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URINARY EXCRETION OF N-ACETYL-8-D-GLUCOSAMINIDASE
IN PATIENTS WITH UROLOGICAL DISEASE :
SPECIAL REFERENCE TO HYDRONEPHROSIS
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Activity of urinary N-acetyl-8-D-glucosaminidase (NAG) has been studied in patients with urolo-

gical diseases. In most patients with benign prostatic hyperplasia, prostate cancer and bladder cancer,

activity of urinary NAG was elevated (92.9%,), especially in cases of indwelling catheterization or poor

visualization of IVU.

Urinary NAGs were also elevated for all patients with renal stones, ureter stones, uretero-cutaneous

stomy or a single kidney.

In hydronephrosis or hydronephrosis with hydroureter patients, urinary NAG level was low pre-

operatively, but increased post-operatively. Urinary B2-microglobulin (BMG) showed a similar

tendency in patients with hydronephrosis or hydronephrosis with hydroureter. Electronmicroscopic

observations of the kidney in such patients revealed many primary and secondary lysosomes.
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Fig. 8. Histological examination of the kidney in case
2, showed pyelonephritis with renal dysfunction.
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Fig. 10. Electronmicroscopic examination of
kidney in case 3. Many vacuoles
containing electron-rich lysosomes
were revealed in the proximal tu-
bular epithelial cells.
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