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Prevalence and risk factors of voiding dysfunction among

asymptomatic diabetic subjects
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Abstract

Uroflowmetry and ultrasonic residual urine
evaluation had been done to 85 urologically
asymptomatic diabetic patients and 20
control subjects. The prevalence of voiding
dysfunction was 60%, and increased resicual
urine was found in 28% of diabetic patients.
The abnormal findings included increased
residual urine (24/85), interrupted urine
stream (9/85), voiding with abdomunal strain
(31185), low flow rate (28/85), and enlarged
bladder capacity (6/85). The significant risk
factors were male, longer duration of diabetes,
and presentation of peripheral neuropathy in
legs. Authors suggested that all patients with
long-standing diabetes should have
non-invasive urologic screening teats for
evaluation of voiding function and given
voiding imstructions to avoid acute retention



episodes and complete atony of the bladder.
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