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A Study on Specific and Non-Specific Aspects of the Immunities to the Enteric Infections
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ABSTRACT

A Study on Specific and Non-specific Aspects
of the Immunities to the Enteric Infections

Sung-Bae Choi, Hyun-Scok Cho, Won-Choel
Park and Seung-Hoon Lee

Dept, of Microbiology, College of Medicine, Seoul
National University

The Occurrence of infectious disease is not merely
due to contact between microbial agents and host
but rather a kind of results of complex interaction
between microbial agents and resistance mechanisms
of the host.

To cause infectious disease, infectious agents have
to resist and overcome the specific and non specific
defense mechanisms of the host.

Host resistance is determined by both non specific
rhysiological and morphological factors and spec1f1c
factors of immunological phenomena. )




In order to investigate specific and non specific
aspects of the immunities to the enteric infections,
the increase of agglutinin titers of serum, the
enhancement of antibacterial activities of serum and
the enhancement of phagocytosis as results of
vaccination were followed.

Results were obtained as follows.

to Sh. dysenteriae were more noticeable in
anti-Es. coli and anti-S. typhi sera than
in control sera.

The enhancement of phagocytic activities
to Es. coli were more noticeable in anti-
Sh. dysenteriae and anti-S. typhi sera

than in control sera.

1. The agglutinin titers of immune sera were natu-

rally highest to the organism used in the prep-
aration of the vaccines.
However:

2. Agglutinin titers to S. typhi were more or
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