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Case report: Histopathological Diagnosis of Rabies in Iraqi
Cows and Ewes

Accepted on 29/5/ 2011
Summary
Rabies was diagnosed (for the first time) in clinically suspected rabid
Iragi cows and ewes by using histopathological methods. The result
showed 3 positive cases 2 cows from Baghdad governorate and 1 ewe
from Al - Basra governorate. The gross pathological changes included
swelling of cerebrum and cerebellum, multiple hemorrhagic spots within
cerebral parenchyma, and sever congestion in meningial blood vessels.
The histopathological changes showed specific changes represented by
Negri bodies as intracytoplasmic inclusions within Purkinje cells in
cerebellum and Babes nodules in cerebrum and medulla oblongata. Non
specific changes included edema, hemorrhages, cellular necrosis,
lymphocytic foci and lymphocytic and mononuclear cuffing surrounding

congested blood vessels.
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Figure — 1: Central nervous system of rabid ewe: notice swelling of cerebrum () and
congested meningial blood vessels (B).

Figure - 2: Histopathological section in cerebellum of rabid cow showed the presence of round
shaped, intracytoplasmic and acidophilic inclusion body (Negri body) in Purkinje cell (arrow)
with mononuclear cell infiltration within granular layer. (H & E stain X40).
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Figure - 3: Histopathological section in cerebellum of rabid cow showed the presence of oval
shaped, intracytoplasmic and acidophilic inclusion body (Negri body) in Purkinje cell (arrow)
with mononuclear cell infiltration within granular layer. (H & E stain X40).

Figure - 4: Histopathological section in cerebellum of rabid cow showed perivascular
lymphocytic cuffing () and edema (&) surrounding congested blood vessels with dead Purkinje
cells characterized by pyknotic nuclei and acidophilic cytoplasm ( 2 ). (H & E stain X10).
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Figure - 5: Histopathological section in cerebrum of rabid cow showed congested blood vessel
with perivascular mononuclear cuffing and edema (arrow). (H & E stain X40).

Figure - 6: Histopathological section in cerebrum of rabid cow showed aggregation of glial cells
(gliosis) (arrow). (H & E stain X40).
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Figure - 7: Histopathological section in medulla oblongata of rabid cow showed congested blood
vessels with perivascular mononuclear cuffing and edema (arrow). (H & E stain X10).

Figure - 8: Histopathological section in medulla oblongata of rabid cow showed Babes nodule
which consisted of degenerated neurons<—¥) surrounded by glial cells and mononuclear cells
{ ). (H & E stain X40).
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Figure — 9: Histopathological section in cerebellum of rabid ewe showed degenerated Purkinje
cell containing intracytoplasmic, acidophilic and oval shaped inclusion body ( Negri body -
arrow) , with mononuclear cells infiltration within granular layer. (H & E stain X40).

Figure — 10: Histopathological section in cerebellum of rabid ewe showed intracytoplasmic,
acidophilic and round to oval shaped inclusion bodies (Negri bodies - arrows) within degenerated
Purkinje cells, and mononuclear cells infiltration within granular layer. (H & E stain X40).
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