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Changes of Heavy Metal Concentration in Rat’s Tissues
and Urine after Cd-administration
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Abstract — This study was conducted to investigate on the changes of copper and zinc concentration in
rat’s tissues and urine after cadmium administration with atomic absorption spectrophotometric
method. It is found that cadmium appeared to cause a change in the behavior of copper and zinc in
vivo system even during 1 month after cadmium treatment.
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Fig. 1— Amount of Cu®" in rat liver after treatment by
various metals. Data represent mean+sem, n=
5. % p<0.05, **: p<0.01.
Hevy metal was administrated intraperi-
toneally once a day for three consecutive days
and rats were sacrificed 24 hrs. later, Cu®' of
rat liver homogenized with PBS(pH 7.0) was

control

measured by atomic absorption spec-
trophotometer.
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Fig. 2— Amount of Cu” in rat kidney after treatment by

various metals. Data represent mean®sem, n=t,
*: p<0.05, **: p<0.025.
Heavy metal was administrated intra-
peritoneally once a day for three consecutive
days and rats were sacrificed 24 hrs. later. Cu**
of rat kidney homogenized with PBS(pH 7.0)
was measured by atomic absorption spec-
trophotometer.
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Fig. 3— Amount of Zn®" in rat liver after treatment by
various metals. Data represent mean+sem, n=>5,
* p<0.1.
Heavy metal was administrated intraperitoneally
once a day for three consecutive days and rats
were sacrificed 24hrs. later. Zn®" of rat liver
homogenized with PBS(pH 7.0) was measured
by atomic absorption spectropyhotometer.

comrol Zn Cu Cd ZmCdCu+Cd
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Fig. 4— Amount of Zn** in rat kidney after treatment

by various metals. Data represent mean+tsem,
n=>5"* p<0.01.
Heavy metal was administrated intra-
peritoneally once a day for three consecutive
days and rats were sacrificed 24 hrs. later. >
of rat kidney homogenized with PBS(pH 7.0)
was measured by atomic absorption spec-
trophotometer.
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Fig. 5— Change of Zn** in urine of rats during 1 month
after Cd** treatment.
Cd* was administered intrperitreally once a
day for three consecutive days and urine sam-
ples after last administration were collected
every 3 or 5 days during 1month. Zn*" of
urine was measured by atomic absorption spec-
trophotometer.
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Fig. 6 — Change of Cu’ in uringe of rats during 1

month after C4** treatment.

Cd*" was administered intraperitreally once a

day for three consecutive days and urine sam-

ples after last administration were collected

every 3 or 5 days during 1month. Cu® of

urine was measured by atomic absorption spec—

trophotometer.
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