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+ Abstracts

Experimental Study on Target Cells of Pseudomonas
aeroginosa Exotoxin A

Hu Fuquan, Zhou Shangzhang (Department of Microbiology, Third
Military Medical College)

Pseudomonas aeroginosa exotoxin A(PEA) was purified from the strain PA-
103 and labelled with 1'*®, Then autoradiographic tracing, histopathological
observations with light and electron microscopes, and antiserum protestion test
were carried out on inbred mice BALB/C, The results indicate that the liver is
the target organ of PEA, and both the hepatocytes and kupffer cells the target
cells, on which the severe damage may be responsible for the acute death of the
toxicated animals,

Key words; Pseudomonas aeroginosa exotoxin A; Target cell; Hepatocyte;

Kupffer cell (p.1)

Study of the Changes of Langerhans in

Cultured Human Epidermal Cells
Zhang Shijun, et al(Burn Center, Third Miliitary Medical College)

It has been shown that epidermal Langerhans cells (LCs) were antigen pre-
senting cells in cutauneous cell-mediated immunerespouse, and they were implica-
ted in skin allograft rejection®® _ If LCs can be depleted from skin grafts,
the survival period of the allografts may be prolonged®®~%_, Therefore, we ob-
served the changes of L.Cs in cultured human epidermal cells (ECs) by ATPase
staining, HLA-Dr monoclonal antibody indirect imtmunofluoresence and enzyme la-
belling avidin-biotin complex (ABC) staining, And the capacity of ECs to sti-
mulate allogeneic lymphocyte proligeration before and after cultures was tested
by mixed epidermal cell-lymphocyte culture response (MEcLR), We found that
LCs in original skin explants were significantly decreased and deformed three
days after culture, LCs were reduced more than 90 percent after 7 days of cul-
ture, LCs in original skin explants were approximately eliminated 14 days or
more of culture, LCs were never seen within epidermal outgrowth in culture,
The Ecs gained from the original skin explants which were cultured after 7 days
and from epidermal outgrowth lost their ability to stimulate allogeneic lympho-
cyte transformation in MEcLR, These results indicate that LCs bearing HLA-Dr
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antigen in human are able to be depleted from epidermal grafts by epidermal
cell culture, and suggest that the ECs cultured in our culture system can prolong
their survival period as they are used as allografts,

Key words; Culture of human Human Epidermal cells; luncerans cells;

Mixed epidermal cell-lymphocyte cnlture response (p.5)

Ultrastructural Pathology of Experimental Encephalitis B and

Morphogenesis and Release of Encephalitis B Virus in Mice

Chen Liming Tutors; Yan Liansui and Liang Yanjie (Department of Patho-
logy, Third Military Medical College)

An animal model of encephalitis B was successfully established with Jin Wei
Yan I strain virus in mice, which made it possible to study the ultrastructural
pathology as well as the morphogenesis and release of encephalitis B exeri-
mentally.

The ultrapathological changes occurring to the brain tissues especially in the
neuron cells were described systematically. A preliminary hypothesis about the
morphogenesis and release of encephalitis B virus (Jin Wei Yan | strain) was
proposed on the basis of these changes. Replication of the virus was also found
to occur in the oligodendroglia but not in the microglia, which maintained its
phagocytic function. This fact evidently shows that the micrioglia is not controlled
by the mRNA of the virus.

According to the literature available to the authors, it seems that the ultra-
structural pathological changes of encephalitis B with typical histological lesions
in animals had not been reported previously.

Key Words, Encephalitis B virus; Ultrastructural pathology; Encephalitis B
(p.9

Effects of Activated Complement on Lung Fluid Exchange in

Conscious Goats,Dependency on Superoxide Anion

Xie Zhonglin, et al (Department of Pathophysiology and Institute of Hypo-
xia, Third Military Medical College)

The effects of zymosan-activated plasma (ZAP) on lung fluid exchange and
superoxide anion production by granulocytes were studied in 8 conscious goats
with chronic lung lymph fistula. It was found that the circulating granulocytes

were activated and the superoxide anion production was markedly enhanced af-
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