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Studies on the Heifer Mastitis
XV. Pathogenesis of the postpartum agalactia
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Summary

The pathogenesis of postpartum agalactia was investigated on three cases of heifer
mastitis. Case No.1 was a udder obtained from non-pregnant heifer of 25 months of age
which was suffered from mastitis at 9 months of age. Case No. 2 and No. 3 were udders
obtained from postpartum cows both of which were suffered from mastitis at 5 months of
pregnancy.

All the affected quarters were clinically recovered as a result of quick and complete
treatment. Thereafter, they had well developed as same as other normal quarters. Post-
partum cases showed the well developed alveoli which meaned the active milk secretion at
parturition. However, all the affected quarters became agalatia, because they had no true
lactiferous sinus. The portion fit for lactiferous sinus was filled with connective tissue.

It is suggested that the inflammatory destruction and disappearance of lactiferous sinus
occured by heifer mastitis is a main reason to cause the postpartum agalactia.

Explanation of Figures

Fig. 1 Affected ( A ) and normal quarters ( B ) of 25 months old virgin heifer, stained with
hematoxylin. Affected quarter has no lactiferous sinus ( S ).

Fig. 2 Microphotograph of affected quarter in Fig. 1.

Fig. 3 Affected ( A ) and normal quarters ( B ) at 5 days after parturition.

Fig. 4 Cut surface of Fig. 3. Normal quarter was injected india ink-barium salfate-gelatin
mixture from teat canal. Affected quarter ( A ) has no lactiferous sinus ( S ).

Fig. 5 Microphotograph of A in Fig. 4. Mammary ducts ( D ) are distended with milk.

Fig. 6 High power view of Fig. 5. Alveoli ( A ) show secration.

Fig. 7 Radiograph of affected ( A ) and normal quarters ( B ) from dry phase cow. Affected
quarter has no lactiferous sinus ( S ).

Fig. 8 Same material as Fig. 7, stained with hematoxylin.

Fig. 9 Microphotograph of A in Fig. 7.



B18 1979

HOWE WL 2%

B

CH P







	Image 0087
	Image 0088
	Image 0089
	Image 0090
	Image 0091
	Image 0092
	Image 0093

