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Abstract. Toxocara cati (T. cati) and Toxocara canis (T. canis), roundworms of cats and
dogs, are zoonotic parasites that cause visceral and ocular larval migrans in human beings.
Humans and other paratenic hosts are infected by ingesting the infective Toxocara eggs from
contaminated soil, unwashed hands, contaminated raw vegetables or ingestion of under-cooked
organs and muscle tissues of infected paratenic hosts such as chickens, cattle and sheep. It
has been shown that the seroprevalence of toxocariasis in the rural and urban children of
southern Iran is high and more than 50% of cats of this area are also infected with T. cati. It
is stated that consumption of raw chicken meat resulted in visceral toxocariasis. It is possible
that poultry reared outdoors and feeding in open range system, gain Toxocara eggs from soil
and or by eating infected earthworms as paratenic host. The aim of the present study was to
investigate the effects of albendazole and febendazole in experimentally infected chickens
with eggs of T. cati by histopathological and digestive methods. Pathologic lesions were
observed only in the untreated group and larvae were detected in brain of 3 chickens of this
group by squash method. No larva was observed at histopathological level in liver, lungs, brain,
cardiac and skeletal muscles and other examined organs of either treated or untreated animals.
No lesion was seen in other tissues of the infected untreated chickens. Treatment resulted in
disappearance of the larvae and disappearance of the gross and histopathologic abnormalities
from their organs. No detectable difference was observed in chemosusceptibility of the two
drugs.

INTRODUCTION

Toxocara cati and Toxocara canis are
cosmopolitan zoonotic nematodes of the
family Ascaridae, whose adult forms
inhabit the proximal small intestine of
their mammalian definitive hosts of
canides and felids (Sadjjadi et al., 2001;
Mehrabani et al., 2002). They have a wide
range of paratenic hosts, including birds,
rodents, human beings and other
mammals. Human beings are infected by
ingesting the infective Toxocara eggs from
contaminated soil, unwashed hands,
contaminated raw vegetables and fruits
(Glickman & Schantz, 1981; Glickman &

Shofer, 1987), or ingestion of under-cooked
organs and muscle tissues of infected
paratenic hosts such as chicken, cattle and
sheep (Ito et al., 1986; Nagakura et al.,
1989; Salem & Schantz, 1992; Aragane et

al., 1999). While the prevalence rate of
infection of dogs of Shiraz area, southern
Iran, with T. canis was reported to be
1.95% (Mehrabani et al., 2002), the
prevalence of T. cati in stray cats of this
area was estimated to be 52.8% and it
seems that T. cati plays a more important
role in infecting human beings than T.

canis in this area. Seroprevalence rates of
toxocariasis in urban and rural children of
southern Iran are reported to be 30.15%
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and 20.2%, respectively (Sadjjadi et al.,
2000). Gethings et al. (1987) described
prevalence of T. cati as high as 63% in cats
of Bristol area in United Kingdom and
similarly Dubinský et al. (1995) found that
the prevalence rate of T. cati in cats to be
about 60-70% in cities, in the rural and
mountainous areas of Slovakia. Compared
to T. cati most of the previous experi-
mental studies were conducted on the T.

canis migration pattern. However, the
presence of T. cati larvae in the tissues of
mice, sheep and chicken, have been
reported earlier (Mossalam et al., 1971;
Taira et al., 2003, 2004; Azizi et al., 2007).
There is only little information about the
migration pattern and the consequences of
this infection for the paratenic host when
compared to T. canis larval migration.
Those very rare studies conducted
previously using chickens as experimental
models showed that chicken can be a
paratenic host for T. cati since its larval
forms was found in various organs of these
hosts and consumption of infected meat of
such hosts presumably spreads the disease
among human beings as paratenic hosts
and cats as final hosts (Taira et al., 2004;
Azizi et al., 2007). It is possible that
poultries reared outside and feed in free
system, gain T. cati eggs from soil and, or
by eating infected earthworms (Pahari &
Sasmal, 1991).

