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LEUKOREDUCED PLATELET CONCENTRATES BY THE COBE SPECTRA
LEUKOREDUCTION SYSTEM PREVENT SEVERE ANAPHYLACTIC
REACTIONS ASSOCIATED WITH PLATELET TRANSFUSION
THROUGH LEUKOCYTE REMOVAL FILTERS :

TWO CASE REPORTS
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Life-threatening anaphylactic transfusion reaction, a rare side-effect of platelet transfusion, has
been reported in patients who lack various plasma proteins such as IgA and the fourth complement
component (C4).However, the cause of these reactions has in most cases not been determined.

We experienced two patients with hematological disorders who developed severe anaphylactic
reactions after several platelet transfusions with a leukocyte removal filter. C 3, C 4 and immuno-
globulins A, G and M levels in their sera were normal. Anti-platelet, plasma anti-IgA, and C4 and C 9
antibodies were negative.

The COBE Spectra Leukoreduction System (LRS) produces platelet concentrates (PC) that con-
tain less than 0.5 X 10° residual white blood cells. Since anaphylactic reaction to plasma protein was
unlikely in our cases, we transfused LRS-PC without a leukocyte removal filter. Both patients re-
ceived frequent infusions of LRS-PC without further complications.

Although the cause of the anaphylactic reactions in these two cases remains unknown, LRS-PC
transfusion was useful in avoiding anaphylactic reaction associated with platelet transfusions
through leukocyte removal filters.
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Table 1 Laboratory data on admission in patient 1

Peripheral blood

Blood chemistry

WBC 1,200 /ul TP 7.6 g/dl
Promyelo 6 % Alb 5.0 g/dl
Myelo 1% T-Bil 1.0 mg/dl
Stab 3% GOT 14 TU/1
Seg 36 % GPT 19 1U/1
Lympho 45 % LDH 160 1U/1
Mono 3% y-GTP 16 TU/I

RBC 352 x 101 /ul BUN 7.1 mg/dl

Hb 113 g/dl Creat 0.6 mg/dl

PLT 8.7 X 104 /ul UA 3.5 mg/d!

Coagulation test Na 142 mEq/1

PT 13.2 sec K 3.3 mEq/]

aPTT 29.8 sec Cl 104 mEq/1

Fbg 148 mg/dl | Serological test

FDP 40 pg/ml CRP 1.38 mg/d!

Bone marrow Chromosome

Marked Hypercellular
marrow

48, XX, + 8, t(15;17)
(q22 ; q11-21), + mar

Myeloid 934 % RT-PCR
Myelobl 0% BM : PML-RARaemRNA ( +)
Promyelo 92 %

Myelo 12 %
Meta 0%
Stab 0.2 %
Seg 0%
Eosino 0%
Baso 0%
Erythroid 0.2 %
M/E 464 1 1

17) (q 22 ; q 11-21), +mar % RT-PCR #:C PML-
RARo F 2 7 mRNA % il 7.
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Fig.1 Clinical course in patient 1
Anaphylaxis-1 : Filter + PC 10, Anaphylaxis-2 . Filter +LRS-PC 10

Table 2 Laboratory data on admission in patient 2

Peripheral blood Blood chemistry

WBC 3,800 /ul TP 74 g/dl
Blast 5% Alb 44 g/dl
Myelo 0% T-Bil 1.0 mg/dl
Stab 20 % GOT 46 TU/I
Seg 26 % GPT 74 10/1
Lympho 46 % LDH 473 1U0/1
Mono 3% y-GTP 26 TU/1

RBC 257 X 104 /ul BUN 16 mg/dl

Hb 8.8 g/dl Creat 0.8 mg/dl

PLT 7.7 X 101 /ul UA 50 mg/dI

Bone marrow Na 140 mEq/1

Marked Hypercellular K 44 mEq/]
marrow Cl 100 mEq/1

Myeloid 46.2 % Serological test
Myelobl 26.4 % CRP 0.27 mg/dl
Promyelo 0% Chromosome
Myelo 19 % 46XY
Meta 8%

Stab 6.4 %
Seg 12.8 %
Eosino 0%
Baso 0%
Erythroid 134 %
M/E 3451
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Table 3 Antibodies in serum and serum levels of proteins
Antibodies & serum levels of proteins Patient 1 Patient 2
anti-plasma protein antibodies
anti-IgA antibody (—) (—)
anti-C4 antibody (—) (—)
anti-C9 antibody (—) (—)
anti-transferrin antibody (—) (—)
anti- al-antitrypsin antibody (—) (—)
anti- al-acidglycoprotein antibody (—) (—)
anti-HS-glycoprotein antibody (—) (—)
anti-haptoglobin antibody (—) (—)
serum levels of proteins no deficiency no deficiency
IgG, IgA, IgM, C3, C4, transferrin, al-antitrypsin,
al-acidglycoprotein, haptoglobin
anti-HLA antibodies (—) (—)
anti-platelet antibodies (—) (—)
total IgE :(normal range : < 250 U/ml) 150 U/ml not tested
specific IgE : ethylene oxide 0 Ua/ml not tested
latex 0 Ua/ml not tested
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Fig.2 Clinical course in patient 2
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