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[ Abstract)

disease caused by mutations in the AIRE gene. Its clinical symptoms mainly include; Addison’s disease, hy-

Autoimmune polyglandular syndrome type | (APS [ ) is a rare autosommal recessive

poparathyroidism, mucocutaneous candidiasis. At least two of the three symptoms should occur. Other endo-
crine or nonendocrine diseases may occur, too. The therapy mainly includes hormone replacement, anti-in-
fection and immunosuppressive treatment. The prognosis is usually poor. There are 17 cases of Chinese pa-

tients with APS | during the past 30 years which had been summarized on components, incidence, onset age

and AIRE gene mutations in order to provide clinical reference.
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