To date, there is no experimental
evidence from pharmacological studies
in chickens and human beings about
susceptibility of T. cati larvae to
benzimidazole carbamates as the most
effective anti-toxocaral drug. However,
among benzimidazole carbamates, the
effects of albendazole (ABZ), fenbendazole
(FBZ) and mebendazole (MBZ) on T. canis

larval recovery are the most extensively
studied (Nicholas & Stewart 1979; Abo-
Shehada  & Herbert, 1984). The references
concerning the successful medication of
human visceral larval migrans (VLM) are
contradictory. In order to decrease clinical
symptoms in human toxocariasis,
corticosteroids are generally used.
Majority of the experiences concerning the
effectiveness of various anthelminthics are

published following the treatment of
experimental animals, in particular mice
infected with T. canis, shortly after
infection (acute phase). Those very few
studies that are conducted to clarify
the chemosusceptibility of Toxocara

larvae in chronic phase of infection in
paratenic host are performed on T. canis

(Fok & Kassai 1998) and there are no
investigations showing the effect of
benzimidazoles in the chronic stage of T.

cati infection. There is also no report as
yet to show the effect of benzimidazoles
on T. cati larvae either in acute or chronic
phase in chicken as a paratenic host.
Chemosusceptibility of Toxocara larvae
may be different during their parasitism of
the paratenic host. The present experiment
was designed to get further information on
the histopathological changes and larval
distribution pattern of T. cati and to
investigate the effects of benzimidazoles
on the chronic stage of infection in
chickens.

MATERIALS AND METHODS

Recovery of embryonated eggs from

infected cats

Stray cats were captured with a cage from
different areas of Shiraz city in Fars
Province, southern Iran and were
autopsied after they were euthanized by
standard methods of Iranian Veterinary
Organization Rule at the autopsy room of
the Pathology Department of Shiraz
Veterinary School for collecting T. cati

from their small intestines. Eggs of T. cati

were collected by dissecting the adult
female worms. The eggs were then
transferred into 2% neutral formalin saline
and kept at 27ºC for 2-4 months until they
were embryonated (Zibaei et al., 2007).

Inoculation of T. cati eggs to chickens

The T. cati eggs were washed three times
with normal saline before inoculation. 0.5
ml normal saline was added to each 1000
embryonated eggs. Before inoculation of
the embryonated eggs, the chickens were
checked to be free of any parasitic or
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microbial infections. Thirty,  four day old
chicks were randomly divided to 3 equal
groups (A, B, C), each group having 10
chickens, with each chick  infected orally
with 1000 embryonated eggs of T. cati.
Another 5 chickens of the control group
(Group D) received no egg and were
left untreated during the course of
experiment. Subsequently, 123 days after
eggs inoculation, treatment was started
and continued for 30 days before the
chickens were sacrificed. Groups A and B
were treated daily for 30 days with
albendazole and fenbendazole respectively
at 1.6 g kg-1 and 6 g kg-1 food. Group C were
inoculated only with embryonated eggs
and received no treatment. The chickens
of group D (n=5) did not receive T. cati

eggs or treatment.
Each chicken of the experimental

and control groups was housed
individually in a clean cage with nipple
drinker throughout the experiment. The
chickens were free of any clinical
symptoms during the course of this study.
Each chicken of the experimental group
was inoculated, using plastic pipette with
1000 embryonated T. cati eggs. After
inoculation, all experimental and control
chickens were kept under standard
temperature, food and water. At the end
of the experiment the chickens were
euthanized humanely 3 days after finishing
treatment by standard methods of Iranian
Veterinary Organization Rule.

Gross pathology and histopathology

The lungs, liver, brain, kidneys, spleen,
heart and skeletal muscles from the
infected and control groups were grossly
inspected. Then, 1x1x1 cm samples of
these organs were fixed in 10% neutral
buffered formalin, dehydrated with graded
ethanol and embedded in paraffin. Tissue
sections of 5 µm in thickness were stained
with haematoxylin and eosin and studied
with a light microscope.

Digestive method for recovery of T.

cati larvae

The liver, lungs, kidneys, spleen, striated
muscles of limbs, chest and intercostal

areas of infected and non-infected
chickens were finely minced; then were
added to a solution containing 0.5% pepsin
(1:10000), 0.7% HCl (37%) in distilled water
and were incubated at 37ºC for 18 hrs with
constant stirring (Bardón et al., 1994).
After incubation, the digests were filtered
through a system of sieves with numbers
70, 200, 400 and 500. The sedimental
liquids then were centrifuged for 2 min at
1,500 rpm. The sediments were then
collected, transferred to a Petri dish, and
viewed under a stereoscopic microscope
(Wang et al., 1983; Taira et al., 2004)
Squash method was used for brain using
fresh unstained samples.

