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Pathological study of gall bladder lesions in calves slaughtered
at Mosul slaughter house

K. H. Al-Mallah, S. O. Youkhana, M. Y. Al-Mashhadani and R. T. Al-Rekani

Department of Pathology, College of Veterinary Medicine, University of Mosul, Mosul, Iraq
Abstract

Eighty five samples of complete unopened gall bladder were collected from calves immediately after slaughtering at Mosul
slaughter house for detection of any pathological lesions that might be present through gross and histopathological
examinations. These examinations revealed various pathological changes which included lymphocytic inflammation (8.2%),
fibroma (1.1%), gall stones (2.3%), bilirubin pigmentation (1.1%), congenital deformities (1.1%) appeared as Y shape gall
bladder, growth disturbances manifested by hyperplasia (14.1%), coagulative necrosis as a metabolic disturbance (1.1%),
hyperemia (20%), petechial hemorrhage (7%) and atherosclerosis (1.1%) of the total samples.
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