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[ Abstract]  Objective  To search the ideal management for gross hematuria in autosomal
dominant polycystic kidney disease (ADPKD).  Methods  ADPKD patients who were ever
hospitalized and followed up in our department since 1993 were enrolled in the study. Demographic
and clinical data were colloected, such as gender, age of gross hematuria, level of renal function,
causative factors, management strategies, duration of gross hematuria, blood platelet count, activated
partial thromboplastin time, prothrombin time, international normalized ratio, size of kidney cyst and
so on. ADPKD patients were divided into different groups according to causative factors or
management. The clinical data were compared among groups.  Results A total of 905 ADPKD
patients were screened, among whom 279 patients ever had gross hematuria (male/female:150/129).
One hundred and forty-six patients had integrated therapeutic process records, while only 101
patients could provide relevant laboratory examination results. In these 101 patients, gross hematuria

was found in any stage of chronic kidney disease (CKD); the average eGFR was (56.4x44.1) mml-
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min™' < (1.73 m?)"'; the duration of gross hematuria was (8.8 £8.0) d; no significant difference
between male and female in duration of gross hematuria existed [(8.2+7.3) d vs (9.5+£8.8) d, P=
0.426]; coagulation parameters were all normal. The platelet count was also normal in 91 patients.
Duration of gross hematuria among groups divided according to different causative factors was
significantly different (P<0.05). The patients in bed rest group had significantly shorter duration of
gross hematuria compared with other groups (P<0.05). The platelet count, prothrombin time and
international normalized ratio were all at similar level in different groups.  Conclusions  The
causative factors in ADPKD patients with gross hematuria should be confirmed as the first step of
management strategies. Bed rest is the key point in management. Antifibrinolytic agent is a proper

choice in the cases receiving hemostatic drugs. It is unnecessary to use antibiotic agent for

prevention.
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