RESULTS

Larval recovery results

Larvae were recovered only from the brain
of three of the untreated chickens (group
C) by squash method. No larvae were
recovered from other organs of the treated
chickens (Groups A, B), untreated (Group
C) and uninfected–untreated (Group D)
chickens.

Pathologic findings

Remarkable pathologic lesions were
observed in the parenchyma of liver and
lungs of the untreated chickens. At
macroscopic level the liver showed fine
white multifocal nodules and hemorrhagic
tracts at the surface and depth of the
parenchyma (Fig. 1). At histopathologic
level, large necrotic areas and hemorrhagic
foci (Figs. 2 and 3) that in some cases were
surrounded by fibrous connective tissue
were evident in the liver parenchyma.
Other lesions in the liver included chronic
portal hepatitis with infiltration of
lymphocytes, plasma cells and a few
eosinophils. Many lymphocytes and plasma
cells and fewer eosinophils were also
infiltrated around vessels and produced
conspicuous perivasculitis.

In the lungs, lesions were observed
mostly at histopathologic level. Chronic
peribronchiolitis with infiltration of
lymphocytes and hyperplasia of



33

Figure 2. Liver parenchyma of an untreated chicken received 3000
embryonated eggs. The parenchyma of the liver is destructed due
to recent larval migrance. Severe haemorrhages and necrosis is seen
in this section (H and E, x85).

Figure 1. Hemorrhages and necrosis of the liver parenchyma in an
untreated infected chicken with 1000 T. cati eggs.

bronchiolar associated lymphatic tissues
(BALT) and goblet cells were evident in
the lungs of the infected untreated
chickens. Alveolitis with diffuse infiltration

of eosinophils were also seen in these
chickens. Interstitial pneumonia with
infiltration of lymphocytes, plasma cells
and a few eosinophils in the lungs
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Figure 3. Severe linear hemorrhages and necrosis in the
parenchyma of an untreated chicken infected with 1000
embryonated eggs of T. cati (H and E, x85).

Figure 4. Chronic myocarditis in an untreated chicken infected with
1000 embryonated eggs of T. cati. The inflammatory cells infiltrated
between muscle fibers are mostly lymphocytes and plasma cells
with few macrophages and eosinophils H and E, x85).

parenchyma was another criterion in
most infected untreated chickens. Mild
hemorrhages and infiltration of
lymphocytes and a few eosinophils were

observed in the meninges especially over
the cerebellum of the infected untreated
animals. Mild hemorrhages were also seen
around some of the vessels in the cerebral
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parenchyma of most of the infected
chickens of this group. Mild focal
infiltration of lymphocytes was present
between cardiac muscle fibers of the
infected untreated chickens (Fig. 4). No
larva was observed at histopathological
level in liver, lungs, brain, cardiac and
skeletal muscles and other examined
organs of either treated or untreated
animals. No lesion was seen in other
tissues of the infected untreated chickens.

Two chickens of Group A and one
chicken of Group B showed a small
increase in the fibrous connective tissue
around the sinusoids and periportal areas
of the livers. There was mild interstitial
pneumonia with increase of collagen fibers
in the septum of the alveoli of one chicken
of each treated group (Groups A and B),
but no other gross or histopathologic
lesion was present in these animals. No
abnormality was observed at gross and
histopathological level in the liver, lungs,
kidneys, heart, brain and other examined
tissues of the uninfected-untreated control
animals (Group D).

DISCUSSION

The embryonated eggs of Toxocara are
infective for different paratenic hosts
including invertebrate, rodents, birds and
human beings. It is showed that in the
paratenic host the larvae of Toxocara will
not develop but migrate through the
viscera and survive for a long time
(Tsvetaeva et al., 1979; Maruyama et al.,
1994; Azizi et al., 2007).  Human infection
can occur as a result of ingesting
embryonated eggs from the environment
such as contaminated vegetables and
fruits (Dubinský et al., 1995; Magnaval et

al., 2001; Talvik et al., 2006). The
possibility of ingestion of larvae within
small paratenic hosts, such as beetles, or
in uncooked meat, cannot be excluded
(Fisher, 2003). Toxocariasis causes two
important syndromes of Visceral larval
migrance (VLM) and Ocular larval
migrance (OLM) in human.

