hg(r)d‘ Salmonellae groag;zz esrlz)t,‘reu3 Trz;qcl‘lfi_zris
riae
1 Ab” Ab Ab
2 Ab Ab Pr
3 Ab Ab Ab
4 Ab Pr Ab
5 Ab Ab Pr
6 Ab Ab Ab
7 Ab Ab Ab

"Herd no 1-3 : Young-duk, 4-7 : Po-hang
* Pr : present ; Ab : absent
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& Ut

M1 2 3 45 6

319bp

Fig 1. Results of the PCR for detection of
Lawsonia intracellularis  from  porcine
intestinal feces.

M : 100bp ladder,
Lanel ~6 : Lowsonia intracellularis

.
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AEXYRo] Zajste MFE Th-1 cellsollA
IFN-7 & TNFZ& cytokinesS AAHI=E
A29TH? Th cells®] 25F cytokine BAHE
& Th subsetol &3 2a|284-& 3o, Th-1
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