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Long-term dialysis patients frequently develop acquired cystic disease of the kidneys (ACDK).
One hundred and sixty-seven dialysis patients were classified into two groups according to the
presence or absence of ACDK, and the two groups were compared with regard to the dialysis
period, laboratory findings, and so forth. Among the 167 dialysis patients, 37.7% showed ACDK
and had an average dialysis duration of 10.3 years, which was significantly longer than the 5.0
years for patients without ACDK. The proportion of patients with ACDK rose with increasing
duration of dialysis; 64.6% of the patients on dialysis for more than 10 years had ACDK. The
values of hemoglobin and hematocrit of patients with ACDK were significantly higher than those
without ACDK.

Of 12 dialysis patients who were operated upon because of suspected renal tumor, pathological
examination confirmed renal cell carcinoma in 8 and adenoma in one. One of these patients had
been treated with chronic ambulatory peritoneal dialysis, and another had bilateral renal tumor.
Among the 8 patients with renal cell carcinoma, ACDK was detected in 5 by means of CT and
ultrasound tomography, and cystic changes were observed in two on light microscopic examination
of the resected kidneys. Pathological examination of the non-tumorous renal tissues revealed hy-
perplastic or adenomatous changes in the cyst epithelium in 5 patients undergoing dialysis for more
than 7.5 years. These changes were thought to be pre-neoplastic.

The high incidence of ACDK and the development of renal tumors in long-term dialysis pa-
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tients indicates the necessity of intensive monitoring.

(Acta Urol. Jpn. 37: 107-112, 1991)
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Table 1. Mean age and duration of dialysis in patients grouped
according to presence or absence of ACDK

ACDK (—) ACDK (+)

P value

Mean age (yrs.)
Duration of dialysis (yrs.)

55.2+14.5 50.5+11.2 NS
5.0 4.8 10.3% 3.8 P<0.00!
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Fig. 1. Incidence of ACDK in relation to duration of dialysis

D absence of ACDK

Table 2. Underlying renal disease in 167 dialysis patients and pro-

portion with ACDK
Disease No. of Mean age  Duration of Proportion with ACDK
N Pts. (yrs.) Dialysis Number %
Glomerulonephritis 109 50.2+12.3 7.2+5.4 46 41.8
Diabetic nephropathy 8 62.5%11.5 3.9+£3.2 0 0
Nephrosclerosis 15 61.3+12.9 7.0+4.8 4 26.7
Nephropathy of toxemia of pregnancy 10 51.7+ 9.5 11.4%3.0 6 60.0
Pyelonephritis/reflux nephropathy 5 57.4+16.8 8.9+6.4 2 40.0
Others 20  61.3%+15.6 4.6+3.5 5 23.8
Total 167 53.4%13.5 7.0%5.2 63 37.7

Table 3. Mean blood and serum values in dialysis patients
grouped according to presence or absence of ACDK

Mean values £S.D.

Blood and serum studies P value
ACDK (—) ACDK (+)
Hb (g/d1) 7.7 1.4 8.1+ 1.2 p<0.05
Ht (%) 23.8+ 4.1 25.5+ 3.9 p<0.01
Ca (mg/dl) 9.4+ 0.8 9.7+ 0.5 p<0.01
P (mg/dl) 5.2+ 1.3 5.1 1.0 NS
Ferritin (ng/ml) 225.6+426.0 147.0%314.6 NS
LDH (1U) 362.0+ 99.9 322.6+ 71.2 P<0.01
ALP (1U) 88.5+ 52.9 95.7+ 89.9 NS
CPK (1U/1) 203.3+182.1 173.9+218.7 NS
PTH (ng/ml) 2.7+ 3.6 6.1+ 10.1 p<0.01
Renin (ng/ml/hr) 3.8+ 4.2 4.7+ 5.9 NS
Aldosterone (ng/dl) 51.8+ 81.9 61.0% 83.3 NS
f2-MG (mg/1) 36.6+ 11.6 45.1+ 8.6 p<0.001
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Table 4. Summary of dialysis patients with renal cell carcinoma (1)
Cue hembais AcoK Mgpberol | lomeplasicor
1 36 M 0.1 - single -
2 47 M 2.8 + double -
3 51 F 3.3 +* single -
4 47 M 7.5 + single +
5 39 M 11.1 + single +
6 55 M 11.7 + multiple +
58 14.4 + multiple +
7 4 F 14.4 +* single +
8 35 M 14.8 +  single +
+ *: Cystic change was observed on light microscopic examination.
The patient of No. 6 was operated upon for bilateral renal tumor,
The patients of No. 2 has been treated with CAPD.
Table 5. Summary of dialysis patients with renal cell carcinoma (2)
1) Sex male: 6 (one: bilateral), female: 2
2) Mean age 44.7y.0 (34~58)
3) Duration of hemodialysis 8.9 yrs.
4) Underlying renal disease glomerulonephritis 7
unknown 1
5) Weight of resected kidney 176 g (60~324 g)
6) Incidence of ACDK 5/8 (62.5%)
7/8 (87.5%): including cystic change on microscopic examination
7) Incidence of renal cell carcinoma in dialysis patients 8/168 (4.8%)
8) Incidence of renal cell carcinoma in patients with ACDK 5/63 (7.9%)
9) Hyperplastic or adenomatous change in cyst epithelium 5/7 (71.4%)

10) Calcium oxalate crystals 8/8 (100%)
11) Metastasis 0/8 (0%)
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