The diagnosis of the early stage of
toxocariasis in infected human beings is
not feasible and majority of the cases are
recognized when patients show clinical
symptoms during the chronic stage of
toxocariasis. However in most of the
experimentally infected animals, the
treatment is conducted during the acute
phase and there are very few reports of
application of chemotherapy in the chronic
infected animals. The second problem is
that majority of studies is conducted with
T. canis infection and mice have been used
as an experimental model for examining
the migratory larval behaviour.

In the present examination the effects
of albendazole and fenbendazole on the
larval stages of T. cati in the chicken in
chronic phase of infection is investigated.
This is the first experimental study with T.

cati in chicken as a paratenic host for
evaluating the effect of benzimidazoles on
larval recovery and histopathologic
changes.

Hrc̀ kova et al (2001), studied patho-
morphological changes in mice infected
with T. cati following administration of
fenbendazole and glucan. They showed
that treatment resulted in the reduction of
larvae with the highest effect after co-
administration of fenbendazole and
liposomized glucan. They also studied
the effects of liposomized albendazole
and fenbendazole co-administered with
liposomized immunomodulator glucan in
mice infected with T. canis eggs and
showed that the highest efficacy of both
drugs was recorded after their sub-
cutaneous administration. In their study,
fenbendazole was more effective in the
brain at 28 dpi. Abo-Shehada & Herbert
(1984), studied the anthelmintic effects of
levamisole, ivermectin, albendazole on
larval Toxocara canis infection in mice 2
to 7 dpi. The result of their anthelmintic
treatment was retention of larvae in the
liver, and fewer larval migration to the
brain and musculature of treated mice
compared to untreated controls. Most of
the larvae in the liver died there and were
not recovered by 35 dpi. Fok & Kassai
(1998), studied multidose treatments of
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fenbendazole (FBZ), albendazole (ABZ),
flubendazole (FUBZ), oxibendazole (OBZ)
and ivermectin at days 2, 24, 81, 87 and 123
days post infections of mice with T. canis.
They observed reduction of 84.2 to 99.7, or
88.8 to 100% of group mean larval counts
after 20-30 day courses of feeding pellets
containing FBZ at 6 g/kg-1 or ABZ at 1.6 g/
kg-1 food, respectively. Ivermectin at
various dosing regiments showed only
moderate larvicidal potential. Their results
indicated no detectable difference in
chemosusceptibility of the migrating early
infection larvae and the resting hypobiotic
chronic infection larvae. They suggested
that dormant larvae also remain
susceptible to anthelmintics during their
period of quiescence.

In our study, the most prominent
pathologic lesions due to migration of
larvae were observed in liver and to a
lesser extent in lungs and brain. It is
reported that in chickens the predilection
site of T. canis larvae is the liver, where
the larvae may survive for up to 3.5 years
(Galvin, 1964; Tsvetaeva et al., 1979;
Agnihotri et al., 1987; Maruyama et al.,
1994). Perivascular infiltration of
lymphocytes and eosinophils in liver may
be related to migration of larvae via blood
circulation. Hemorrhages in the liver after
8 months suggest that larvae may return
back to this organ via circulation system.
Similar to these results, it is previously
reported that the percentage of total larval
recoveries are widely diverse among
various organs of chickens, irrespective of
the date post infection or egg dose levels
(Taira et al., 2003). Taira et al. (2003)
infected chicken with T. canis eggs and
described that larvae may migrate back to
the liver by 6 dpi. This phenomenon could
be true in chronic toxocariasis of the
paratenic hosts too. It is showed that the
dormant larvae may become reactive years
later due to immune suppression (Fok,
2002). Pathologic findings in lungs were
similar to a study that was described by
Pinelli et al. (2001). It is stated that
because of their mobility and the brief
persistence in tissues (Buijs et al., 1994) or
migration of larvae in formalin fixed

tissues (Prociv, 1989) the larvae are rarely
found at histopathologic level (Fenoy et

al., 2001). Previous studies with T. canis

reported presence of a few larvae in the
brain and other organs such as spleen,
kidneys, heart and muscles on 6 dpi and
afterwards (Galvin, 1964; Okoshi & Usui,
1968; Maruyama et al., 1994; Gargili et al.,
1999). Skerrett & Holland (1997) showed
that the larvae of T. canis migrated
through different organs of the infected
mice and then made their way to the brain
where their numbers increased up over
time. Bardon et al. (1994) studied the larval
distribution of T. canis in BALB/c mice one
year post-inoculation and demonstrated
that skeletal muscles and the brain were
the principal sites of larval localization.
Hrc̀ kova et al. (2001) showed that
migratory pattern of T. cati larvae in mice
is different from that of T. canis and larvae
accu-mulated in the muscles after first
month post infection. Schön & Stoye
(1986) found the larvae of the T. cati in
musculature and brain of the
experimentally infected mice.

