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Ultrastruerural Changes of Hepatocytes in Reye Syndrome

—A Case Report—

Yong Jin Kim, M.D. and Tae Jung Sohn, M.D.

Department of Pathology. Kyungpook Natiomal University, School of Medicine, Taegu, Korea

Authors investigated hepatocellular changes in a case of autopsy, 11-month-cld female child,
dying of Reye syndrome. Light imcroscopically, microvesicular fatty change of the liver was
a characteristic finding. The hepatocytes were packed with small fatty droplets without
nuclear form and demonstrated by using lipid stains on frozen sections. There was no chole-
stasiz. The portal tracts had mild lymphoeytes infiltration,

Electron microscopically, mitochondria showed conspicuous abnormalities with reduction in
number, pleomorphism, swelling and loss of eristae. Vacuolization and increased electron density
of mitochondrial matrix were observed. RER were decreased in number and had some
vesicular change and SEE were dilated. Glycogen particles were rarely seen. Nucleus showed
some irregular border and clumping of chromatin along the nuclear membrane. Necleoli were
inconspicuous. Fat vacuoles were located in the central portion of cotoplasm and some were
closed to nucleus. The size were 1~2 pm in diameter, relatively, Large concealed forms were
also present, but were no over 5.5 gm in diameter. All fat vaculoles were rather solid than
empty form,

Biochemically, the compositions of lipids in liver cells revealed 79.6% of triglveeride, 3. 8%
of cholesterol, and 16,6% of phospholipid. Conclusively, changes of hepatocytes were thought

ag reversibleeven in thiz fatal ease and components of fat vacuoles might be triglycerides
mostly.
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2 A4 4+ hemoglobin 15,4 gm/100 ml, W.B.C
39,850/mm?, urine protein {f, sugar-, RBC 3-5,
W.B.C. 1~2, serum protein 7.2 gm/100 ml, albumin
4.6 gm/100 ml, globulin 2.6 gm/100 ml, alkaline
phosphatase 29,5 KAU, SGOT 331 units/ml{Sigma
Frankel units), SGPT 73, 3 units/ml(Sigma Frankel
total bilirubin 0, 8 mg/100ml (direct 0.1,
indirect 0.7), cholestercl 112 mg/100 ml, fasting
blood sugar 51 mg/100 ml, BUN 36 mg/100 ml, blood
ammonia 77 ug/100 ml, prothrombin time 16%, PTT
64,3 sec & by},
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Legends for Figures

1. Fatty change of hepatocytes in Reye syndrome is marked on the periportal area. The lobular

architectures are not disrupted. (H-E, x400)

2. The hepatocytes are packed with small fatty droplets without nuclear displacement. (H-E, 1, 0000

3. Hepatocytes in Reye syndrome. The cells show many swollen mitochondriae (M) and solid form of
fat vaculoles(V). The bile canaliculi are well preserved (arrow). (x4, 300)

4. Hepatocytes in Reye syndrome. The cells shows large fat vacuoles(V) and swollen mitochondria
(M). RER shows dilating and wvesicular change(arrow).(x10,000)

5. Hepatocytes in Reye syndrome. Large fat vacuoles adjacent to nuclear mambrane are seen. [ »

11,000)
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