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Table 1 Histopathology of acute liver diseases

Site of

. Liver cell Nodular Intrahepatic Inflammatory
. lesion . Shape of .
Disease . . degeneration Hemorrhage . liver cell thrombus cell
in hepatic . lesions . . . .
and necrosis regeneration formation  infiltration
lobule
eclampsia intermediate ++ ++ irregular not clear -~ +
and perilobular and
partially
zonal
fulminant panlobular +++++ +~+++  irregular +4+4+++ —~++ ++4
viral and partial
hepatitis
yellow intermediate +++ +~+++++ zonal not clear not clear ++
fever and periportal
(viral
hemorrahgic
fever)
aflatoxicosis centrilobular +++ —or + regular not clear - —or +

(—); negative~(+++++); strongest
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Figure 1 Eclampsia. Edema of liver tissue. Sinusoidal dilatation and
inflammatory exudate with Kupffer cell mobilization are seen. Liver
_cell cords are atrophic and show irregular structures and pleomorphism
~of liver cell nuclei. {(Case 6) (Hematoxylin and eosin stain. Original
- magnification; X 100)

Figure 2 Eclampisa. Sinusoidal dilatation and inflammatory exudate with
Kupffer cell mobilization are seen. Atrophic and irregular structures
with pleomorphism of liver cell nuclei are marked. Centrilobular areas
“(on right lower part) are intact. (Case 6) (Hematoxylin and eosin
stain. Original magnification; X100)
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Figure 3 Eclampsia. Complicated and irregular pattern of degenerative or
necrotic liver parenchyma in intermediate zones of hepatic lobules.
(Case 4) (Hematoxylin and eosin stain. Original magnification; X100)

Figure 4 Eclampsia. Degeneration and necrosis of liver cells are irregular and
zonal in intermediate zones of hepatic lobules. Inflammatory exudate is
rather sparse in periportal areas (on left side). {(Case 4) (Hematoxylin
and eosin stain. Original magnification; X 100)
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Figure 5 Eclampsia. Silver impregnation of liver parenchyma. Liver cell cords
in intermediate zone and periportal area {on left side) of hepatic lobule
are irregular and collapsed, while centrilobular area (on right side) is
intact. (Case 4) (Original magnification; X100)

Rt R 5 i 4 5 e o S =

Figure 6 Eclampsia. Lobular necrosis and degeneration of hepatic parenchyma.
(Case 5) (Hematoxylin and eosin stain. Original magnification; X 100)

2 -

Figure 7 Eclampsia. Higher magnification of the same case of Figure 6. Rela-
tively intact liver cells at the periphery portion of hepatic lobule are
observed.  (Case 5) (Hematoxylin and eosin stain. = Original
magnification; X400)
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Figure 8 Fulminant viral hepatitis. Irregular necrosis of liver parenchyma with

inflammatory exudate and regenerative nodular proliferation with scat-
tered bile stasis of liver cells are seen. In contrast to eclampsia, lobular
regenerative arrangements of liver cell cords surrounded by necrotic or

collapsed parenchyma are characteristic.

(Hematoxylin and eosin

stain. Original magnification; X 40)

Figure 9 Yellow fever, Zonal necrosis of hepatic parenchyma is seen in interme-
diate zones of hepatic lobules. Centrilobular areas are relatively intact.
Scattered acidophilic bodies of unicellular necrosis of liver cells are also

seen in inconspicuous sinusoids.
phonuclear leukocytes is relatively slight.

Inflammatory reaction of polymor-
(Hematoxylin and eosin

stain. Original magnification; X< 200)
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Figure 10 Aflatoxicosis. Centrilobular necrosis of liver cells showing clear zone
of hepatocellular parenchyma is prominent. Inflammatory exudate is
slight. (Hematoxylin and eosin stain. Original magnification; X40)
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Histopathological findings of tropical acute liver diseases such as eclampsia, fulminant
viral hepatitis, yellow fever, and aflatoxicosis are characteristic. In eclampsia, edema of liver
tissue, sinusoidal dilatation and inflammatory exudate with Kupffer cell mobilization were
seen. Liver cell cords were atrophic and showed irregular structures and pleomorphism of
liver cell nuclei. Complicated and irregular pattern of degenerative or necrotic liver paren-
chyma in intermediate and outer zones of hepatic lobules were observed, while centrilobular
areas were intact. Fulminant viral hepatitis showed irregular necrosis of liver parenchyma
with inflammatory exudate and periportal bile duct proliferation. In contrast to other three
diseases, lobular regenerative arrangements of remaining liver cell cords surrounded by
necrotic or collapsed parenchyma were distinctive feature. Yellow fever showed zonal
necrosis in intermediate zones of hepatic lobules. Centrilobular areas were relatively intact.
Scattered acidophilic bodies of unicellular necrosis of liver cell were also seen in inconspicu-
ous sinusoids. Inflammatory reaction of polymorphonuclear leukocytes was relatively slight.
In aflatoxicosis, centrilobular necrotic changes of liver cells were prominent. Inflammatory
exudate was slight. These results suggest that there are different kinds of etiological factors
and mechanism to cause characteristic histological features of acute liver lesions in the
tropics. Regenerative change is specific in viral hepatitis, while in other three diseases
parenchymal lesions are primary changes.
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