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The results of histological studies of kidneys and myocardium of chickens that died of infectious laryngotracheitis have been shown. It was found that circulatory disorders in the form of expansion and overflow of blood with blood vessels of body stroma, extra serosal capillary glomerulonephritis and degenerative changes and destruction of epithelial tubules are registered in the kidneys. In the myocardium the leading pathology was granular dystrophy of muscle cells. In addition, fragmentation and disorientation of muscle fibers was registered. In the epicardium and endocardium there were no microscopic changes.
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Statement of the problem. Infectious laryngotracheitis – infectious disease of chickens caused by the herpes virus. Infectious laryngotracheitis is registered on all continents and in most countries. Sick chickens can be of all ages and breeds. However, the most susceptible are young animals of one year age. In stationary disadvantaged households chickens become sick from 25-30-day-old, turkey and baby birds of pheasants get also sick [2].
In acute cases upper airways – the larynx and trachea are affected in sick birds, which is the hallmark of this disease. However, in subacute and chronic cases, clinical signs of infectious laryngotracheitis and pathological-anatomical changes did not significantly differ from those in the case of respiratory diseases of different etiology [7].
Analysis of recent research and publications which discuss the problem. In the available literature, macroscopic changes in chickens from infectious laryngotracheitis and microscopic changes in the larynx, trachea, and (less detailed) in the lungs are described [5, 6]. In other organs and tissues microscopic changes are not described or described incompletely. However, in pathological-anatomical diagnosis – especially in differentiating the disease from other respiratory diseases of chickens – it should be considered as macroscopic so microscopic changes in all organs and tissues. Knowledge of these changes, moreover, necessary for a full understanding of the pathogenesis of the disease, which must be considered developing methods of its treatment and prevention.
The aim – to establish microscopic changes in the kidneys and myocardium of chickens that died of infectious laryngotracheitis.

Research objectives: to conduct a microscopic examination and renal infarction of chickens that died of infectious laryngotracheitis.
Materials and methods. The work was performed on Mironovska poultry. Diagnosis of infectious laryngotracheitis was set comprehensively considering epizootic data, clinical signs of disease, pathological-anatomical changes and the results of laboratory diagnostics (Biotestlaboratory, Kyiv ELISA method).
Pathological-anatomical section of 23 corpses of dead birds of different ages was performed by a method of partial evisceratio in conventional sequences [3]. In the course of pathological-anatomical dissection for histological studies the pieces from different parts of the kidney and heart were selected. The selected pieces were fixed in 10% of neutral aqueous solution of formalin and after dehydration in increasing concentrations of ethanol through chloroform were poured into paraffin. Sections of 7-10 micron thick were obtained by microtome Luge [4]. To identify the histological structure of organs and tissue sections staining was performed with hematoxylin Karatsi and eosin [1].
Studies. As a result of histological studies of kidneys of chickens that died of infectious laryngotracheitis, we found that stromal blood vessels (mainly veins, venules and capillaries) were dilated, overflowing with blood.
In all areas of tubular the majority of epithelial cells were in a state of granular dystrophy. Some epithelial cells partially or completely lost touch with basal membrane tubules. Cells that completely lost this connection sloughed off into the lumen of the tubules. Some tubular epithelial cells destroyed. In some cases we have found the destruction of the apical part of cytoplasm of epithelial cells with subsequent separation of its fragments in the lumen of the tubules. In other cases, there was a rupture of the cytoplasmic membrane with partial lysis of different sections (apical, basal and around the nuclear in various combinations) of cytoplasm followed by partial or complete lysis of nuclei. Thus in many cases complete lysis of nuclei was detected in cells of only partial lysis of the cytoplasm.
In the majority of kidney cells a serous glomerulonephritis was recorded, which was characterized by microscopic changes specific for this type of renal pathology. In the lumen of Bowman–Shymlanskyi’s capsule serous fluid, which was accompanied by an increase in both the size of the renal cells and lumen of the cavity of the capsule was accumulated. Moreover, in most cases, capillary plexus of renal cells more or less noticeable placed on one of its poles and was compressed by exudate, thus decreasing its size. Most kidney cells with such changes retain a rounded or acquired a slightly oval form.
In some cases the accumulation of fluid has been uneven, as a result oral Bowman-Shymlanska capsule unevenly expanded and renal corpuscles acquired irregular shape of a circle or oval with many performances and retraction surface of various sizes and degrees.
In many renal corpuscles there was found a partial or complete loss of connection of podocytes with endothelial cells of capillaries, as a result capillary plexus of such renal corpuscles focally or diffusely looked a little bit loosened.
In the part of the renal cells in some areas of the capillaries clearance expanded so much that became clearly visible even at low magnification. It should be noted that this expansion has been uneven, as a result capillary lumen had irregular shape, and blood cells were absent in the capillaries.
We believe that the extension of the lumen of the capillaries of renal cells in the absence of blood cells was due to stagnation of blood combined with filtration violation of the components of the primary urine, leading to an accumulation of fluid (plasma) levels in some areas of capillary plexus kidney cells.
We believe that the extension of the lumen of the capillaries of renal cells in the absence of blood cells was due to stagnation of blood could be combined with filtration violation of the components of the primary urine, leading to an accumulation of fluid (plasma) part of  blood in some areas of capillary plexus of kidney cells.
In myocardium of chickens that died from infectious laryngotracheitis, expansion and overflow of vessels with blood and diffuse stromal of edema and muscle tissue was observed. In the latter due to edema bundle of bundles of muscle fibers occurred. Also granular degeneration of miocardiocitos and destruction of muscle cells was registered. Swelling and destruction of muscle cells led to fragmentation and disorientation of muscle fibers. In the epicardium and endocardium there were no microscopic changes. 
Conclusions:

1. In the kidneys of chickens that died of infectious laryngotracheitis circulatory disorders, extra serosal capillary glomerulonephritis and degenerative changes and destruction of epithelial tubules are registered.

2. In myocardium the leading pathology was granular dystrophy of muscle cells.
3. In the future, it is necessary to conduct histological studies of other organs and tissues of chickens that died of infectious laryngotracheitis, to establish the nature of pathological changes in them.
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