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Abstract

The current study was designed to highpoint the occurrence
proportions of pneumonia, as well as description of the most significant
gross and histopathological findings for lungs and mediastinal lymph
nodes samples from small ruminants slaughtered in Mosul city.

By examining (525) lungs samples of sheep during the period the at
beginning of September to the end of January, it was found that (313) lungs
were pneumonic , with a rate of (35.34 %) in males and ( 64.66%) in
females. pneumonic lung samples were classified based on the type of
inflammatory lesion. bronchopneumonia founding the majority of the
infected samples at a rate ( 28.93%), followed by interstitial pneumonia at
a rate (24.53 %), then fibrinous pneumonia at a rate of (22.64%),
granulomatous pneumonia (20.44%), and parasitic pneumonia at a rate of
(11.95%). Meanwhile, the least common type was pulmonary
adenomatosis at a rate f (7.8%). The current study also recorded the
presence of various pathological gross and histological changes in the
mediastinal lymph nodes, ranging from hemorrhage and congestion to the
presence of necrotic and fibrous nodules.

The results of the gross pathological examination revealed presence
of multiple and widespread pathological lesions on different lobes of the
lung, such as congestion, hemorrhage, fibrosis, pulmonary emphysema,
and thickening of the interlobular septa, as well as the presence of various
types of superficial nodules of different sizes, such as granulomas,
abscesses, and hydatid cysts. The histopathological examination revealed
various pathological findings in the lung parenchyma, including acute and
chronic pneumonia with excessive hyperplasia of the alveolar epithelial
cells. Additionally, there were inflammatory cells infiltration in the

pulmonary alveoli, bronchi, and bronchioles, along with inflammatory cell
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exudation and deposition of fibrous material in the walls of the pulmonary
alveol..

Pathological examination of lungs with pulmonary adenomatosis
revealed clear boundaries between the neoplastic tissues and the normal
lung. The histological evaluation showed the presence of proliferative
pulmonary nodules composed of neoplastic cells with sufficient connective
tissue stroma. These neoplastic nodules were characterized by hyperplasia
of type Il pneumocytes and epithelial cells in the alveoli, non-ciliated Clara
cells, as well as the epithelium lining of terminal bronchioles. Theses
cuboidal or columnar neoplastic cells replaced the typical squamous cells,

forming glandular, papillariated, and mixed structures.

Definitive diagnosis of lung samples suspected with pulmonary
adenocarcinoma was confirmed after demonstrating the pathological
changes using polymerase chain reaction technique, where all samples

tested yielded positive results.

The current study concluded that pulmonary inflammation was and
remains a significant pathological issue in small ruminants through
gross and histological examination and description of pathological
lesions in both the lungs and mediastinal lymph nodes of slaughtered

sheep in Mosul, in addition to recording of pulmonary adenomatosis.



