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Histopathological Studies on Effect of Dropwort
on Cadmium Poisoning in Mice

Jong-sik Jang
Department of Animal Science, Sangju National University, Sangju, 742-711, Korea

ABSTRACT : This study was undertaken to find out the effect of dropwort on histopatho-
logical changes of cadmium toxicity in mice. Thirty two mice of BALB/c strain were divided
into a control group (A) and three experimental groups (B, C, D). Each group was consisted
of four males and four females : group A received tap water and basal diet, group B received
tap water and diet supplemented with 100 mg/kg of cadmium, group C received dropwort
juice and diet supplemented with 100 mg/kg of cadmium, group D received dropwort juice
and basal diet. All mice were dissected on the 35th day. Pathological changes in liver, kidney,
spleen, heart, lung, stomach and muscle were observed. Group D showed no significant
change as the control group. But group B showed many cytoplasmic vacuoles and necrosis
of hepatocytes, glomerular swelling, and degeneration and necrosis of convoluted tubules in
kidney, marked congestion and hemorrhage, and a large number of variably sized alveolar
macrophages appearance in lung and swelling in some part of muscle fiber. On the other
hand, group C showed a little convalescent changes and maintained their normal architec-
tures in liver, kidney, lung and muscle.
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Fig 1. Liver of normal control mouse. Hepatic cell
cords and sinusoids show normal architecture. (H-E, X
400).

Fig 2. Liver of cadmium-treated mouse. Many cyto-
plasmic vacuoles developed. The identity of specific cells
is not clear. Note the loss of architecture and nuclear
debris in the lesion (H-E, X400).

Fig 3. Liver of cadmium and dropwort-treated mouse.
Hypodropic degeneration and cell necrosis of hepatocytes
are shown in mild degree than cadmium-treated mouse
and a large part of lobule is mostly in appearance (H-
E, X400).
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Fig 4. Kidney of normal control mouse. Renal corpus-
cles and tubules show normal architecture (H-E, X400).

Fig 5. Kidney of cadmium-treated mouse. Bowman's
space of renal corpuscle are obliterated due to glome-
rular swelling, and degeneration and necrosis of con-
voluted tubules are also present (H-E, X400).
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Fig 6. Kidney of cadmium and dropwort-treated mouse.
Renal corpuscles and tubules maintain normal architec-
ture and some renal tubules show degeneration in slight
degree (H-E, x400).

Fig 7. Lung of normal control mouse. Alveolus and
alveolar septum show normal architecture (H-E, X400).

Fig 8. Lung of cadmium-treated mouse. Note the
marked congestion and hemorrhage. There are a large

number of variably sized alveolar macrophage (H-E,
x400).



Fig 9. Lung of cadmium and dropwort-treated mouse.
Mild congestion and the wall of alveolus become
thickened but the alveolus are mostly normal in
appearance (H-E, X400).

Fig 10. Muscle of normal control mouse. The muscle
fibers show normal architecture (H-E, X400).
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Fig 11. Muscle of cadmium-treated mouse. Some part
of muscle fibers show swelling (H-E, X400).

Fig 12. Muscle of

cadmium
mouse. Compared it with cadmium-treated mouse, the
muscle fibers maintain mostly normal appearance (H-E,
X400).
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