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Two Cases of Autoimmune Polyendocrine Syndromes Type 1
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Abstract: Objective To analyze the clinical characteristics of Autoimmune Polyendocrine Syndromes Type 11 (APS-1T) and enhance understanding of this disease.
Methods A retrospective analysis was performed on the clinical data of two patients with Type 1 Diabetes Mellitus (TADM) complicated by hyperthyroidism.
Relevant Literature was reviewed for further analysis. Results Both patients showed improvement following treatments targeting glycemic control and suppression
of thyroid hormone synthesis. Conclusion Clinical diagnosis relies on patient symptoms, hormone levels associated with endocrine glands, and antibody profiles.

Suspected cases require further evaluation of other endocrine gland functions to enable early diagnosis and prompt intervention.
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