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Effects of BCG, Dexamethasone and Carbon Particles on Invasion of
Sporozoites and Development of Exoerythrocytic Forms of
Plasmodium yoelii in Rat liver

Wang Xingxiang, Chen Zhigiang ( Department of Parasitology, Third Military
Medical College)

Wistar rats pretreated with BCG, dexamethasone or carbon particlres respec-
tively were inoculated with P. yoelii sporozoites via caudal vein. 42 hours
after inoculation, the animals were killed to examine the effects of these 3
agents on the invasion of sporozoites and the development of exoervthrocytic
forms (EEF) . '

It was found that in the carbon group about 309 of the kupffer cells con-
tained the particles, and the density of EEF apparently decreased as compared
with that of the control, In the BCG group, a dosage of 6 x 107 units also
caused a marked decrecase of EEF density, and the parasites were smaller
with a higher rate of degenerated forms as compared with those of the control,
In the dexamethasone group, however, the EEF density increased markedly us
to the level 1,5~2 times higher than that of the control, In addition the EEF
were larger and more numerous with vacuoles and some lobulated, The mechanism
of these facts were discussed,

Key words, Plasmodium yoelii; Sporozoite; Exoerythrocytic forms; BCG;

Carbon particle; Dexamethasone; Kupffer cell,
(p,175)

Farly Pulmonary Pathology after Bullet Injury on Hind Legs

with Bone Fracture in Dogs
Liu Guojian, et al (Research Institute of Surgery, Third Military Medical College)

The pathological changes of the lungs in 16 dogs with blulet-caused fracture
of the hind legs were studied, Under light microscopy, the pathological features
were marked capillary congestion, extravasation of red cells in either the interstitium
or alveolar spaces, atelectasis, leucocyte infiltration of the interstitium, mild
pulmonary edema, and fat emboli in the small vessels, These changes, with the
exception of fat embolism, were found to occur 2 hours after injury, and were
fully developed around 24 hours, Then fat embolism supervened, Most of the chan-
ges gradually subsided and disappeared as time went by, .

The results of this study indicate that there can be pathological lesions in
the lungs secondary to the bullet-induced fracturc of the hind legs in dogs,

Key words; Pulmonary pathology; Bullet injury; Bone fracture (p,178)
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