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Table 1. MHINERM

RBC WBC | HB | PCY | MCYV | MCH | MCHC | Serum Leucooytes
Protein
(mil./mm®) | (thou./mm®)| (mg) (%) ) (raeg) (g/dl) (mg) L [M|N|B |E
782 9.8 7.9 37 53 11 21 4.4 91218 1!0

RBC : Red Blood Cells
HB : Hemoglobin
MCV : Mean Corpuscular Volume

MCHC : Mean Corpuscular Hemoglobin Concentration
L ! Lymphocytes M : Monocytes N . Neutrophils
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WBC : White Blood Cells
PCV ! Packed Cell Volume
MCH : Mean Corpuscular Hemoglobin

B : Basophils E . Eosinophils
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Legends for Figures

Fig 1. The mucosa of ileum was thickened, deeply corrugated and diffuse congestion with few hemorrhagic

foci.

Fig 2. The vertical cut surface of ileum. The mucosa was greatly thickened and its lumen was remarka-

bly narrowed.

Fig. 3. Infiltr ation of epithelioid cells and round cells in lamina propria and a giant cell is formed. (H & E

stain, X 200)

Fig.4. Numerous giant cells and infiltration of round cells in top villi. (H & E stain, X 400)
Fig.5 Infiltration of lymphocytes, monocytes, plasma cells, epithelioid cells with congective tissues in la-

mina propria. (H & E stain, X 600)

Fig 6. Clumps of Mycobacterium johnei within the cytoplasm of epithelioid cells. (Ziehl-Neelsen stain,

X 1,000)
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Pathological Study on the Johne’s Disease of Korean native Bull

Young-Hwa Jean, Un-lk Chung, Young-Bang Kwon and Mun-ll Kang

Veterinary Research Institute, Anyang, Korea

Abstract

Pathological study on the Johne’ s disease of Korean native bull was conducted at

August 1983 in Kyunggi province. 5 years old bull was continued with watery, odo-

urless diarrhea for 6 month and appetite was within normal.

Clinicohematological examination of blood obtained from infected cattle was leucoc-

ytosis and hypoproteinemia.

In necropsy findnhgs, the lesions were confined in the ileum and mesenteric lymp-

hnodes. The intestinal wall was thickened, deeply corrugated and diffuse congestion

with few hemorrhagic foci. The mesenteric lymphnodes were surrounded with heavy

fat tissues and moderately enlarged.

In histopathological findings, severe proliferation of epithelioid cells, giant cells f-

ormation and round cells

infiltration in the mucosa and submucosa of ileum and me-

senteric lymphnodes were found but not necrotic or hemorrhagic foci. Mycobacterium

johnei were clumped in the cytoplasm of epithelioid cells.
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