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[Abstract] Renal cyst infection is one of the most common complications of autosomal dominant poly-
cystic kidney disease(ADPKD). Infection can lead to clinical symptoms such as back pain and low fever. Bacte-
remia,sepsissetc. can occur during the progress of the disease, which endangers the patient’s life. On the other
hand,it can aggravate renal damage and cause end-stage renal disease. The clinical manifestations and imaging
characteristics of renal cyst infection are extremely untypical, which makes the diagnosis faces great challenge.
Ultrasound,CT,MRI,"*F-PET/CT,cyst puncture,cyst {luid culture and other methods can improve the accu-
racy of diagnosis of renal cyst infection. The abnormal anatomical structure of ADPKD makes the treatment of
renal cyst infection very difficult. This article analyzed the two treatment methods in order to find a reasonable
treatment program.
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