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Reye's syndrome (RS) is a rare and fatal juvenile disease affecting the brain and liver. It was first described in 1963 by D.R.K. Reye as a pathology that alters consciousness and increase the levels of transaminases. It often begins after a use of aspirin and in the recovery period after acute viral infection like influenza type A and B, measles, adenovirus, rotavirus and herpes zoster infections [1, 2, 3].

In 1980, after CDC warned about the association between Reye’s syndrome and the use of salicylates in children with viral-like illness, the incidence of Reye’s syndrome began to decline [4]. There are still reports in the literature. McGovern et al reported two cases of RS in 12-year-old and 9-month-old children. Both of them were given aspirin because of a high temperature [5]. Wei C.M. et al described RS developing in 10-month-old infant on treatment of Kawasaki syndrome in 2005 [6]. Autret-Leca E. et al described 14 cases of RS during one year in France among child under 15 years. According to this investigation five children had metabolic disorders and nine children were diagnosed as having Reye’s syndrome [7]. Considering this, we can conclude that even regarding the changes of the last decades RS is still a problem of paramount importance in clinical practice. Besides the incidence of atypical RS in children with metabolic disorders have risen. Even more, RS is not associated with aspirin use in these patients. All this data leads us to conclusion that fast and correct diagnosis can make a difference between death and life.
This article reports the case of a patient diagnosed with RS accompanied by an acute viral infection and introduces morphological changes in internal organ according to the autopsy protocol. 

A 4-years-boy was delivered in emergency department of Children’s Infection Clinical Hospital unconscious. Anamnesis was revealed hyperthermia, loss of appetite and catarrh. The patient was initially diagnosed with acute viral respiratory infection and was prescribed oral rehydration and antipyretics (paracetamol). After 4 days of treatment the patient’s state worsened, vomiting has began and child was delivered to the emergency department. The patient was intubated and put on mechanical ventilation. During the treatment, the patient’s state worsened, cerebral edema was leading to the patient death. The final clinical diagnosis was septicemia of uncertain etiology, infectious toxic shock, and multiple organ failure syndrome. The cause of death – brain edema.

On autopsy, the sharp increase of the liver size was defined, the tissue of liver was yellow-brown with dark red foci. Central veins plethora, disruption of liver lobule structures with chaotically localization of hepatocytes were found microscopically. Focal central lobular necrosis and total fatty degeneration were identified with Sudan III stain.

The kidneys were of a normal size, the cortical layer was pale brown, the medullar layer was dark red. The sharp edema with cytoplasm vacuolization of the proximal and distal tubular epithelium were defined. The interstitial layer was sharply edematous with irregular blood filling. The signs of total fatty degeneration of kidney tubules were identified with Sudan III stain. 
The brain fissures and gyrus were smoothed. On the dissection the brain substance was sharply edematous and of the bluish color and gelatinous consistency. The marked swelling of the perivascular and pericellular spaces, focal formation of voids and rarefaction of the brain substance, dystrophic changes of the neurocytes were detected histologically. The focal necrosis and diffuse fatty degeneration of the myocardiocytes with cytoplasmic vacuolization were found.
RS was diagnosed according to detected changes: diffuse hepatic steatosis, total fatty degeneration of kidney tubular epithelium and myocardyocytes, significant brain substance swelling with dystrophic changes of the neurocytes. The cause of death this patient was brain edema.
The described morphological changes are typical for RS also with the absence of aspirin influence. Therefore, we can conclude that RS can be found not only in the patient salicylate intake. In this case, RS can be caused by metabolic disorders following viral infections. The absence of aspirin intake cannot give us a guarantee of RS absence. It makes diagnosis much harder and requires high suspicious in this group of patients.
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