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Abstract

The present experiment was intended to determine the effect of pollen load on chloroform-
induced hepatic and renal damage in albino rats. The subjects were administered with the
graded concentration of chloroform and an additional amount of pollen load to some groups,
and the result of which was:

1. Fatty changes and necrosis in liver and kidneys of the experimental group became more
severe according to the chloroform concentration.

2. The tissue damage decreased in the pollen-treated groups. But the higher the concentra-

tion of chloroform administered with pollen is, the less the damaged tissue is rehabilitated,
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Table 1. The administration formula by the stomach tube feeding method to
rats for 7 days (1n£/100g of body weight/day)

Groups Chloroform Pollen* 209% Sucrose
Control 0 0 1.0
1(0.1% chloroform) 1.0 0 0
T (0.5% chloroform) 1.0 0 0
M (1.0% chloroform) 1.0 0 0
I -P(0.1% chloroform+pollen) 1.0 1.0 0
I -P(0.5% chloroform+ pollen) 1.0 1.0 0
M -P(1.0% chloroform+pollen) 1.0 1.0 0

* 200mg pollen/Ime.
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Fig. 1. Liver of control rat. Central vein
(CV), Portal tract(PT), Hematoxylin-
eosin stain, 200X.
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Fig. 2. Liver of rat administered 0.1%
chloroform for 7 days. The hepatic lobules
show mild disarray and enlargement of
hepatocytes with mild kupffer cell hyper-
plasia. Central vein(CV) and portal tract
(PT) are unremarkable. H-E stain, 200X%.

Fig. 3. Liver of rat administered 0.1%
cfloroform with pollen for 7 days. The
hepatic lobules are similar to those of control
rat. Central vein(CV), Portal tract(PT), H-
E stain, 200%.
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Fig. 4. Liver of rat administered 1.0%
chloroform for 7 days. Cytoplasmic va-
cuolization of hehatocytes showing mas-
sive character of necrosis. Centrilobular
necrosis(CV) is more severe than portal tract

(PT). H-E stain, 200X.

Fig. 5. Liver of rat administered 0.5%
chloroform with pollen for 7 days. Slight
disarray of hepatocytes and kupffer cell
hyperplasia are present. Slight centrilobular
necrosis (CV) is still present. H-E stain,
200,

Fig. 6. Kidney of rat administered control
diets for 7 days. H-E stain, 200X.
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Fig. 7. Kidney of rat adminisiered 0.1%
chloroform for 7days. Note the focal va-
cuolization of proximal tubular cells. De-
struction of tubular cells and focal loss
of microvilli are also present. A glome-
rulus is microscopically normal. H-E stain,
400X.

Fig. 8. Kidney of rat administered 0.1%
chloroform with pollen for 7 days. Tubular
epithelial cells show unremarkable chan-
ges. But microvilli are focally destructed.
H-E stain, 400X%.
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Fig. 9. Kidney of rat administered 1.0%
chloroform for 7days. Marked destruction
and fatty changes of proximal and distal
convoluted tubular cells are present. A
glomerulus discloses edematous interstitium.
H-E stain, 400X%.
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Fig. 10. Kidney of rat administered 1.0%
chloroform with pollen for 7 days. Des-
truction and fatty changes of proximal
convoluted tubular epithelial cells are pre-
sent. But the amount of necrosis is dimini-
shed than in Fig. 6. H-E stain, 400X.
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