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Explanation of Figures

. A macroscopical appearance of the mammary gland on the 7th days after an intramammary
infusion of E. coli suspension. The patches of necrotic tissue and hemorrhages are observed
in the fibrosed mammary gland.

. A microscopical finding of the glandular tissue at 24 hours after infusion of E. coli susp-
ension. Numerous hetrophils in the alveolar lumina. edema and heterophil infiltration of
the interstitial tissue are observed. H-E. x 4.

3. Glandular tissue at 48 hours after infusion of E. coli suspension. The alveolar tissues are

destroyed, and the desquamated alveolar epithelial cells and heterophils are seen in the
alveolar lumina. H-E. x 33.

. Glandular tissue at 72 hours after infusion of E. coli suspensjon. Proliferation of firoblasts
and atrophy of the alveoli are observed. H-E x 33.

. High-p_ower magnification of Fig. 4. Destruction of alveoular tissues and proliferation of
firoblasts are observed. H-E. x 140.

. Glandular tissue on the 7th days after infusion of E. col/i suspension. Marked proliferation
of conr ctive tissue with necrosis of the glandular tissue are observed. H-E. x 14.

Glanuloma-like inflammatory change on the 7th days after infusion of E. coli suspension.
. H-E. x 33.

Glandular tissue at 24 hours after infusion of E. coli endotoxin. Numerous heterophils are
seen in thn glandular lumina and the interlobular duct. H-E. x 33.

. Glandular tissue at 72 hours after infusion of E. colt endotoxin. Heterophils in the alveolar
lumina are moderately decreased in number. H-E. x 33.

High-power magnification of Fig. 9. Heterophils, desquamated epthelial cells and macroph-
ages are seen in the alveolar lumina. H-E. x 140.

. Glandular tissue after infusion of gentamicin for 5 days(daily 40mg) The lobular necrosis
with edema of the interlobular connective tissue is observed. H-E. x 14.

Fig.12. High-power maginification of Fig. 11. Necrosis and desquamation of glandular epithelial

cells are seen in the alveolar tissue. H-E. x 33.
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Studies on the Coliform Mastitis

1. Histopathological Observation on Experimentally
Induced Escherichia coli Mastitis in Rabbits

Du Seik Han, D.V.M., M.S.
Department of Sanitation, Won Kwang Public Health Junior Coliege

Cha Soo Lee, D.V.W., M.S., Ph.D.
Department of Veterinary Medicine, College of Agriculture, Gyeongbug National University

Absiract

In order to clarify the morphological changes in the mammary glands of cows affected with coliform
(Escherichia coli) mastitis, histopathological observations were undertaken on the mastitis of the lact-
ating rabbits which was experimentally induced with E. coli or its endotoxin isolated from cases
of acute and chronic matitis in dairy cattle.

In the bacterial suspension-infused groups the affected quarters of udder showed cloudy swelling, hyper-
emi aand hemorrhage to local necrosis and firmness. The microscopic findings of early stage of the mastit-
is were appearance of large numbers of heterophils in thelglandular lumina and ducts accompanied by deg-
eneration, necrosis and desquamation of epithelial cells, and also infiltration of heterophils, hemorrhage
and edema in the interstitial tissue, and destruction of alveoli. Later, proliferation of firoblasts, plasma
cells, lymphocytes, eosinophils and histiocytes appeared in the glandular tissue and necrotic foci of
glandular tissue were surrounded by highly proliferated connective tissue. Granuloma-like inflammatory
changes could be observed in the glandular tissue on the T7th days after infusion. The inflammatory
response in the group infused with E. coli strain isolated from the natural case of acute mastitis was
rapid and severe as compared with that of chronic mastitis.

In the endotoxin-infused "group the morphological changes were similiar to those of the bacterial
suspension-infused groups.
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