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ABSTRACT

The effects of bis (5-amino-ethyl-oxo0) oxalate and bis (e-amino-methyl-oxo) oxalate
on the toxicity of lead acetate in rast were examined.

Rats were given intraperitoneally at the dose of lead acetate 45 mg/kg.

The exposure of lead acetate showed the 70% decrease of ALAD (§-amino levulinic
acid dehydratase) activity in red blood cell.

In vivo 122 mg/kg administration of bis (#-amino-ethyl-oxo) oxalate and bis (a-
amino-methyl-oxo) oxalate showed the 50% increase of ALAD activity, whereas 149
mg/kg administeration of Ca-EDTA had no effect.

In vitro, the same results were obtained.

Both compounds had hemolytic activity at concentrations higher than that required
for showing the 50% ALAD activity increase in vivo.
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Fig. 1. Hemolytic activities of bis (3-amino-ethyl-oxo)
oxalate and bis (¢-amino-methyl-oxo) oxalate
in vitro
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Fig. 2. Effects of chelating 'agents in lead poisoned
rats in vitro.
O Ala-oxa Bis (g-amino-ethyl-oxo) oxalate
A Gly-oxa Bis (¢-amino-methyl-oxo) oxalate
C Ca-EDTA
Rat RBC; 10? cells/ml
ALAD activity of each case
ALAD activity of control
Significant different from control p<0.05
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Table 1. Effects of chelating agents in lead poisoned

rats in vivo. n=4

Day . 9 g 9 .
Treat 1 day 2 days 12 days
Control 94.5£9.0 94.54+9.0 | 95.3£5.5
Pb(Ac). 31.0+12.4 | 29.0+£4.9 | 40,0120
Pb(Ac), 25 0438 | 37.0+42.9 | 58.045.8
Compound I
Pb(Ac) - .
Compoimd I 18.4+5.3 41.0+4 4 76.8+21.1
Pb(Ac) y -
EDTAZ 19.0+4.5 41.0£5.8 | 43.0£12.3

The rats were injected i.p with Pb(Ac), (45 mg/kg)
After 1 day, ALAD activity was measured and saline
or chelating agents (122 mg/kg) were injected
intravenously.
ALAD activity of each case

ALAD activity of control
Significant different from control p<0.05
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