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Roles of IgG antibody and its subunits in hypersensitivity

YANG Jing, QTAO Hai-Ling”
(Institute of Clinical Pharmacology, Zhengzhou University, Zhengzhou 450052, China )

Abstract: It is generally believed that the immediate
hypersensitivity is mediated by specific Igk antibody.
But the roles of IgG antibody and its subunits in hyper-
sensitivity have not been sufficiently clarified. Four
subunits of IeG (IgGl, IgG2, IgG3 and IgG4) have
been identified. The IgG subunits have different roles,
for example, induction or inhibition of hypersensitivity ,
according to the different antigens, hypersensitive
phases and atopic patients. With the more knowledge
of IgG subunits, the roles of IgG subunits in hypersen-
sitivity occurrence, diagnosis and therapy will be

understood.
Key words: antibodies; immunoglobulin G; immuno-
globulin subunits; hypersensitivity
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