There are very few reports on the
distribution of T. canis larvae in different
organs of birds (Agnihotri et al., 1987;
Gargili et al., 1999; Taira et al., 2003) but
there are only three reports showing
the experimental infection and tissue
distribution of T. cati in chickens (Okoshi
& Usui, 1968; Mossalam et al., 1971; Azizi
et al., 2007). Gargili et al. (1999) infected
chicken with T. canis eggs and no larvae
was detected in  skeletal muscles between
2nd and 12th dpi but Maruyama et al. (1994)
suggested that the striated muscles were
the 2nd organ for selection and larval
accumulation.

Oral administration of drugs was
used, as benzimidazoles are commonly
administered in this way. Use of these
drugs in dry feed increases their
bioavailability (Mc Kellar et al., 1990). The
anthelmintic activity of benzimidazoles
appears to be the result of the length of
time during which the parasite is exposed
to the drug rather than the peak
concentration to which the parasite is
exposed. Results of this study showed that
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the larvae can be killed in the brain of
infected chickens even at chronic phase.
Lack of active inflammatory response in
the liver, lungs and brain of the treated
chicken indicate that possibly these drugs
caused elimination of dead larvae without
initiating much inflammatory responses.
It can be concluded that administration
of benizimidazoles to experimentally
infected chickens was highly effective in
arresting the progression of larvae to the
neurotropic-myotropic phase of infection.

Acknowledgements. The authors would
like to appreciate the financial support of
Shiraz University, Shiraz, Iran. We also
would like to thank Mr. L. Shirvani, Mr. G.
Yussefi, Mr. Rezaii and  Mr S. A. Roueentan
for their technical assistance.

REFERENCES

Abo-Shehada, M.N. & Herbert, I.V.
(1984). Anthelmintic effect of
levamizole, ivermectin, albendazole
and fenbendazole on larva Toxocara

canis infection in mice. Veterinary

Parasitology 33: 297-307.
Agnihotri, R.K., Bhatia, B.B. & Kumar, D.

(1987). Visceral larva migrans. 1.
Migratory behavior of Toxocara canis

larvae in golden hamster and chicken.
Indian Journal of Animal Sciences

57(8): 853-855.
Aragane, K., Akao, N., Matsuyama, T.,

Sugita, M., Natsuaki, M. & Kitada, O.
(1999). Fever, cough, and nodules on
ankles. Lancet 354: 1872.

Azizi, S., Oryan, A., Sajjadi, S.M. & Zibaii,
M. (2007). Histopathologic changes
and larval recovery of Toxocara cati in
experimentally infected chickens.
Parasitology Research 102: 47-52.

Bardón, R., Cuéllar, C. & Guillén, J.L.
(1994). Larval distribution of Toxocara

canis in BALB/c mice at nine weeks
and one year post-inoculation. Journal

of Helminthology 68: 359-360.

Buijs, J., Lokhorst, W.H., Robinson, J. &
Nijkamp, F.P. (1994). Toxocara canis

induced murine pulmonary inflam-
mation: analysis of cells and proteins
in lung tissue and bronchoalveolar
lavage fluid. Parasite Immunology 16:

1-9.
Dubinský, P., Havasiová-Reiterová, K.,

Petko, B., Hovorka, I. & Tomašovièova,
O. (1995). Role of small mammals in
the epidemiology of toxocariasis.
Parasitology 110: 187-193.

Fenoy, S., Ollero, M.D., Guillen, J.L. &
Aguila, C. (2001). Animal models in
ocular toxocariasis. Helminthology 57:

119-124.
Fisher, M. (2003). Toxocara cati: an

underestimated zoonotic agent. Trends

in Parasitology 19(4): 167-170.
Fok, E. & Kassai, T. (1998). Toxocara canis

infection in the paratenic host: a study
on the chemosuseptibility of the
somatic larvae in mice. Veterinary

Parasitology 74: 243-259.
Fok, É. (2002). Pathogenesis, patho-

mechanism, chemotherapy and pre-
vention of larval toxocarosis. Thesis
for Ph.D degree.

