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predict the onset of symptoms
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ABSTRACT .

Presence or absence of anti-HIV p17 was evaluated by western blot analysis for its usefulness
as a marker to estimate the onset of AIDS or ARC. Replication of HIV and decline of anti-
HIV immunity have been considered to be causative of the onset of the diseases. Although
the isolation of HIV from peripheral blood mononuclear cells is one of the reliable markers but,
this can be affected by the use of antiviral drugs, such as Zidovudine.

Determination of anti-p17 is also a useful HIV marker to indicate the development of symp-
toms. Conversion of anti-p17 positive to negative may occur with the increasé in p17 antigen
concentration. Two types of comparison have heen made . (1) anti-p17 negativity and clinical
stafus, (2) anti-pl7 negativity and successful HIV isolation.‘ Anti-p17 negativity'correla‘ted
with déterioration of clinical status (CDC 20r 3 to 4) (p<0.01) and successful HIV isolation
(p<0.05). After the administration of drugs the result of antibody test did not fluctuate
between negative and positive. Therefore, anti-p17 has an advantage in judging the “pre-
symptomatic stage” rather than HIV isolation. One case encountered symptomatic stage
without negative conversion of anti-pi7 ‘and successful HIV isolation. This may imply that
decline in some of other anti-HIV immune stétus may also play an important role in developing

symptoms.
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