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Renal impairment with a decreased glomerular filtration rate is a classical nephrotoxicity associated with
cisplatin (CDDP).  Renal salt wasting syndrome (RSWS), which is characterized by water and salt wasting,
is a rare nephrotoxicity associated with CDDP.  This syndrome shares many similarities with the syndrome
of inappropriate secretion of antidiuretic hormone (SIADH). Thus, it is important to differentiate between
RSWS and SIADH because the treatment of one affects the pathogenesis of the other. Here, we report a
case of RSWS after chemotherapy with CDDP. A 72-year-old man with bladder urothelial carcinoma
(cT2NOMO) was admitted to our hospital for the first cycle of neoadjuvant chemotherapy with CDDP and
gemcitabine. He was administered intravenous fluids on day 2 before chemotherapy. Five days later, he
developed nausea, dysorexia, delirium, hyponatremia (serum sodium level 115 mEq/l), and renal
dysfunction. Thus, we administered a normal saline infusion. Over the next 6 days, his serum sodium
level increased to 137 mEq/], and we stopped normal saline infusion. Three days after discontinuation of
saline infusion, his serum sodium level again decreased to 128 mEq/1, and the next day, his systolic blood
pressure dropped gradually between 70 and 80 mmHg. Therefore, we resumed the normal saline infusion,
and after 3 days, his serum sodium level increased to 135 mEq/1 and systolic blood pressure ranged between
110 and 130 mmHg. On the basis of dehydration and high urinary sodium excretion at the onset of
chemotherapy, we diagnosed this clinical condition as RSWS.  We abandoned neo-adjuvant chemotherapy,
and performed total cystectomy and ileal conduit. Since 4 months after surgery, he has been free from
recurrence and metastasis.

(Hinyokika Kiyo 58 : 425-429, 2012)
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HIFE T IR e dp o 72,

ABERARA A BT, Ml — W] & 2 2 ST R
3RED o7z,

ML MR 1E, Na 117 mEq/dl, C182 mEq/dL,
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Fig. 1. Clinical courses.
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Table 1. Differential diagnostic features of RSWS and SIADH
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RSWS: renal salt-wasting syndrome, SIADH : syndrome of inappropriate antidiuretic hormone, Na : =~ 1) 7 A,

Table 2. Differential diagnoses of RSWS

FEIE 5 RSWS & OFEL RSWS & o7
BB 4 %ga MAE, FRA Na #EiliE 1, Bk, &7 BRI, MEIVF Y —VET
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RSWS': renal salt-wasting syndrome, Na: -~ w4, K: #1174, SWS: salt-wasting syndrome, CDDP : cisplatin.
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Table 3. Summary of case of RSWS

M (H)

WEE F M EERE LYAy (CDDP f3i4) Na WS W8 (H)  Mioins

Kurtzberg”’ 4 T MERUBAME  CDDP 5 119 7 CDDP #kist

67 M ®f7LEIE  CDDP+CPA NR NR NR NR
Vassal” 17 M #E3MAEEE  CDDP + teniposide 10 120> 23 ik

14 M Ewing WE  CDDP+VCR 7 120> 8 NR

3 I MESEMIAE  CDDP 121 ] 120> 2 Hik

Lammers'?’ 10 F JUEARHIRLNE  CDDP+ VLB +BRM 3 117 10 NR
Tscherning” 3 M HiRSEHleE  CBDCA+ETP 4 117 11 NR
el Weshi'” 66 M It CDDP +5-FU 2 122 NR NR
Orbo'? 53 F THWEN  CDDP+EPI NR 109 90 NR
Peyrade'” 54 F /R CDDDP+ AR 3 NR NR NR
Cao® 48 FUIEHE CDDP + 5-FU 3 120 5 NR
Tyer' 59 M Bl/MRSKE  CDDP+ETP 3 114 21 CBDCA+ETP
e 79 M /N CDDP+ETP 5 113 10 CBDCA +ETP
Abdelghani'® 55 M AETR CDDP +5-FU +PTX NR 118 NR CBDCA ~ZH
P 66 /NS CDDP+ETP 3 123 22 CBDCA ~ZHi
Hamdi'® 64 F AEE CDDP +5FU 5 122 9 ok
w0 69 F JRE&LFEHE  CDDP+ Gemcitabine 3 118 2 CBDCA ~ATH
B 72 M RIS FEHE CDDP + Gemcitabine 7 115 22 ik

CDDP: cispltain, CPA: cyclophosphamide, VCR: vincristine sulfate, VLB : vinblastine, BRM : biological response modifier, ETP:
etoposide, 5-FU : 5-fluorouracil, EPI: epirubicin, PTX: paclitaxel, CBDCA : carboplatin, NR : no record.
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