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Abstract

Background: This study concerned with the effect of Trichomonas vaginalis parasite on the histology of Mice testis.
Objective: many histological changes in the mice testis infected with this parasite.

Design and Setting: 25 experimental mice were used (10) as a control group and (15) mice of one month age .The
parasite was taken from the vaginal swab of the female consult AL-Battol teaching hospital and after (15) days of
inoculation of the parasite in the mice the testis was taken which showed many histological changes while no such
changes in the testis of the control group.

Results: The testis of the second group showed the presence of the Trichomonas vaginalis together with intense
inflammatory cellular infiltration, edema and congestion of blood vessels. Cessation in the process of spermatogesis
with destruction of ledig cells.

Conclusion: All these changes indicated that the infection with the Trichomonas vaginalis parasite could affect all
organs in the body especially the male and female genital organs.

The aim: This study was to show the effect of Trichomonas vaginalis in Vivo infection on the genital tissue of mice

through histological section examinations
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Introduction

Trichomonas vaginalis_ parasite is one of prokaryot
flagellated parasites. It cause disease called Trichomaniasis , it
could result in acute or chronic infection , in the vulva it cause
vulvitits that lead to leucorrhoea which appear as yellowish
green mucopurulent discharge, that increases during the
menstruation , while the chronic infection is less occur and it
could result in dysmenorrheal (1, 2, 3).

The parasite present mainly in the genitourinary tract. The
infection in the male could be a symptomatic or it may infect
the urethra causing urerthritis, the male can be infected because
true infection was recorded through the work of others (4,5,6,
7.

The infection with this parasite is widely spread in the
world and WHO explain that half of sexually transmitted
disease is due to this parasite and it’s occurrence in the
united state of American is about 7.4 million cases in the
year.

The percentage of this infection is 4.7%-8.6% in the
female and 10%-30% in the male which are infected by
chronic parasites. In the Arabian countries among them
Irag, the percentage of the infection is 1-2 % (8, 9)

The testis is one of the important organs in male genital
organ which is liable to the invasion by this parasite.
Normally the testis composed of seminiferous tubules
between the interstitial spaces containing blood vessels,
lymphatic and ledig cells which are important source for
testosterone. The seminiferous tubules consist of central
lumen and basement membrane, on the basement
membrane rest the sperm forming cells and sertoli cells

3).

Material & Methods

The parasite was taken from the vaginal swab in the
female consult AL-Battol teaching hospital 10 vaginal
swab contain the parasite were culture in the specific
media for this parasite Trichomonas media Oxoid
(CM1161), Trichomonas vaginalis in logarithmic phase
used by hemocytmeter slide with (10)’ / parasite/ cm®
concentration 25 experimental mice were used 10 a
control and 15 mice of one month age and about 25-30g
in weight and injection of the parasite intraperitonally in
these mice and after 15 days , these mice were sacrified
and testis was taken from them (12, 13).

In the male the urethra and the prostate are the most
common site for this parasite in addition to the testis and
epididymus. The male carry the disease as a symptomatic
but some time urethritis with discharge and dysuria (14,
15, 16, 17).

The testis were put in 10% normal buffer formalin,

histological section were done according to that
mentioned by (18).

The Results

There is variable response to the presence of

Trichomonas vaginalis parasite in the testis form one
semineferous tubules to the other but in general all they
show many changes. Normally the somniferous tubules
consist of central lumen and on the basement membrane
there are sperm forming cells and the sertoli cells can be
seen (Figl) .
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Fig.1-Normal mice testes showing normal semineferous tubule includes all the stages of development of sperms.
(H&E 400X).

Thickening of the basement membrane of semniferous tubules (Fig 2). with inflammatory cells infiltration (Fig 3).

N

Fig. 2- Mice testes infected with Trichomonus vaginalis parasite showing thickening in the basement membrane
of semineferous tubule (arrow). (H&E 400X).

Fig. 3- Mice testes infected with Trichomonus vaginalis parasite showin‘g irﬁlarﬁmatory cell infiltration in the
interstitial space of semineferous tubule (arrow), (H&E 400X). and edoma in the interstial spaces (Fig 4)
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Fig.4- Mice testes infected with Trichomonus vaginalis parasite showing edema of the interstitial space of the
semineferous tubule (arrow),(H&E 400X).
The presence of the parasite invade the seminiferous tubules (Fig 5 and 6) .

\

Fig.5-Mice testes infected with Trichomonus vaginalis parasite showing the parasite in the interstitial space
(arrows),(H&E400X).

Fig.6-Mice testes infected with Trichomonus vaginalis parasite showing congestion of the blood vessels with the
presence of the parasite (arrow) in the interstitial space of the semineferous tubule.(H&E 400X).
Also decrease in the number of ledig cells when compare spermatogonia primary spermatocyte can be seen but the
with the control group on the basement membrane the spermtid and spermatozoa are not present .( Fig 7).
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Fig.7- Mice testes infected with Trichomonus vaginalis parasite showing destruction of Ledig cells in the
interstitial space of the semineferous tubue (arrow), with cessation of spermatogenesis (arrow head),(H&E
400X).

Discussion

There are many histological changes in the testis caused
by this parasite (17).

In acute infection with Trichomonas vaginalis parasite in
mice mortality , mortality can result either from parasite
number or due to excessive immunoloical response
against the infection (19).

The parasite present mainly in the genital organs of male
and female, but this not present that this parasite can be
disseminated via the blood circulation to reach the lever
and spleen and this is according to Ph.D study of Dr.
Wahda Abdul Razik Kharofa (20).

In the present study many histological changes were
observed in the mice testis infected with Trichomonas
vaginalis parasite compared with the control group.

The presence of parasite in the semniferous tubules and
within the interstial spaces indicated that the testis is one
of the important genital organs involved and affected
during the parasitemia development of the parasite (1).
Ledig cells are important in the production of
testosterone hormone and it is  active metabolic cells
and when such parasite invade the ledig cells cause
disturbances in its metabolic activity which may lead to
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