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Fig. 1. Effect of cadmium on K concentration
in plasma of rats.
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Fig. 2. Effect of cadmium on Ca concentration
in plasma of rats.

Ftefo] EAT = A A} FtoE
ge] ZFrlo) whe} K+ "“E—{— =
A4slgderl B3-S FAFHG
vEelytcl.  Frieberg 5 [16]°]
d-Ca**9] ZAgzgol Qoky Hng uhet 3F
| 55 Adeld 7l=ge EA4L Ca» %

a -
= A A

O

[+

350}
_ 3004
q
2. 250
g
g
« 200'
B
o]
&)
150
100 y Y - :
0 1 3 5
Hour

# Metallothioneing] £ &3} 13

o Wl 24

4 wolt ¢

1

ol
rir
ol
o
o

52
+

2. Fl=E0l &%t 8F GoTe GPTE #
Mz 85

Aege Bz VR F
% GOT$ GPTY BA=

Fig. 33 23t

3mg/kg®] Cdclza 4 Fodg ¥ A=
< A9 =E A¥TY GOTS GPTRAE
o %4 Ade A7k Aol e szl
a3 fof skl Sobskct

22ivh 10uMe] FhEF Fodgef 19 o] Fel
£ GOT% GPT #4e] ¥5Heoz zidhe
HA4g vebo] 39 Fole A2TAR 353

2% A7% vehi
o9} Ze ABNzRE Fold HEFe) 7
gol vlAE HEe ¥4 4R AE

4 A3
3hw Azl Aol Wel ASslde] BT

1204

100~

80

60

GPT activity (Unit/L)

40+

1 3 5
Hour

o4

Fig. 3. Effects of cadmium on GOT and GPT activity in plasma of rats.
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Table |. Effect of selenium on c-AMP concentration in plasma of rats after CdCl. ingestion in
drinking water.
c-AMP Concentration (fmol/tube)
Group No.of animal
1 day 2 day 3 day
CdCl, n=4 33.8%18.1 9.8+1.0 11.8x+1.1
(10mg/kg)
CdCl,+ Na,SeO; n=4 20.1+ 8.1 9.5%£0.9 11.2+1.3
(10mg/kg +5mg/kg)
CdACl.+Na,Se0, n=4 8.7+ 0.8 12.8%£4.2 11.8+1.6

(10mg/kg+10mg/kg)
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Effects of Selenium and Metallothionein on the
Toxicity of Cadmium in Rats

Yong-Wun Ryu and Kee—Ho Lee

Korea Cancer Center Hospital, KAERI

ABSTRACT

To find out an effective way of treating the toxicity of cadmium, concentrations
of K*, Ca** and ¢c-AMP, and activities of GOT and GPT in blood of rats were
determined at definite time intervals after administration of cadmium to rats.

Cadmium caused more decrease of Ca?* concentration than K* concentration but
increases of GOT and GPT activities and of ¢c-AMP concentrations. The decreased
concentration of Ca?* was not recovered by selenium or metallothionein. However,
the increased activities of GOT and GPT, and the c-AMP concentration were down
regulated remarkably by selenium but not by metallothionein.

These results suggested that selenium might have the compensate -effects
concerning toxic index against cadmium such as increases of GOT and GPT
activities, and of c-AMP concentration.
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