Galvin, T.J. (1964). Experimental Toxocara

canis infection in chickens and
pigeons. Journal of Parasitology 50:

124-127.
Gargili, A., Tuzer, E., Gulanber, A.,

Toparlak, M., Efil, I., Keles, V. & Ulutas,
M. (1999). Experimental visceral larva
migrans in chicken with Toxocara

canis. Turkish Journal of Veterinary

and Animal Sciences 23: 431-433.
Gethings, P.M., Stephens, G.L., Wills, J.M.,

Howard, P. and Balfour, A.H., Wright,
A.I. & Morgan, K.L. (1987). Prevalence
of Chlamydia, toxoplasma, Toxocara

and ringworm in farm cats in south-
west England. Veterinary Record 32:

313-319.
Glickman, L.T. & Schantz, P.M. (1981).

Epidemiology and pathogenesis of
zoonotic toxocariasis. Epidemiologic

Review 3: 230-250.



38

Glickman, L.T. & Shofer, F.S. (1987).
Zoonotic visceral and ocular larva
migrans. Veterinary Clinics of North

America 17: 39-63.
Hrc̀ kova, G., Velebny, S., Toma]ovicová, O.,

Medved’ová, M. & Pajerský, A.
(2001). Pathomorphological changes
in mice infected with Toxocara

cati following administration of
fenbendazole and glucan. Acta

Parasitologica 46(4): 313-320.
Ito, K., Sakaei, K., Okajima, T., Ouchi, K.,

Funakoshi, A., Nishimura, J., Ibayashi,
H. & Tsuji, M. (1986). Three cases of
visceral larva migrans due to ingestion
of raw chicken or cow liver [in
Japanese]. Journal of Japanese

Society of International Medicine 75:

759-766.
Magnaval, J.F., Glickman, L.T., Dorchies, P.

& Morassin, B. (2001). Highlights of
human toxocarisis. Korean Journal of

Parasitology 39(1): 1-11.
Maruyama, S., Nino, T., Yamamoto, K. &

Katsube, Y. (1994). Parasitism of
Toxocara canis larvae in chickens
inoculated with the Ascarid eggs.
Journal of Veterinary Medicine

Sciences 56(1): 139-141.
Mc Kellar, Q.A., Harrison, P., Galbraith,

E.A. & Inglis, H. (1990). Pharmaco-
kinetics of fenbendazole in dogs.
Journal of Veterinary Pharmacology

and Therapics 13: 386-392.
Mehrabani, D., Sadjjadi, S.M. & Oryan, A.

(2002). Prevalence of gastrointestinal
nematode parasites in stray dogs in
Shiraz, southern Iran. Journal of

Applied Animal Research 22: 157-160.
Mossalam, I., Hosney, Z. & Atallah, O.A.

(1971). Larva migrans of Toxocara cati

in visceral organs of experimental
animals. Acta Veterinaria Academiae

Scientiarum Hungaricae, Tomus 21

(4): 405-412.
Nagakura, K., Tachibana, H., Kaneda, Y. &

Kato, Y. (1989). Toxocariasis possibly
caused by ingesting raw chicken.
Journal of Infectious Diseases 160:

735-736.

Nicholas, W.L. & Stewart, A.C. (1979). The
action of benzimidazoles on the larval
stage of Toxocara canis in the mouse.
Annals of Tropical Medicine and

Parasitology 73: 57-62.
Okoshi, S. & Usui, M. (1968). Experimental

infection of mice, chickens and
earthworms with Toxocara leonine,

Toxocara canis and Toxocara cati.

Japanese Journal of Veterinary

Science 30: 151-166.
Pahari, T.K. & Sasmal, N.K. (1991).

Experimental infection of Japanese
quail with Toxocara canis larvae
through earthworms. Journal of

Veterinary Parasitology 39: 337–340.
Pinelli, E., Dormans, J., Fonville, M. &

Giessen, V.D. (2001). A comparative
study of toxocariasis and allergic
asthma in murine models. Journal of

Parasitology 75: 137-140.
Prociv, P. (1989). Observation on the post-

mortem migration of nematode larvae
and its role in tissue digestion
technique. Journal of Helminthology

63(4): 281-286.
Sadjjadi, S.M., Khosravi, M., Mehrabani, D.

