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[Abstract] Objective: To investigate the clinical characteristics of a case of autoimmune polyendocrine
adenopathy (autoimmune olyglandular syndrome, APS) associated with Felty syndrome (Felty's syndrome, FS).
To clarify the importance of diagnosis and prevention, and to explore the possible pathogenic genes. Methods:
Clinical data of a case of APS combined with FS were retrospectively analyzed and combined with literature
review. Results: APS with FS was rare in clinic and reported for the first time at home and abroad. The patient
had type 1 diabetes mellitus and autoimmune thyroiditis, and had a previous medical history of FS. Currently, he
received insulin, thyroxine replacement therapy, and hematopoietic supplement. Conclusion: APS 2 combined
with FS is very rare clinically, the HLA—DRB 1 * 04 allele may be the pathogenic gene, and the therapy is

mainly hormone replacement therapy. Clinically, the early diagnosis of joint manifestations should be made in

time to improve the prognosis of patients.
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