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Parallel Examination of Anti—HBcIgA, IgE, IgG, and IgM
of Patients with Virus Hepatitis

BIAN Yan— ping
Department of Pediairics, Daging Second Hospital 163461, Heilongjiang, China

ABSTARCT Objective: To further study the clinical application value of parallel examination of anti— HBclgA, HBclgE, HBdgG
and HBclgM in the sera of patients with hepatitis BCHB). Methods: 216 blood specimens of HB patients, who were in— patients in our hospi-
tal, were collected and examined. And the levels of anti— HBclgA, HBclgE, HBclgG and HBclgM in the sera of the patients were statistically
analysed. Results: The results showed that anti— HBclgA was the identifi cation matker of liver lesion post infection of HBV, anti— HBclgE wa
the chmnicity marker of HB post infection of HBV, anti—HBclgG persistence existence was the infection marker in the past, and anti— HBclgM
was the marker of vims persistence replication post infection of HBV. Conclusion; In the differential diagnosis of acute or chronic HB, chonic
active hepatitis and chronic persistent hepatitis parallel examining anti— HBclgA, HBclgE, HBclgG and HBclIgM in the sera of the patients will
be a significant means for HB chwnicity and prognosis.
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