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Fig. 1 Transition of total white blood cell count in mice infected with Toxocara
canis larvae
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Fig. 2 Transition of eosinophiles in mice infected with Toxocara canis larvae
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Fig. 3 Transition of each white blood cell
in mice infected with Toxocara
canis larvae
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EXPERIMENTAL STUDIES ON “ LARVA MIGRANS”’
1. TRANSITION OF BLOOD PICTURE IN MICE
INFECTED WITH TOXOCARA CANIS LARVAE

Kaoru KONDO, HirosHI KURIMOTO, KivyosHl ODA
YOSHIHARU SHIMADA, NoBorRU TAKANO
(Department of Medical Zoology, Kyoto Prefectural University
of Medicine, Kyoto, Japan)

Kikuko FUJISAWA AND KEIKO OTAKA
(Central Laboratory for Clinical Investigation, Kyoto Prefectural
University of Medicine, Kyoto, Japan)

The transitional changes of blood pictures of mice experimentally infected with Tozxo-
cara canis larvae were investigated. The experiment consisted of five groups of mice such as
three test groups (Group 1, 2 and 3) and two control groups (Control A and B). In group 1
and 2, mice were orally inoculated 300 and 600 embryonated Tozxocara eggs respectively (single
infection). The mice of group 3 were given 50 eggs in each time, 10 times with 1 week in-
terval (super-infection). The method of inoculation of Toxocara eggs into mice was the same
as that described by Oshima (1961) and Kondo (1970).

1. Total number of white blood cell (Fig. 1): In the single infection (Group 1 and 2),
white blood cell rapidly increased in number and reached 21,200/mm3® (Group 1) and 32,500/mm3
(Group 2) at the end of the second week. Althotgh the blood cell level then gradually
decreased, it was still high compared with that of control group (Control A). In the super-
infections (Group 3) the number of white blood cell gradually increased according to repeti-
tion of infection, and kept high level at least for 19 weeks compared with that of control
(Control B).

2. Eosinophile (Fig. 2): The eosinophiles in single infection groups increased rapidly
and reached 10.6% (Group 1) and 15.6% (Group 2) at the end of the 2nd week of infection.
After that, they gradually decreased, but were still high compared with control (Control A) at
the 9th week of infection. In group 3, the eosinophiles gradually increased with the super-
infection, and kept high level compared with control group (Control B).

3. Neutrophile, lymphocyte and monocyte (Fig. 3): In group 3 (super-infection), the
proportion of segmented neutrophile leucocytes increased, while reciprocally decreased lympho-

cytes during the course of infection.
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