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Table 1. Clinical Signs of the Pigs Infected with Hog Cholera Virus
Naturgl Case Experimental Case
( 52Pigs)
Signs No . of ALD  Vins Isolated Virus
Pigs
;’1’;':5 o) 1 2 3 1 2 3 45
Staggering 22 ( 42.3) + +
Nasal Discharge 6(11.5)
Exudative Conjunctivitis. 17 ( 32.7) + +
Difficult Respiration 16 ( 30.8) + + 4+ + + +
Convulsion 14 ( 26.9) + +
Vomition 4( 7.6)
Constipation 20 ( 38.5) + + + + + +
Diarrhea 38 (73.1) + +
Erythema 21 ( 40.4) + + + + + +
Hemorrhage of Skin 11 ( 21.1) + +
Biotching of Ear 26 ( 50.0) +
Alopecia 4( 7.6)
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Table 2. Macroscopical] Lesions on the Pigs Infected with Hog Cholera Virus

N(a;l[l)r ;]l gsC:«:se Experimental Case
Lesions No. of Pigs ALD Virus Isolated Virus
Signs (%) 1 2 3 1 2 3 4 5
Lymph Node Hemorrhage 33(82.5) + + + + + + +
Tonsillitis 12(30.0) + +
Epiglottis -Petechiation 8(20.0) +
Cardial Hemorrhage 16(40.0) + +
Pneumonia 22(55.0) + + + + + +
Pneumonic Eecchymosis 8(20.0) + +
Gastritis ~Hemorrhage 21(52.5) + + + + + 4+
Enteritis -Hemorrhage 12(30.0} +
(Small [ntestine /
Enteritis ~ Hemorrhage 26 (65.0) + + + + o+ +
(Large Intestine /
Ulceration 9(22.5) +
Splenio Infachiation 23(57.5) + + + + +
Renal Petechiation 15(37 .5) + +
Cystic Petechiation 9(22.5) +
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Histopathologic Studies on the Brain and Lymphoid Organs in Hog Cholera

I. Clinical and Pathological Observation in Hog Cholera
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Abstract

This study was taken to clarify the clinical signs and macroscopical lesions of pigs naturally infected with
hog cholera. The clinical and macroscopical observation on the natural cases of hog cholera and experi-
mental cases inoculated with ALD Virus and isolated virus strains were carried out.

The results obtained are as follow;

In clinical inspection of the natural cases, diarrhea (73.1%) blotching of ear (50.0%), staggering (42.3%),
erythema of skin (40.0%), constipation (38.5%), conjunctivitis (32.7%) and dyspnea (30.8%) were ob-
served. Dyspnea, constipation and erythema of skin were observed mainly in the experimental cases,
however, staggering and conjunctivitis in pigs infected with ALD virus were found and convulsion and
hemorrhage of skin of pigs infected with isolated virus were seen, respectively.

The gross lesions of natural cases were hemorrhage of lymph node (82.5%), enteritis and hemorrhage
of large intestine (65.0%), splenic infarction (57.5%), pneumonia (55.0%), gastritis and hemorrhage (52.5%
), cardial hemorrhage (40.0%) and renal petechiation (37.5%), while in the experimental cases, hemorrhage
of lymph node, pneumonia, gastritis and hemorrhage, enteritis and hemorrhage of laryge intestine and
splenic infarction were seen mainly.
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