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Abstract Anti-glutamic acid decarboxylase 65 (GADG65) antibody-associated autoimmune encephalitis is a subtype of

autoimmune encephalitis. It is often manifested as neurological syndromes such as stiff-person syndrome,

cerebellar ataxia

and temporal lobe epilepsy. Early diagnosis and immunotherapy can greatly improve the prognosis of patients with this

disease. The current diagnosis of anti-GAD65 antibody-associated autoimmune encephalitis mainly relies on the detection of

high titers of GAD65 antibodies in serum or positive GAD65 antibody in cerebrospinal fluid. However,

GADG65 antibodies

have been associated with a wide range of autoimmune diseases, including non-neurological autoimmune diseases type 1 dia-

betes and thyroiditis. Therefore, it is necessary to screen for changes in other endocrine glands during the diagnosis and treat-

ment of anti-GAD65 antibody-associated autoimmune encephalitis,

and the possibility of concomitant anti-GADG65 antibody-

associated autoimmune encephalitis should also be considered for neurological symptoms that occur in a polyendocrine im-

mune enVironment .
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