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Study of phagocytosis and Killing functions in ewes

affected with mastitis by using Whole blood technique.
Al-Hadithy, H. , AH. Muhsen, A. T.

Abstract

The current study was conducted to evaluate the neutrophil function in mastitic ewes. Whole
blood technique was developed for measuring uptake and killing of candida on small volumes
of blood. Blood samples from thirty seven ewes affected with mastitis caused by
Staphylococcus spp and 37 normal were taken for evaluation of neutrophil phagocytosis and
killing functions, while milk samples used to diagnose the causal agents of mastitis.The
phagocytic activity was reduced by 13.04% for coagulase positive staphylococcus , 9.1% for
coagulase negative staphylococcus.The killing activity was significantly decreased (P<0.05)
14.66 % in coagulase positive Staphylococcus infection, while the coagulase negative
staphylococcus showed no significant difference in killing activity compared with normals.
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