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Fig. 1 Clinical course of laboratory examinations

Hp; Haptoglobin

RCC-MAP; Red cell concentrate with MAP solution

FTRC; Frozen thawed red cells

Table 1 Transfusion-related tests before and after transfusion

Transfusion-related tests Before transfusion (sampling on 17th hospital day)

After transfusion (sampling on 29th hospital day)

Identification of unexpected antibodies
to red cell antigens

Immediate-spin Negative
Bromeline Negative
Ficin Some red cell panels (1 +), Autologous control (0)
Alb-IAT All red cell panels (1 +)3%, Autologous control (1+)
PEG-IAT All red cell panels (3+)3%, Autologous control (1 +)

Anti-E
All red cell panels (1+~4+), Autologous control (0)
NT
All red cell panels (4+), Autologous control (0)
All red cell panels (4+), Autologous control (0)

Direct antiglobulin test

Polyspecific AHG 1+) 0)
Anti-IgG 1+) (w+)
Anti-C3b, C3d 0) ()
Anti-C3d 0) 0)
Control (0) )
Eluate NT Negative %k
Blood grouping B, Dccee, NN, P1—, Le (a—b—), Jk (a+b+), Di(a+) NT

Ss and Duffy antigen were not specifically discernible

AHG; Antihuman globulin
NT; not tested

* Post absorption using ZZAP-treated autologous cells showed the same reactions
%% Saline-TAT

L TR LENEROY 271220 CHHZ 1TV,

Wi OFEBBIE 2 04T ) L) IR L 72, K
BRI BE Tl & ft & AP OR A 21T o 724
HE R, Rt > 7 — ISR L
7o 28 H, T A o WIRMIMIR & PERE A

® 5N, Haptoglobin (Hp)5mg/dl & 2%, LDH 1,034
1U/1, LDH 433 LDH132%, TBil1l9mg/dl & k&,
RR T 3+, ARIMLER 1 A/ HPF & itk Z bhs i
5 7z, F 72 BUN 1lmg/dl, Creatinine 0.38mg/d!
TEZOHRBMEDO LA IR SNT, BEERE THERIC
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DELAYED HEMOLYTIC TRANSFUSION REACTION (DHTR) DUE TO ANTI-E AND
ANTI-Di® ANTIBODIES: A CASE REPORT

Shinji Matsumoto, Mariko Okawa, Mai Tsunoda, Yuko Harada, Aki Ojima, Kenji Tamae,
Takashi Tanazawa, Mitsue Hirayama, Eriko Shoda and Kenji Ikebuchi

Division of Cell Transplantation and Transfusion, Saitama Medical University International Medical Center

Abstract:

A 53-year-old female experienced delayed hemolytic transfusion reaction (DHTR). A fall in hemoglobin (Hb) in
this patient required red cell concentrate (RCC) transfusion. Prior to the transfusion, screening for unexpected anti-
bodies to red cell antigens revealed a positive reaction toward all red cell panels as well as to the autologous control.
Crossmatching test-compatible RCC and weakest-positive RCC were selected, then transfused. Ten days after trans-
fusion, a large fall in Hb occurred with red-brown urine. Clinical laboratory tests demonstrated hemolysis including
high titer LDH and low haptoglobin (Hp) level. The sample was sent to Tokyo Metropolitan Red Cross Blood Center
where the presence of anti-Di” and anti-E antibodies was confirmed. Antigen-selected crossmatching test-compatible
frozen thawed red cells (FTRC) were transfused with good recovery of Hb without adverse reaction. This case em-
phasizes that a good partnership should be established among physicians, transfusion medicine department staff, and

the blood center to maintain safe transfusion therapies.
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