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ABSTRACT

An enzyme-immunoassay was developed /using
the IgM capture procedure with anti-pu coated poly-
sterene microplates, No false-positive results were
detected in 10 normal human sera positive for anti-
HBc and 6 sera positive for RF, Among 113 acute
hepatitis cases, anti-HBc IgM was detected in 42 ca-
sesy, anti-HAV IgM was detected in 51 cases and
they were identified as hepatitis A and B, respecti=
vely. No specific IgM to HAV or to HBcAg were
detected in the other 20 cases. Nineteen of them were
identified as non-A non-B with one antj-HBs con-
version later considered to be hepatitis B. No cross
positivity was observed between tests for the two

Specific IgM , In the tests,4 out of 10 HBsAg carriers
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and 10 out of 11 patients with chronic hepatitis she-
owedanti-HBc IgM, The titer of anti-HBcIgM reached
10°° in the early stage of acute hepatitis B, In one
case withchronic active hepatitis, the titer rised
from 107¢.t0.10°° in one week, preceding the recu-
rrence of hepatitis, The test is highly sensitive and
sPecific, It is useful for differentiating the recent
Past and current hepatitis B infections from remote
infection, but it can not be used in differentiating
the carrier state and chronic hepatitis B from the
acute one, Patients with acute hepatitis B who cl-
eared HBsAg at an early stage, and HBsAg carriers
with superimposed hepatitis A or non-A non-B
infection might be misdiagnosed by the test for HBs
Ag alone, The patients and carriers can be correctly
defined only by the tests for specific IgM to HAYV
and to HBcAg,
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