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Summary
In present experiment , study was done on the pathological and residual effect
of malathion in mice 50 white mice randomly divided into 3 group : 1% group
including (20)mice was given single oral dose .1.5 ppm in drinking water 2"
group contain (20) mice given single dose 1.5 ppm malathion orally in drinking
water and repeated the same dose at 2" and 3" week i.e (three repeated doses),
the 3" group (10) mice act as control group .The long of experiment was 60
days , the following parameter were done .
1- Clinical Signs: treated group 1% and 2" groups showed nausea and
diarrhea
2- Pathological changes : 1% and 2" group showed lesion which were
more significant in 2" group .Pathological changes characterized by
neuron necrosis , Brain odema , and mononuclear cell present with
spinal cord damage .
3- Residual investigation: which were more significant in 2™ group at 60
days of treatment, the Malathion residual reach 0.90 ppm in brain and
spinal cord.
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Introduction

Malathion is organophosphrous pesticides which cause an irreversible
inhibition of acetyl cholinesterase (1).
Malathion can actually breakdown into compound which are more poisonous
than the malathion itself(2).it was found that repeated exposure to
lower doses can insidious cumulative toxicity (3).

The toxicity of malathion due to it's oxidation to
malaoxon which is 1000 times more active than malathion and act as
an anti cholinesterase (4).
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It had been found that the malathion in highest concentration in
adipose tissue(7.6ppm),in kidney (106 ppm)nerve cord and brain after
topical application in mice (5).Malathion cause neuron damage
characterized by necrosis , odema and vacculation of neurons(7).

The oral LD 5y value for mice range from 0.8-4.5 ppm (10)showed
clinical poisoning in injected mice with malathion mostly muscular
weakness , salivation and coma , its found that malathion is neurotoxic
action may be cause prostration and death(6).

Materials and Methods
Animal groups: 50 white male mice were used weighting (150-175 gm ) :
randomly were divided into 3 groups : The 1% group contain (20) mice were
given a single oral dose of 1.5 ppm malathion in drinking water , the 2"
group(20) mice was given 1.5 ppm malathion in drinking water at 1% , 2" and
3 weeks i.e. three repeated doses , the 3™ group (10 mice ) were used as control

group.

Results

1. Clinical Signs :- treated mice 1% and 2" groups showed during
experimental period symptoms of poisoning include loss of appetite ,
nausea and diarrhea and its very strong in 2™ group , (9 ) found oral LDs,
value for mice rang from ( 0.8 — 4.5 ppm) .( 10 ) showed clinical
poisoning in injected mice with Malathion mostly muscular weakness ,
salivation and Coma .and death (6)

2. Residual investigation :- table ( 1 ) showed Malathion residues in brain
and spinal cord tissue at 30 and 60 days after treated mice .

Days 1 group 2" group Control
30 0.02 ppm 0.05 ppm 0
60 0.01 ppm 0.90 ppm 0

In 2™ group the residue is highest at 60 of treatment than 30 days and than
the 1% group . the never cord and brain contained the greatest concentration
of Malathion .

3. Pathological changes :- The brain and spinal cord of 1% and 2™ group

showed at the end of experiment pathological changes which were move
significant in 2" group the brain neuron vasculated and Pyknotic , some
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neurons suffer from necrosis figure ( 1 ) cuffing lymphocyte presented a
round blood vessels figure ( 2 ) . Clotted of blood vessels and brain odema
lymphocytes and mononuclear cells present in spinal cord with areas of
necrosis and mostly damage of spinal cord figure (3) .

Figure ( 1):Brain of Mice , 2™ group see:(a) Neuron necrosis (b ) Cuffing
lymphocytes ( X40 H& E stain )
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Figure ( 3 ):Brain of Mice , 2" group see:(a) Monouclear cell in spinal cord
and (b ) Necrosis ( X 40 H& E stain)
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Discussion

The present of greatest concentration of malathion in never cord and brain is due
to accumulative of malathion about 18% of (14) . C. malathion label partitioned
in to the tissuo aqueous phase up to 24 hrs after topical application (6) .The
clinical signs of poisoning which occur in injected mice with malathion due to
neurotoxic action of malathion which cause prostration and death (6) .
Malathion is cholinesterase inhibitor pesticides which allows to depression of
cells necrosis (11). So the pathological changes in 2™ group indicated that
malathion residues in never tissue have danger effect than single dose.
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