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BRE 201942 18 H, YWMEHOFRLRL, ¥
DEFHR IR OTE ML & HH L YR adbk = %
Zo CT I THIMIKEE, ZEtRlEBICIRER %R, &
BB R R STz BEOFIIRIERIED & V) B
EFEIICIER L, WERE IEBE N IRE £ THLIR %
A7z (Fig. 1A, B)o FRECHE D BB RRE 2 ZEv,
JREH T —T VEREELARE o7,

ABRBFIEAE 55 170 cm, 1K E 684 kgo & ki o
I 162/82 mmHg, MR #1162/4, %, KR 362 Co
Sp02 97%, room airo FHEFIEG i, AMIEEERD U o
JETEERHCE IR 72 Lo

R—#% JLE 1005, pH50, # (-), &H (3+),
i (3+)

ReE  JRIEk > 100/HPF, HIER 30-49/HPF,
(), H#E )

RMMm#EH/RZE WBC 1186 x 10°/uL, Hb 144g/dL,
Plt 210 x 10°/uL

m&EE(LZEHE AST17U/L, ALT 11 U/L, BUN
27.7 mg/dL, Cr 2.23 mg/dL, eGFR 238 mL/min/1.73,
Na 149 mmol/L, K 4.7 mmol/L, CI 117 mmol/L, Ca 9.3
mmol/L, CRP 125 mg/dL, BS 215 mg/dL
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Fig. 1 CT scan images on admission.

A; Bilateral hydronephrosis, atrophic kidneys and left postperitoneal urinoma
B; Full bladder and bilateral hydroureters

Fig. 2 CT scan images on the ninth sick day
A: Hydronephrosis has improved and the left urinoma has disappeared.

B: Hydroureters are also improved and the bladder wall is quite thick.
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16,000 ml O a8 7 IR AFRGE L 720 UWNIL BT B E
DFRI & ZEZ TRHIHDORED 50%HEEx BZ & LT
AR L Tz, RIZEERPEUEL 2
O, RIAEFEDONNY T LY AMERKT %58 < BV AR
B2 AT o 720 5% @i KA HER Y (Table 1, Fig.
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L7262h, 4mg/ HETHWRELAZLEZAT] HEREIZ
%7 4000 ml % T L 726
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Table 1 5% Hypertonic saline load test

Na &1 05 30 55 60 53 90 55 120 43
IM{# Na (mmol/L) 145 149 153 152 156
MAE/ N 7L v (pg/mL) 37 5 75 9.7 115
M4EEEFE (mOsm/kg) 300 326
JRIZETE (mOsm/kg) 107 150
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Fig. 3 Serum vasopressin levels with serum sodium values. A solid line
shows the values of our patient.
Table 2 Pitressin load test
SN~ i) RNl 30 43 60 53 90 43 120 43 150 43
JRiZEE (mOsm/kg) 109 100 172 168 132
30 4 hRE (mL) 80 30 170 170 170
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Fig. 4 Pedigree chart of the patient. Arrow shows the proband. Some female

carriers come down with polyuria.
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JRIZEE 300 mOsm/kg PLF OKEEIR % & 7297, AR
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NEPHROGENIC DIABETES INSIPIDUS IN AN ELDERLY PATIENT INCIDENTALLY
DIAGNOSED DUE TO RENAL PELVIS RUPTURE : A CASE REPORT

MARI HANADA, HITOSHI ONO
axp YOSHIO NOMURA

Department of Urology, Oita San-ai Medical Center, Oita, Japan

SHOICHIRO IKUYAMA
Department of Internal Medicine and Clinical Investigation,

Oita San—ai Medical Center, Oita, Japan

Abstract:

Congenital nephrogenic diabetes insipidus is a rare inherited disease, which is typically found in infancy.

We report an unusual case in a patient who was incidentally diagnosed at an advanced age. A 70-year—

old man was brought to our emergency care center complaining of sudden left abdominal pain. Computed

tomography (CT) scan indicated left renal pelvis rupture with marked bilateral hydronephrosis. Based on

his blood chemistry, we considered he had deterioration of renal function probably due to postrenal acute

kidney injury induced by urinary retention. We immediately commenced conservative treatment with

urethral catheterization. Although CT findings were clearly ameliorated on the 9th day, he continued to

have marked polyuria with low osmolarity, 8,000-16,000 mL/day, which was unchanged from the first day

of admission. Accordingly, we suspected that he might have diabetes insipidus (DI), and endocrinological
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evaluation was performed. Hypertonic saline infusion failed to increase urine osmolarity despite the
significant elevation of serum Na and vasopressin levels. Infusion of vasopressin again failed to increase
urine osmolarity, thereby strongly indicating that he had nephrogenic DI. Because of the presence of
family members with polyuria and the absence of possible causes of acquired nephrogenic DI, we finally
diagnosed the case as congenital nephrogenic DI. The patient was given hydrochlorothiazide, which
effectively reduced urine volume to ~ 4,000 mL/day. (Nishinihon J. Urol. 82 : 111-116, 2020)
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