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DETECTION OF ANTIFINTERFERON NEUTRALIZING
ANTIBODY FROM VIRAL HEPANTIS PATIENTS
RECEIVING INTERFERON TREATMENT

Xu Qihuan  Peng Wenwei Iu Weilun

(Department of Infectious diseases, Third Affiliated Hospital,
Sun Yat-sen University of M edical Sdences Guangzhou, 510630)

The authors tested for the presence of anti-IFN neutralizing antibody by means of biological neutralization assay technque
in98 cases of viral hepatitis before during and after treatment with different subtypes of IFN-alpha. Thirty four patients
(34 7%) developed such kind of antibody 1~6 months after the start of treatment. No significant differences were observed
on the distribution fo sex, age, pretreatment ALT level type of hepatitis viruses and clinical types of hepatitis between the
gwoup of cases who developed reutralizing antibody and the goup who did not. But the average dose of IFN in the former
group was significantly bwer than the latter group ( P<Z0.01). In cases treated with different preparations of IFN-alpha, the
seroconversion rates of neutralizing antibody were 45.5%, 11. 1%, 25%, and 6. 3% for rIFN- alpha 2a, rIFN-alpha2b rIFN-
alpha la and IFN-alpha N1 respectively ( P<Z0.005). On the other hand in the evaluation of clinical regponse after IFN-al-
pha treatment no sgnificant differences were found between the group of cases who developed neutralizing antibody and the
gwup who did not, in respect to compkte response, partial response and no response. T hese results suggested that the pres-
ence of neutralizing antibody in patients treated with IFN-alpha might not interfere with the antiviral response to IFN.
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