& Oryan, A. (2000). Seroprevalence of
Toxocara infection in School Children
in Shiraz, southern Iranian Journal of

Tropical Pediatrics 46: 327-330.
Sadjjadi, S.M., Oryan, A., Jalali, A.R. &

Mehrabani, D. (2001). Prevalence and
intensity of infestation with Toxocara

cati in stray cats in Shiraz, Iran.
Veterinarski Arhiv 71(3): 149-157.

Salem, G. & Schantz, P. (1992). Toxocaral
visceral larva migrans after ingestion
of raw lamb liver. Clinical Infectious

Diseases 15: 743-744.
Schön, J. & Stoye, M. (1986). Primary and

galactogenic infection with Toxocara

mystax Zeder, 1800 (Anisakidae) in the
mouse. Journal of Veterinary Medicine

Ser. B. 33: 397-412.
Skerrett, H. & Holland, C.V. (1997).

Variation in the larval recovery of
Toxocara canis from the murine brain:
implications for behavioural studies.
Journal of Helminthology 71: 253-255.



39

Taira, K., Permin, A. & Kapel, C.M. (2003).
Establishment and migration pattern of
Toxocara canis larvae in chickens.
Parasitology Research 90(6): 521-523.

Taira, K., Saeed, I., Permin, A. & Kapel,
C.M.O. (2004). Zoonotic risk of
Toxocara canis infection through
consumption of pig or poultry
viscera. Veterinary Parasithology 121:

115-124.
Talvik, H., Moks, E., Mägi, E., Järvis, T. &

Miller, I. (2006). Distribution of
Toxocara infection in the environment
and in definitive and paratenic hosts in
Estonia. Acta Veterinaria 54(3): 399-
406.

Tsvetaeva, N.P., Sosipatrova, L.A. &
Smirnov, A.G. (1979). Pathologic
changes in chickens experimentally
infected with Toxocara canis.

Veterinariya (Mosc) 10: 75-77.
Wang, C., Huang, C.Y., Chan, P.H., Preston,

P. & Chau, P.Y. (1983). Transverse
myelitis associated with larva migrans.
Finding of a larva in cerebrospinal
fluid. Lancet 1: 423.

Zibaei, M., Sadjjadi, S.M., Jahadi Hosseini,
S.H. & Sarkari, B. (2007). A method for
accelerating the maturation of
Toxocara cati eggs. Iranian Journal

of Parasitology 2(1): 39-42.



<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /All
  /Binding /Left
  /CalGrayProfile (Dot Gain 20%)
  /CalRGBProfile (sRGB IEC61966-2.1)
  /CalCMYKProfile (U.S. Web Coated \050SWOP\051 v2)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Error
  /CompatibilityLevel 1.4
  /CompressObjects /Tags
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJobTicket true
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /DetectCurves 0.1000
  /ColorConversionStrategy /CMYK
  /DoThumbnails false
  /EmbedAllFonts true
  /EmbedOpenType false
  /ParseICCProfilesInComments true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams false
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveDICMYKValues true
  /PreserveEPSInfo true
  /PreserveFlatness true
  /PreserveHalftoneInfo false
  /PreserveOPIComments false
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts true
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Preserve
  /UsePrologue true
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /CropColorImages true
  /ColorImageMinResolution 300
  /ColorImageMinResolutionPolicy /OK
  /DownsampleColorImages false
  /ColorImageDownsampleType /Bicubic
  /ColorImageResolution 300
  /ColorImageDepth -1
  /ColorImageMinDownsampleDepth 1
  /ColorImageDownsampleThreshold 1.50000
  /EncodeColorImages false
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages true
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /ColorImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasGrayImages false
  /CropGrayImages true
  /GrayImageMinResolution 300
  /GrayImageMinResolutionPolicy /OK
  /DownsampleGrayImages false
  /GrayImageDownsampleType /Bicubic
  /GrayImageResolution 300
  /GrayImageDepth -1
  /GrayImageMinDownsampleDepth 2
  /GrayImageDownsampleThreshold 1.50000
  /EncodeGrayImages false
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /GrayImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasMonoImages false
  /CropMonoImages true
  /MonoImageMinResolution 1200
  /MonoImageMinResolutionPolicy /OK
  /DownsampleMonoImages false
  /MonoImageDownsampleType /Bicubic
  /MonoImageResolution 1200
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.50000
  /EncodeMonoImages false
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects true
  /CheckCompliance [
    /None
  ]
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError true
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile (None)
  /PDFXOutputConditionIdentifier ()
  /PDFXOutputCondition ()
  /PDFXRegistryName ()
  /PDFXTrapped /False

