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Clinical Tumor Lysis Syndrome in Patients with
High-Grade Non-Hodgkin's Lymphoma

Seok Lee
Department of Internal Medicine, College of Medicine, Ewha Womans University

Objectives : Tumor lysis syndrome(TLS) has been broadly defined as the metabolic abnor-
malities that occur after rapid tumor breakdown. The purpose of this study was to evaluate the
types or degrees of metabolic abnormalities and clinical characteristics in patients with high-
grade non-Hodgkin's lymphoma(NHL) who developed clinical TLS.

Methods : Patients were considered to have 'clinical TLS' if two of the following rnetabohc
abnormalities occurred within 4 days of treatment : a 25% increase in the serum phosphate,
potassitm, uric acid, urea nitrogen concentrations, or a 25% decline in the serum calcium
coneentration and one of the following : a serum potassium level greater than 6.0mEq/L, a
creatinine level greater than 2.5mg/dL, a calcium level less than 6.0mg/dL, the development
of a life-threatening arrhythmia, or sudden death.

Results : Clinical TLS occurred in 15 patients with advanced high-grade NHL, and these
patients were associated with elevated lactate dehydrogenase(LDH) and f3,-microglobulin(MG)
levels. Pre-treatment TLS occurred in 10 patients(66.7%) and post-treatment TLS in 5 patients
(33.3%). Most of these patients showed metabolic abnormalities including hyperuricemia, hyper-
phosphatemia, hypocalcemia, or acute renal insufficiency. They were treated with adequate
hydration combined with allopurinol and recovered in 4 patients. In remained 11 patients,
hemodialysis was required and the metabolic parameters returned to normal levels without any
significant complications.

Conclusion : It is important to remember that patients with advanced high-grade NHL who
have more increased serum LDH or B,-MG level be carefully monitored. Further investigations
of elucidating risk factors and diagnostic criteria on clinical TLS will be required.

KEY WORDS : Clinical tumor lysis syndrome - High-grade non-Hodgkin's lymphoma - Metabolic
abnormalities - LDH - B,-MG.
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Table 1. Characteristics of patients

Case  Sex/  Histopathologic Stage  Bone marrow Hb Hemogram Platelet LDH B-MG
No.  Agelyr) subtype involvement (g/dL) WBC(L) (U8} (v {mg/L)
1 M/14  SNCL* v + 9.2 11,910 219,000 449 12.5
2 M/42  SNCL v + 9.6 10,900 322,000 265 9.3
3 F/35  SNCL I\ + 8.0 4,130 301,000 1,690 15.8
4 F/51 SNCL v + 7.3 1,750 42,000 369 14.7
5 F/56  SNCL v + 119 10,200 442,000 3,310 7.1
6 F/23  SNCL 1\ + 10.8 12,000 167,000 203 23.2
7 M/28  SNCL I\ + 11.0 14,250 79,000 2,930 8.4
8 M/25  SNCL v + 9.8 10,500 283,000 423 35
9 M/32  SNCL v + 8.9 4,250 110,000 1,890 10.4
10 M/21  SNCL v + 10.2 9,200 328,000 885 8.9
11 M/30  SNCL \Y% + 9.9 8,800 295,000 1,570 9.3
12 M/29  SNCL \% + 10.2 12,100 187,000 655 5.2
13 F/38  Immunoblastic v + 9.2 3,250 66,000 1,930 11.8
14 M/27  Immunoblastic v + 8.3 7,010 83,000 626 8.6
15 F/19  immunoblastic v + 8.2 8,500 92,000 1,230 13.1
* . small non-cleaved cell lymphoma
A FAN To FAS 2L A F dkA] o] a5FA(386~96.8mg/dL)X7F ErlEo] glgleH,
el 270] FUE A9 I FRENTFEOZ A% Fol L AANVS) FuHE A9 42} 139
Aelaisnt. (86.7%), 11(13.39)9cF. 84 BEAE BE B2
oA AT vlE) ZAE 2AE HIoH, oF
& at AT vla] 25% ol ZaH At 53(33.3%)
AL o] BF uAFFo| FREHAT. 8 Z2EA
1. Y BN 5 £ Qw2 AEF A0 mE tae) Wil ¢y
A A %—°J’-8—'H FTPTOE A oM om APEFY 26% ol FUHE A= 4:(26.7
o] YHi H)E= 9: 6, 2YAHL 29(14~56) Aol & %)9tH(Table 2).
ZAIgs T"ré’é‘*é‘i—‘i t) 52 o] small non-cleaved cell® 3. NE U B
o]z (12#0), immunoblastic lymphoma oF&e] 33 A 2

AT o]E EFoJA A 77t 4712 Z5ARe]

ik 54 2oH, EAHEA HA 29 lactate

dehydrogenase(LDH) (&  1,228(203~3,310)IU/L

(B 1 56~1231U/L)) E  Brmicroglobulin(MG)

(#FF 10.8(3.5~23.2)mg/L(ARA ; 1.2~2.5mg/L))
g ZE #xolA] S71E 0] dtH(Table 1).

2. A1y R R ME Fole Bk

A5 TS FLo] BT -9 1021(66.7%)
A3, YA 5?4](33.34)011/\ A=F LS o
Y FEEAFTFToR AGE RE BN A
Fd] w3 25% ol 84 24H104~22.3mg/dL) ¥

TP LA BEssta g 59
AV A% A € 2HRO)= A
FUNETE ZA2ATRA - FAHT o) wA
2 allopurinol 54 5 BEE23E A3 23}, 49
(26.7%)NX= Y odl tgialeld SL& Al7|% &
o7} mAHG o YHR] 118(73.3%)o = BEL
Yol = ET3ta AlVIs oS82 Qg AW FAT
a7t A tiAteldo]l HA oglEle] FHRAS
Agstget. REN L fiate] AT ol we 1-53]
AP on, BE SxldA trlold LA FAH
F2 e, FHEANSTTE AAR Qs AV
B5E A} (Table 2).
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