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ABSTRACT
This study aimed to identify clinical behavior and hormonal abnormalities in white mice .For this reason 4 groups of
mice (20 each group 10 males and 10 females), were slc injected daily with 0.15, 0.30, 0.45 mg / kg . b.wt, daily and
for 4 months the 4th group injected with sunflower oil (0.075 ml) as a control group at the end of experiment (120
days), blood samples were taken from all groups of mice and record all clinical signs. The results showed different
clinical signs and abnormal levels of progesterone, estradiol and testosterone in the 2nd and 3 rd groups of mice received
intermediate and toxic doses of progesterone.
KEYWORDS: clinical behavior and hormonal abnormalities following toxic doses of progesterone in white mice.

INTRODUCTION
Progesterone is a sex steroid hormone which conjugated
with a estrogen to regulate the function of the accessory
sex organs during an ovarian cycle[1]. It is secreted mainly
from the corpus luteum in the ovary and placenta[2], also
produced from cortex of the adrenal gland in both male
and female[3]. Small amounts of progesterone are also
produced in the testes and glial cells of the brain in both
sexes[4]. Progesterone receptors are located in the uterus
and mammary gland in female[5] these receptors are also
found in the testes and prostate in the male [6]. Because of
the importance of progesterone in the living body target
organs this study aimed at to identify the clinical behavior
and hormonal abnormalities of high doses of progesterone
for long time treatment in body organs.

0.30 mg, 0.45 mg kg. b.wt.) these 3 doses level were s/c
injected daily injection was made for 120 days for each
group of mice (Ist, 2nd, 3rd group) the 4th group was
injected s/c with 0.075 ml of sunflower oil as a control.
At the end of treatment period, all the animal were
sacrificed after withdrawing of blood and all clinical
signs were recorded through the period of treatment and
all the Hormonal assay done by[8].
RESULTS
Behavioral changes
The behavioral changes of the females were varied
among the three groups in the Ist group the animals
appeared normal - In the 2nd and 3rd groups the animals
appeared nervous and resist the injection in both males
and female, both animals showed nervous signs, fighted
each other, sometimes showed traumatic injuries in their
face and rotated around themselves , other signs in all
males and females in the 2nd and 3rd groups were
polydypsia, polyphagia and polyuria.
Hormonal Assay
Biochemical analysis showed suppression of estrogen and
testosterone and elevation of progesterone levels in all
groups (Fig -1).

MATERIALS & METHODS
In this study 80 white mice were used (40 males and 40
females), 3 weeks ages, 15 gm weight, the animals were
randomly divided into 4 groups (10 male and10 female )
each group, the male were separated from female in each
group.
Medroxy progesterone as synthetic progesterone (Intervet,
Holland) was diluted in sunflower oil [7] and serial dilution
was made. Three doses levels were prepared (0.15 mg,
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DISCUSSION
Behavioral modification
Most of the animals in the 2nd and 3rd group showed some
behavioral changes, polydypsia, polyuria, polyphagia,
these changes were accompanied subcutaneous edema
and adipose tissue.
These results agreed with those found by other
workers[9] on rats and human, these changes related with
synthetic progesterone induced polyphagia together with
subcutaneous adipose tissue deposition, other workers
reported that the prolonged treatment with progesterone
induced diabetic like signs associated with increased
level of sugar and reduced level of insulin in body[10]
and the combination of synthetic progesterone with
some receptors of aldosterone in the renal tubules leading
to many hundred times of sodium transport than in
normal state causing water retention and appearance of
subcutaneous edema[11].
Hormonal Assay
The results showed suppression of testosterone that
resulted from the effect of high level of progesterone
which cause suppression of GNRH (2.11) which released
from the hypothalamus and effect on pituitary gland to
release the FSH which is responsible for the activity of
sertoli cells and LH which enhance the secretion of
testosterone from leydig cells so exogenous progesterone
will cause suppression of FSH and LH together with
inhibition of spermatogenesis and antagonize the estrogen
and testosterone in the blood [12,13] .
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