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A 34-year-old house wife was first seen on July, 1975 with lumbago and fever, and typical findings
of medullary sponge kidney were presented on IVP. While clinical observation was subsequently
performed on the out-patient basis for 2 years and 7 months, urine pH level was found to be fixed
around 6.5~8.0, although general metabolic acidosis did not exist. She had normal values of GFR
RPF, and normal urinary concentrating ability. Endocrine functions including parathyroid func-
tion were normal. Biochemical laboratory data were also within normal limits. On ammonium
chloride loading test, urine pH did not drop less than 5.5 and NH,*, titrable acids and total H+ excre-
tions were low normal. Normal K and Na clearances and decreased H* excretion were disclosed
with the administration of acetazolamide and sodium thiosulfate. Arterial gas analysis showed normal
values of pH and pCO, and low normal bicarbonate. Those laboratory data indicate that she had
medullary sponge kidney associated with incomplete renal tubular acidosis. Disturbances of renal
tubular function in medullary sponge kidney were briefly reviewed and a rareoccurrence of the

association of incomplete type of renal tubular acidosis in medullary sponge kidney was discussed.
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Table 1. Laboratory data during admission
(Part 1).
1 st Admission 2nd Admission
(March, 1877} (January, 1978)
Blood counts:
RBC 474%x10* 509x10*
wBC 8000 8100
N 65 63
Smear E 2 2
%) =] 1 2
L 28 30
M 3 3
Platelet 17.5x10% 27.1X10*
Hb (g % 14.9 14.9
Ht (%) 46 446
Serum (12-SMA)
GPT (/L) (5-25) 9 9
GOT (ml/ml) (20-60) 23 25
L.DH ” (20-200) 113 153
Alkal. phos. (30-85) 72 67
Total Bilirubin (mg %) (0.2-1.2) [oX ) 1.0
Cholesterol (180-275) 166 154
Total protein (gm %) (6-8.2) 73 7.2
Albumin (3.5-5.5) 5.0 4.3
Uric acid (mg %) (2.5-8.0) 5.2 5.5
BUN (8-20) 17 13
Glucose (65-110) a3 98
Phosphorus (2.5-4.5) 30 3.0
Ca ” (8.5-10.8) 8.4 9.6
Protein fraction (%)
Al 62.0 59.8
a;-Gl 24 341
az-Gl &3 70
£ -Gl 108 101
y-Gl. 185 20.0
A/G ratio 1.63 1.48

Table 2. Laboratory data during admission (Part 2).
1 st Admission 2nd Admission
) (March, 1977) (January, 1978)
Serum Na (mEa/L) (135-147) 143 141 141 139
K “ (3.6-4.8) 3.7 4.1 3.8 38
Ci ” (96-110) 107 105 107 107
creatinine (mg %) (0.8-1.7) 0.9 0.73 0.8 08
idnized Ca (Ca*™) (mEg/L) (1.80-2.20) 1.80 --- --- 1.62
Blood pH (7.35-7.45) 7.40 7.39 7.375 7.365
pCQ: (mmHeg) (35-45) 36 41 37 38
bicarbonate (mEg/L) (22-27) 28.5 236 21.6 21.6
Creatinine clearance (ml/min) (80-120) S8.6 1022 120.6 101.6
PSP 15 min 32 30
(%) 120 min 70 70
Urinalysis : Protein =) ©)
Sugar ) -
pH 65~75 6.0~7.0
Sediment : RBC 1~2/HPF O~2/HPF
WBC 1~2/HPF~10~18/HPF 1~2/HPF
. Cast -=) -
Urine specific gravity 1012~1015 1013~1015
Urine culture (=) ~Staph. epid. > 10° =
Urinary Ca excretion (mg/24hrs) (120-240] 113, 221 258
% TRP (84.7-97.9) 81.1, 788 820
immunoreactive PTH (ng/mf) (<0.8) 0.9 <0.1
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