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Five Cases of Bovine Cerebrocortical Necrosis

Tomoko Apacur*, Masanobu Gorvo* and Takashi Umemura*

Five of a group of 50 rearing calves showed neurologic signs including ataxia,
inability to stand, opisthotonus and circling of head. This group had been fed hay
harvested three years ago. Pathological studies were carried out on the affected calves.
Main microscopical lesions were in the cerebral cortex and characterized by neuronal
laminal necrosis and spongiosis. From the presence of characteristic cerebral lesions,
they were diagnosed as cerebrocortical necrosis (CCN). The subsequent occurrences of
the disease ceased by the withdrawal of the hay. Two of the five affected calves also
exhibited an infiltration of a large amount of neutrophils in cerebral parenchyma and
suppurative phlebitis in meninx. These findings suggested an infection of Haemophilus
somnus (H. Somnus) as well as an affection of CCN in the two calves. Recently, H.
somnus has been reported to require thiamine for their growth. Therefore, the infection
of H. somnus could be one of the possible predisposing factor for CCN (thiamine

deficiency).
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