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Recurrence of severe hypophosphatemia associated with tumor neogenesis in a patient with acute

lymphocytic leukemia who experienced acute renal failure due to tumor lysis syndrome

Takashi MURAMATSU, Yuya NAKAMURA, Asuka SHIBUYA, Hitoe SUZUKI, and Minoru ANDO

Department of Nephrology, Tokyo Metropolitan Komagome Hospital, Tokyo, Japan
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We report a 47-year-old male patient with acute lymphocytic leukemia (ALL) who showed recurrent
severe hypophosphatemia. Chemotherapy for ALL induced tumor lysis syndrome requiring hemodialysis
therapy. Thereafter, severe hypophosphatemia (serum phosphorus concentration less than 0.7 mg/dL) was
observed several days before an acute rise in peripheral lymphoblast cell counts due to recurrence of ALL. This
hypophosphatemia soon returned to a higher than normal level by treating leukemic cells with anti-cancer
agents. This event occurred twice in his clinical course. The laboratory tests strongly suggested that this hypo-
phosphatemia was induced by a shift of phosphorus into leukemic cells that rapidly replicated in the tissues.
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Laboratory data on the initiation of hemodialysis therapy

Blood cell counts

WBC 9,100/uL TP
Blast 24.0 % Alb
Myelo 1.5% UN
Stab 3.0% Cr
Seg 55.5 % UA
Lymph 9.5% Na
Mono 25% Cl
Eosino 25% K

RBC 408 X 10%/uL Ca

Hb 12.8 g/dL iP

Pt 1.2X10%/uL T-Bil

AST
Coagulation status ALT

PT 68 % LDH

PTINR 1.21 ALP

APTT 34.7 sec GGT

Fib 362 mg/dL Amy

AT- I 83 % Glu

FDP 17.9ug/mL CRP

Blood chemistry

Urinalysis
5.6 g/dL Specific gravity 1.008
3.4 g/dL pH 6.0
35 mg/dL Protein 1+)
2.6 mg/dL Glucose (+/-)
12.0 mg/dL Keton body (-)
137 mEq/L occult blood (=)
100 mEq/L
4.2 mEq/L
7.1 mg/dL
13.0 mg/dL
0.5 mg/dL
163 1U/L
94 1U/L
6,299 IU/L
622 1U/L
255 1U/L
103 1U/L
202 mg/dL
8.7 mg/dL




604 NS AR 12 & 24K > i

, Hemodialysis
[CTX CTX

15.0

/Serum phosphorus(mg/dL)
Serum creatinine (mg/dL)

: (3]
| Urinary Excretion of Phosphorus (mg/day) H 3

es] 4]

WBC

x10%pL

Blast
0

15

Fig. Clinical course of the patient
WBC : white blood cell, CTx : chemotherapy
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