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A microscopical findings of the mammary glandular tissue of rat after injection with 0.25mg

of dexamethasone for 10 days. Necrosis and desquamation of epithelial cells, atrophy of

alveoli, proliferation of fibroblast and thickness of alveolar walls are observed. H-E. x 268,

Mammary glandular tissue of rat after injection for 6 days with a dose of 0.5mg of dexame-

thasone. Necrosis and desquamation of epithelial cells, atrophy of alveoli, proliferation of

fibroblast and thickness of alveolar walls are observed. H-E. X 268.

Mammary glandular tissue of rat after injection for 8 days with a dose of 0.5mg of dexame-

thasone. Necrosis with fatty change of the epithelial cells is seen, H-E, X 268.

Mammary glandular tissue of rat after injection for 7 days with a dose of 0.5mg of dexame-

thasone. Proliferation of adipose tissue with necrosis of glandular tissues is evident. H-E. x67.

Mammary glandular tissue of rat after injection for 10 days with a dose of 0.5mg of dexame-

thasone. Destruction of alveoli, proliferation of fibroblast and infiltration of mononuclear

cells are observed. H-E. x 268,

Mammary glandular tissue of rat after injection for 4 days with a dose of 1.0mg of dexamet-

hasone. Concentration of the milk in the alveolar lumina, destruction and atrophy of alveolar

lumina, destruction and atrophy of alveoli are observed. H-E. Xx 67.

Mammary glandular tissue of rat. after injection for 7 days with a dose of 1.0mg of dexamet-

hisone. Marked proliferation of adipose tissue with focal necrosis of glandular tissue are

observed. H-E. X 67.

Maimmary glandular tissue of rat after injection for 9 days with a dose of 1.0mg of dexame-

thasone. Thickness of alveolar walls with proliferation of fibroblast is marked. H-E. x 67.

Mammary glandular tissue of rat after injection for 10 days with a dose of 1.0mg of dexame-

thasone. Severe proliferation of connective tissue with necrosis of glandular tissue are

observed. H-E. X 67.

High-power magnification of Fig. 9. Fibrosis of glandular tissue with infiltration of mono-

nuclear cells is seen. H-E. x 268.

Mammary glandular tissue of rabbit after injection with 20mg of dexamethasone for 4 days.

Decline of milk in the alveolar lumina, necrosis and desquamation of epithelial cells,atrophy

of alveoli, proliferation of fibroblast and thickness of alveolar walls are observed. H-E. X 67.

. Mammary glandular tissue of rat after injection with 0.5mg of dexamethasone for 4 days.
Milk within the alveolar lumina is decreased in volume. PAS. X 67.

. The same group of Fig. 12. Milk fat concentration is increased. Sudan H. X 67.

. Ovary of rat after injection with 0.5mg of dexamethasone for 4 days. Necrosis of granulosa
cells znd vacuolization of luteal cells are observed. H-E. x 76.

. Ovary of rat after injection for 7 days with a dose of 0.5mg of dexamethasone. Vacuolization
and necrosis of luteal cells are observed. H-E. x 268.

. Ovary of rat after injection for 10 days with a dose of 1.0mg of dexamethasone. Necrotic foci
with proliferation of fibroblast are observed in corpora lutea. H-E. x 67.

. Adrenal gland of rat after imjection with 0.5mg of dexamethasone for 7 days. Hyperemia,
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hemorrhage and vacuolization of cortical cells are observed in the adrenal cortex. H-E, x67.

Fig.18. Adrenal gland of rat after injection for 10 days with a dose of 1.0mg of dexamethasone.
Focal necrosis with proliferation of fibroblast is observed in the adrenal cortex. H-E. x 67.
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A Histopathological Observation on the Mammary Gland of
Lactating Rat Injected with Dexamethasone

Si-Yun Ryu, D.V.M., M.S. and Cha-Soo Lee, D.V.M., M.S., Ph.D.
Department of Veterinary Medicine, College of Agriculture, Greongbug National University

Absftract

The present study was carried out to observe the histopathological changes in the mammary gland of
lactating rats and rabbits injected with dexamethasone.

White rats were intramuscularly injected with 0.25mg, 0.5mg or 1.0mg of dexamethasone sodium
phosphate (containing 9a-fluoro-16a-methylprednisolone, 5.0mg/m!) daily for 3 to 10 days on the 3rd
day after parturition and white rabbits were intramammary infused with 4mg or 20mg of dexamethasone
daily for 4 days on 7th day after parturition. The histopathological changes of the mammary glands,
ovaries and adrenal glands of rats and rabbits were observed with light microscope.

In the mammary glands of rats, the microscopic findings encountered were decrease of the milk in
the alveolar lumina, necrosis and desquamation of epithelial cells, atrophy of alveoli, proliferation of
fibroblasts and thickness of alveolar walls, destruction of alveoli, presence of fat droplets within the
glandular epithelial cells, infiltration of mononuclear cells and proliferation of adipose tissue, which
were relative to the dose and duration of injection. Especially, in the cases of the administration of
large doses or long duration, there were severe fibrosis and focal necrosis of glandular tissue. In the
mammary glands of rabbits, the morphological changes were similar to those findings in the rats.

The milk in the alveolar lumina was decreased gradually according to the dose and duration of
injection, while milk fat concentration regarded to increase.

In the histological findings of ovaries, necrosis of granulosa cells, vacuolization and necrosis of
luteal cells, atrophy and necrotic foci in the corpora lutea were observed. In the adrenal glands,
hyperemia, hemorrhage, vacuolization of adrenal cortical cells, necrotic foci and atrophy of adrenal

cortex were observed.
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