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Abstract

The aim of this survey was to investigate the characteristics of outbreak farm determined
as the classical swine fever(CSF) at Gangwha-gun and Seo-gu, Incheon metropolitan area
from October 7 to November 25 in 2002. Sixty pigs in six different farms were confirmed to
the CSF and a total of 9,106 pigs containing 3,194 related epidemiologically was slaughtered to
stop spreading of the disease.

Clinical signs of pigs diagnosed with the CSF were high fever, anorexia, depression, paralysis
of hindlimbs, cyanosis, etc and gross lesions were typically represented with hemorrhage of
submandibular and superficial lymph node, infarction of spleen, and petechial (ecchymotic)
hemorrhage of kidney and skin. But some outbreak farms had not shown remarkable symptoms,
so they were confused with other bacterial diseases. White blood cell (WBC) counts, the classical
swine fever virus(CSFV) antigen and antibody enzyme linked immunosorbent assay(ELISA) and
reverse transcriptase polymerase chain reaction (RT-PCR) results about six farms indicated that
total 60 pigs were infected with the CSFV. Although the origin and infection route of the CSFV
were not clear, but the transmissions between farms were mainly through indirect contact such
as the movement of farm personal and vehicles from outbreak farm.
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Table 1. Epidemiological survey for periodical outbreaks of classical swine fever at Incheon metropolitan

area in 2002
Date of No of Outbreak ages No of No of
Farm | tification Area breeding (days) outbreak (%) death (%)
A Oct 07 Kangwha-Gun 1,326 110-120 30(2.3) 3(0.2)
Hwado-Myon
B Oct 13 Kangwha-Gun 1,374 130 40 (29) 3(02)
Kilsang-Myon
C Oct 14 Kangwha-Gun 153 35 15(9.8) 10 (6.5)
Kangwha-Up
D Nov 01 Kangwha-Gun 371 60-90 9(24) -
Kangwha-Up
Seo-Gu
Nov 14 Oryu-Dong 1,160 120-150 5(0.4)
F Nov 25 Kangwha-Gun 1544 240 2(0.1) -
Kangwha-Up
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Table 2. Comparison of clinical signs and gross lesions of pig in the notification farms

Classification Items

Farms

High fever

Pigs lying upon each other
Anorexia

Depression

Diarrhea

Conjunctivitis

Patch within skin
Cyanosis

Incoordination and ataxia
Paralysis of hindquarters
One or more dead pigs

Clinical signs
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+ + + + +|w
++ + + +|O
+ + + + +|O

|
|
|
+ +

—+

Swollen, edematous and hemorrhagic

lymph node

Splenic infarction and enlargement
Petechial and ecchymotic hemorrhages in

Gross lesions

internal organs

Button ulcers of cecum and colon
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Table 3. Distribution of white blood cell (WBC) count in the notification farms

No of WBC (%)

Fam - Noofsample = o5 o g =g’
A 10 - - 1100 5600 4(40) -
B % - A8 13@D 92 2A6) 8(23)
C 15 213 4@ 203 D 320) 3(20)
D 14 - 214 214 W8 2014 7(50)
E 10 - - 110 100 200 6(60)
F 11 - - - - (9 100D

Total % 220 9(9 19200 1718  14(05)  34(36)

* 1 X 1000 cell/mn

Table 4. Result of classical swine fever antibody test for blood samples collected in the notification

farms

Farms No of ELISA (%) ELISA™ (%)
samples Positive Negative Positive Negative
A 10 - 10(100) - 10(100)
B 35 14(40) 21 (60) - 35(100)
C 15 5(33) 10 (67) - 15(100)
D 14 9(64) 5 (36) - 14(100)
E 10 - 100100 - 10(100)
F 11 1(9) 10 (91) - 11(100)
Total 95 25(31) 66 (69) - 55(100)

* . with serum diluted in 1/2,000
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Fig 1. Results of agarose gel electrophoresis
M : 100bp ladder Lane 1 to 72 RT-PCR result for detection of CSFV from blood samples. 1: Positive
control. 2 Farm A, 3 Farm B, 4 Farm C, 5 Farm D, 6: Farm E, 7: Farm F,
Lane 8 to 14: Result of restriction enzyme treatment 8: Positive control, 9 Farm A, 10: Farm B, 11:
Farm C, 120 Farm D, 13: Farm E, 14: Farm F



Table 5. Result of classical swine fever antigen test for blood samples collected in the notification farms

Farm No of ELISA (%) PCR (96)
sample Positive Suspect  Negative Positive Negative
A 10 6 (60) 2 (20) 2 (20) 10 (100) -
B 35 8(23) 4Q11) 23 (66) 20 (57 15 (43)
C 15 427 1 10 (29) 15 (100) -
D 14 8 (57) 1@ 5 (36) 9 (64) 5(36)
E 10 5(50) - 5 (50) 5 (50 5 (50)
F 11 1(9) - 10 (91) 1 10 (91)
Total 9% 32(34) 8 ® 55 (53) 60 (63) 353D

Table 6. Status of inspection within protection zone and surveillance zone

Farm Protection zone (3km radius) Surveillance zone (10km radius)

No of farms No of pigs No of farms No of pigs
A 20 11,150 104 38,160
B 1 217 9% 34,274
C 17 3540 86 42,151
D 17 3,540 86 42,151
E 5 4,258 16 8,826
F 17 3,540 36 42,151
Total 77 26,245 474 207,713

Table 7. Status of slaughter according to the classical swine fever outbreak

No of slaughter (No of farms) Date of slaughter

e Olfli?rf:k slaltj:;:g: tg:ms Subtotal Outbreak farm slir:}‘llfer;u;’aim
A 1,323 (1) 13(2) 1,336 (3) Oct 09 Oct 10
B 1,371 (1) 2,874 (3) 4,245 (4) Oct 14 Oct 14~15
C 143 (1) 307 (1) 450 (2) Oct 15 Oct 16
D 37 - 3711 (D Nov 02 -
E 1,160 (1) - 1,160 (1) Nov 17 -
F 1,544 (1) - 1,544 (1) Nov 27 -

Total 5912 (6) 3,194 (6) 9,106 (12)
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