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— Abstract —

Phospholipidosis of Liver Induced
by Amiodarone

Dong-Hoon Kim, M.D., Gium-Mi Jang, M.D.,
In-Soo Suh, M.D. and Tae-Joong Sohn, M.D.

Department of Pathology, School of Medicine
Kyungpook National University

Ultrastructural study of the effects of amiodarone on
the liver tissue was performed. Rats were fed with
amiodarone containing diet and were sacrificed at Ist,
drd, 4th, 5th and 8th weeks of experiment. Charateristic
lisozomal inclusion bodies were appeared from first
week, which were more prominent and increased in size
at the 5th and 8th week of experiment. These inclusion
bodies were found in hepatocytes, Kupffer cells, bile
duct epithelial cells and fibroblasts but maost prominent
in hepatocytes. The lysosomal inclusion bodies could be
divided into four types: those characterized by (1) dense
bodies with packed crystaloid contents, &
multilamellated bodies, @ irregular shaped bodies with
varying electron density and 4. dense hodies containing
stacks of fine membranous structures,

All types were found in all experimental groups, But
the type 1 and 2 were predominent at early stage, while
type 3 and 4 were more prominent at later stage Accord-
ing to these findings, the formation of the lysosmal
inclusion body was a characteristic change in derange-
ment of phospholipid metabolism. And amiodarone
could induce disturbance of phospholipid metabolism in
all kinds of cells in liver tissue,

Key Words: Phosphaolipidosis, Liver, Amiodarone
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Legend for Figures
Key for Abbreviation

BC; Bile canaliculus EN: Endothelial cell
EP: Bile duct epithelial cell F: Fibroblast

G: Golgi apparatus H: Hepatocyte

K: Kupiffer cell LI: Lysosomal inclusion
NU: Nucleus M: Mitochondria

Fig. 1a. Hepatocyte, 1 week after amiodarone treatment. A few lysosomal inclusions are scattered in pericanalicular
areas. Most of them are lamellated bodies and dense bodies with crystaloid contents (x 10,000).

Fig. 1b. Hepatocyte, Sweeks after amiodarone treatment. All typed lysosomal inclusions are scattered in per-
icanalicular areas (» 14,000).

Fig. 1c. Hepatocyte, 8 weeks after amiodarone treatment. Lysosomal inclusions which are mostly dense bodies with
stacks of fine membranous structures are scattered in perivascular areas. Small vesicules {arrow) are
numerous | 10,000).

Fig. 2a. Hepatocyte, 1 week after amiodarone treatment. Lysosomal inclusions show densely packed crystaloid
content in matrix (= 10,000).

Fig. 2b. Hepatocyte, 5 weeks after amiodarone treatment. Lamellated bodies are noted ( 14,000).

Fig. 2¢. Kupffer cell, 5 weeks after amiodarone treatment. Lamellated bodies are noted (% 20,000},

Fig. 2d. Hepatocyte, & weeks after amiodarone treatment. Most lysosomal inclusions reveal ratherly well-lamellated
membranous structures. Golgi apparatuses are well developed (= 14,000).

Fig. 3a. Kupffer cell, 5 weeks after amiodarone treatment. Most lysosomal inclusions reveal ratherly welllamellated
membranous structures, Golgi apparatuses are well developed (X 20,000).

Fig. 3b. Kupffer cell, weeks after amiodarone treatment, lamellated membranous structures are focally loosed to
forming vacuoles ( x 6,000).

Fig. 4. Endometrial cell, 8 weeks after amiodarone treatment. Early staged lysional inclusions are scattered in the
cytoplasms (% 14,000}

Fig. 5. Bile duct epithelial cell, & weeks after amiodarone treatment. Early staged lysional inclusions are scattered
in the cytoplasms (= 14,000).

Fig. 6. Fibroblast, 8 weeks after amiodarone treatment. Early staged lysosomal inclusions are noted in the cytoplasm
(» 8,000
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