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Ameliorating Activity of Aspalactone on Cisplatin
Induced Nephrotoxicity
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Department of Hygienic chemistry, college of Pharmacy, Kyung Hee University
ABSTRACT

Cisplatin is an inorganic complex formed by a central atom of platinum surrounded by
chlorine and ammonia atoms in the cis position in the horizontal plane. Cisplatin is one of
the most effective anticancer drug, widely used against various tumor such as testicular
tumor, brain tumor, ovary tumor, bladder carcinoma, colon cancer etc. However its
clinical use has been limited by nephrotoxicity, ototoxicity, gastrointestinal disturbances,
myeloscrppression and allergic reactions. In these toxicities, dose related and cumulative
nephrotoxicity is the major dose limit factor. So, to evaluate the protective effect of
aspalactone on cisplatin nephrotoxicity in rats, both compounds were given intraperi-
toneally. Protective effects of aspalactone against nephrotoxicity of cisplatin were observed
when aspalactone was administered to rats lhr beforecisplatin injection. Hepatotoxicity
induced by combination treatment of cisplatin and aspalactone was not observed. The
present results indicate that aspalactone may provide protection against cisplatin
nephrotoxicity, when it is given lhr before cisplatin injection.
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Fig. 1. Inhibitory effect of aspalactone on nephroto-
xicity of cisplatin,

Data are given as means+SD (n=5)

NOR: Normal CIS: cisplatin alone

A: Cisplatin : Aspalactone=1: 1 (molar ratio)
B: Cisplatin : Aspalactone=1:5 (molar ratio)
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Fig. 2. Inhibitory effect of aspalactone on nephroto-
xicity of cisplatin.

Data are given as means=+SD (n=5)

NOR: Normal CIS: cisplatin alone

A: Cisplatin : Aspalactone=1: 1 (molar ratio)
B: Cisplatin : Aspalactone=1: 5 (molar ratio)
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Fig. 3. Inhibitory effect of aspalactone on hepatoto-
xicity of cisplatin.

Data are given as means+SD (n=5)

NOR: Normal CIS: cisplatin alone

A: Cisplatin : Aspalactone=1: 1 (molar ratio)
B: Cisplatin : Aspalactone=1:5 (molar ratio)
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Fig. 4. Inhibitory effect of aspalactone on nephroto-
xicity of cisplatin.
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Data are given as means=+SD (n=5)

NOR: Normal CIS: cisplatin alone Aspa: aspalactone
A: Cisplatin : Aspalactone=1:1 (molar ratio)

B: Cisplatin : Aspalactone=1:5 (molar ratio)
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g. 5. Inhibitory effect of aspalactone on nephroto-
xicity of cisplatin.
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Data are given as means+SD (n=5)

NOR: Normal CIS: cisplatin alone Aspa: aspalactone
A: Cisplatin : Aspalactone=1: 1 (molar ratio)

B: Cisplatin : Aspalactone=1:5 (molar ratio)
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Fig. 6. Inhibitory effect of aspalactone on hepatoto-
xicity of cisplatin.
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Data are given as means+SD (n=5)

NOR: Normal CIS: cisplatin alone Aspa: aspalactone
A Cisplatin : Aspalactone=1: 1 (molar ratio)

B: Cisplatin : Aspalactone=1:5 (molar ratio)
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Fig. 7. Inhibitory effect of aspalactone on nephroto-
xicity of cisplatin.
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Data are given as means+SD (n=5)
NOR: Normal CIS: cisplatin alone Aspa: aspalactone
Cisplatin : Aspalactone=1: 5 (molar ratio)
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Fig. 8. Inhibitory effect of aspalactone on nephroto-
xicity of cisplatin.
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Data are given as means*SD (n=5)
NOR: Normal CIS: cisplatin alone Aspa: aspalactone
Cisplatin : Aspalactone=1:5 (molar ratio)
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Fig. 9. Inhibitory effect of aspalactone on hepatoto-
xicity of cisplatin.
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Data are given as means+SD (n=5)
NOR: Normal CIS: cisplatin alone Aspa: aspalactone
Cisplatin : Aspalactone=1:5 (molar ratio)
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