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Tumor lysis syndrome
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Department of Internal Medicine, College of Medicine, the Catholic University of Korea
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Table 1. Clinical profile of typical patient at risk for tumor lysis syndrome

Young (often <25)
Male

Lymphoproliferative malignancy with abdominal involvement

Markedly elevated serum LDH
Presence of volume depletion
Concentrated, acid urine pH
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Table 2. Causes of renal failure in cancer patients

Urinary obstruction
Severe volume depletion
Parenchymal disease
Glomerulonephritis (eg, cryoglobulinernia)
Vasculitis
Hypercalcemic nephropathy
Tumor replacement
Tumor lysis syndrome
Acute uric acid nephropathy
Calcium/phosphate nephropathy
Myeloma kidney {cast nephropathy)
Drug nephropathy
Methotrexate
Cisplatin
Mitomycin
Interferon- @
Interleukin 2
Antibiotics
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Table 3. Management of patients at risk of tumor lysis syndrome

Where no metabolic aberration exists

a) Allopurinol 500 me/mYday, reduce to 200 mg/m’/day after 3 days of chemotherapy.
b) Hydration 3 liter/rnz/day, 1 liter normal saline, 2 liter 5% dextrose.

¢) Chemotherapy initiated within 24-48 hours of admission.

d) Monitor urine output, blood pressure & CVP at least 4 hourly.

e) Consider prophylactic bicarbonate which can be discontinued if serum urate dose not rise.
f) Monitor electrolytes, urea, creatinine, uric acid, Ca, & phosphate every 12-24 hours initially.

Where a metabolic aberration exists
a) Allopurine! as above
- Reduce dese in renal failure
- Reduce dose if hyperuricemia controlled

b) Hydration as above, add a non-thiazide diuretic as required.

¢) Urinary alkalization using isotonic NaHCOs adjust rate to maintain urinary pH > 7.0

Discontinue when serum uric acid is normal.

d) Treat hypocalcemia if symptomatic or EKG abnormality.

Use intravenous calcium & activated vitamin D.
e) Treat hyperkalemia appropriately.
f) Inform nephrologist at an early stage.
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Table 4. Indications for dialysis in the tumor lysis,syndrome

Persistent hyperkalemia despite conventional treatment
Rapidly rising serum phosphate or persistent hyperphosphatemia

Symptomatic hypocalcemia
Volume overload
Hyperuricemia
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