  /CreateJDFFile false
  /Description <<

    /BGR <>
    /CHS <FEFF4f7f75288fd94e9b8bbe5b9a521b5efa7684002000500044004600206587686353ef901a8fc7684c976262535370673a548c002000700072006f006f00660065007200208fdb884c9ad88d2891cf62535370300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c676562535f00521b5efa768400200050004400460020658768633002>
    /CHT <FEFF4f7f752890194e9b8a2d7f6e5efa7acb7684002000410064006f006200650020005000440046002065874ef653ef5728684c9762537088686a5f548c002000700072006f006f00660065007200204e0a73725f979ad854c18cea7684521753706548679c300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c4f86958b555f5df25efa7acb76840020005000440046002065874ef63002>
    /CZE <>
    /DAN <>
    /DEU <>
    /ESP <>
    /ETI <>
    /FRA <>
    /GRE <>

    /HRV <>
    /HUN <>
    /ITA <>
    /JPN <>
    /KOR <FEFFc7740020c124c815c7440020c0acc6a9d558c5ec0020b370c2a4d06cd0d10020d504b9b0d1300020bc0f0020ad50c815ae30c5d0c11c0020ace0d488c9c8b85c0020c778c1c4d560002000410064006f0062006500200050004400460020bb38c11cb97c0020c791c131d569b2c8b2e4002e0020c774b807ac8c0020c791c131b41c00200050004400460020bb38c11cb2940020004100630072006f0062006100740020bc0f002000410064006f00620065002000520065006100640065007200200035002e00300020c774c0c1c5d0c11c0020c5f40020c2180020c788c2b5b2c8b2e4002e>
    /LTH <>
    /LVI <>
    /NLD (Gebruik deze instellingen om Adobe PDF-documenten te maken voor kwaliteitsafdrukken op desktopprinters en proofers. De gemaakte PDF-documenten kunnen worden geopend met Acrobat en Adobe Reader 5.0 en hoger.)
    /NOR <>
    /POL <>
    /PTB <>
    /RUM <>
    /RUS <>
    /SKY <>
    /SLV <>
    /SUO <>
    /SVE <>
    /TUR <>
    /UKR <>
    /ENU (Use these settings to create Adobe PDF documents for quality printing on desktop printers and proofers.  Created PDF documents can be opened with Acrobat and Adobe Reader 5.0 and later.)
  >>
  /Namespace [
    (Adobe)
    (Common)
    (1.0)
  ]
  /OtherNamespaces [
    <<
      /AsReaderSpreads false
      /CropImagesToFrames true
      /ErrorControl /WarnAndContinue
      /FlattenerIgnoreSpreadOverrides false
      /IncludeGuidesGrids false
      /IncludeNonPrinting false
      /IncludeSlug false
      /Namespace [
        (Adobe)
        (InDesign)
        (4.0)
      ]
      /OmitPlacedBitmaps false
      /OmitPlacedEPS false
      /OmitPlacedPDF false
      /SimulateOverprint /Legacy
    >>
    <<
      /AddBleedMarks false
      /AddColorBars false
      /AddCropMarks false
      /AddPageInfo false
      /AddRegMarks false
      /ConvertColors /NoConversion
      /DestinationProfileName ()
      /DestinationProfileSelector /NA
      /Downsample16BitImages true
      /FlattenerPreset <<
        /PresetSelector /MediumResolution
      >>
      /FormElements false
      /GenerateStructure true
      /IncludeBookmarks false
      /IncludeHyperlinks false
      /IncludeInteractive false
      /IncludeLayers false
      /IncludeProfiles true
      /MultimediaHandling /UseObjectSettings
      /Namespace [
        (Adobe)
        (CreativeSuite)
        (2.0)
      ]
      /PDFXOutputIntentProfileSelector /NA
      /PreserveEditing true
      /UntaggedCMYKHandling /LeaveUntagged
      /UntaggedRGBHandling /LeaveUntagged
      /UseDocumentBleed false
    >>
  ]
>> setdistillerparams
<<
  /HWResolution [2400 2400]
  /PageSize [612.000 792.000]
>> setpagedevice


