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Table 1 ABO groups and Rh phenotypes of RBCs compo-
nents transfused

Rh
No. Component ABO

D C c E e
1 Ir-RCC-LR2 AB + + + +
2 Ir-RCC-LR2 AB + + 0 0 +
3 Ir-RCC-LR1 AB + 0 NT NT 0
4 Ir-RCC-LR1 AB + 0 NT NT 0
5 Ir-RCC-LR2 AB + 0 NT NT 0
6 Ir-RCC-LR2 A + 0 NT NT 0

NT, not tested

ZHRIL 2 B L 7272, P HI A BE M L - T
HEHEBRZ ATV, #EZHER L7z Ir-RCC-LR 4 HifL (2
N 7)) BEgILL 72, ZO%YLHI OMIIH C+e OFF
MBI 720, MBEEIZERDDH - 72 Ir-RCC-LR
6 HAL (43y 7) 13 C(—), e (—) BH & Hm L7z,
BBOHRAETH HI+C+e HSME S, Midhigm L 72
4HMAC(+), e(+) THooZ L 2R L (Ta-
ble 1). itk 4 /1 HLL LERR RS 2 BIZE L7228, 5
MR BEMmAT RIZEED TV v (Fig. 1).
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FEZIZY V7 3% )b (Ortho Clinical Diagnostics
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b+ V12— 3 Y (0.AES.) (Ortho Clinical Diagnos-
tics #L) & IV 7R A A VBB R—MER s v 7)) »
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3) YL HI OFERE « I I A3E Biotestcell*-C (Biotest
), 77 7~—3Y = YA #RILER (Ortho Clinical Diag-
nostics #) & Ifii#E % il T 10 458 St S &7z,

4) Pt HI BrZ: © S BEE RIS (Immucor #) %
A7z,

5) PN : Ef Y H, Eifigs 9, 30, 80 HHPLC+
e, Pte PUikfliZ Z 21 RR, (DCCee) R IMERSB &L O
rr (decee) ARIMERICTHILE L7z Pkl PEGIAT
2 CTHRRT L 72,

6) EIEPLZ 1 7)) VHRER(DAT) : fi# 5, 7 HH
WCERLZ. F72, PUMREERBIZ A — VDT iR
II (Ortho Clinical Diagnostics 1) % i\ CT4T- 7-.
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Fig. 1 Clinical course
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HICTH C+e ZFE L7z, RUHIMSE & BT HI WA I
B THILATIZAT - 72 Ir-RCC-LR 4 BT 0588 A3
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Table 2 Major crossmatch test before and after adsorption of anti-HI

Before adsorption After adsorption

No. Component
Saline LISS-IAT Saline LISSIAT
1 AB (+) Ir-RCC-LR 0 0 0 0
2 AB (+) Ir-RCC-LR 0 w+ 0 0
Autocontrol 0 0 0 0

LISS-TAT, Indirect antiglobulin test using low ionic strength solution

Table 3 Titers of anti-C+e and anti-e, direct antiglobulin test and elution test

Day 0 Day 5 Day 7 Day 9 Day 30 Day 80
Titer of anti-C+e* 1:2 NT NT 1:2 1:4 1:4
Titer of anti-e# 1:1~1:2 NT NT (—) 1:1 1:2
Direct antiglobulin test NT (—) (—) NT NT NT
Elution testb NT (+) (+) NT NT NT

NT, not tested
*Reaction with RiR1 (DCCee) cells on PEG-IAT, Indirect antiglobulin test using polyethylene glycol

#Reaction with rr (dccee) cells on PEG-IAT
b Dichloromethane-dichloropropane

Table 4 IgG subclasses of anti-C+e and anti-e

IgG1 1gG2 I1gG3 1gG4

anti-C+e* 1.28 1.71 1.19 1.09
anti-e# 1.26 1.15 1.09 1.05

*Reaction with RiR1 (DCCee) cells
#Reaction with rr (dccee) cells

Numbers represent the median fluorescence inten-
sity ratio of samples to their negative controls.
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(ZDFEFNTDWTIZ ABB) DI & S S 5729,
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e (+) MEDOHFHN X > THURMME A L7 L 72wl fetkix
TETE WA, HUkio ERER A OB A» 5 —
WEEIDE R L2 i LW 5HHE 7HHE
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SO 72D 7 7 5 AFHMATE o7z
A, ARIEBIO X 9 BAEEEIMD 7 + T —7T v 7R
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WIS 2 EDNETH .

X
D IR, HFE—, IEARES, fit: JHIBURIC L %
T BEFIEC ITP 2 & 6F L 72 Evans JEBERE O 1 6.
H AR~ MRS, 45 (4) : 466—470, 1999.



H A i i Al i 3 2 & il

o6k HaE

2) Mollison PL, Engelfreit CP, Contreras M: In: Klein HG,

3

4

5

6

)

)

)

=

Anstee D], eds, Mollison’s Blood Transfusion in Clinical
Medicine, 11th ed, Blackwell, Oxford, 2005, 48—113.
Ness PM, Shirey RS, Thoman SK, et al: The differentia-
tion of delayed serologic and delayed hemolytic transfu-
sion reactions: incidence, long-term serologic findings,
and clinical significance. Transfusion, 30 (8): 688—693,
1990.

Vamvakas EC, Pineda AA, Reisner R et al: The differen-
tiation of delayed hemolytic and delayed serologic
transfusion reactions: incidence and predictors of hemo-
lysis. Transfusion, 35 (1): 26—32, 1995.

Pineda AA, Vamvakas EC, Gorden LD, et al: Trends in
the incidence of delayed hemolytic and delayed sero-
logic transfusion reactions. Transfusion, 39 (10): 1097—
1103, 1999.

ARMERBRA ORIMECRIRAR) 774 7 4 AARRES
FRIMERIIMR A (RILERGRIREE) 74 T4 > HAEIL
FREE, 49 (3) ©398—403, 2003.

7)

8)

10)

11)

499

IAE T, ZHAE ERAELT, i S0k
C. e, BiJk', HLPHUMA)IC & 0 BN 2 s L
THIE L 7= IS i i O . B A 27 2R,
43 (6) : 896—900, 1997.

A ORI, BRI E—, M —RBEIRE LD
BEREINEEZ 5N EREEMEEMEEREO 1
FER.  HAREEMAE 2R, 50 (6) : 768—773, 2004.
JedE—, MIREEY SHTE, b —REERISIZ
X REE S NTHL C+e PUKIC X 2 TP M o &)
fEHZ2 L7216 HAEM MRS, 51 (6) : 594—
600, 2005.

Petz LD, Garratty G: Mechanism of immune hemolysis.
In: Immune hemolytic anemias, 2nd ed, Churchill Living-
stone, Philadelphia, 2004, 133—166.

fle & ARIER, IWHSEM T, &T74LF, i SRR
BUF BARIMER IgG M FAEHTA OB ORGET. H A
M 2sHERE, 49 (5) © 640—645, 2003.



500 Japanese Journal of Transfusion and Cell Therapy, Vol. 56. No. 4

INCOMPATIBLE RBC TRANSFUSION WITHOUT HEMOLYSIS IN A PATIENT
WITH ALLO ANTI-C, -e AND -HI

Akiko Sugawara", Hisako Kitsukawa", Minae Takasaki", Miho Okutsu", Shunichi Saito",
Kinuyo Kawabata", Hiroyasu Yasuda", Hitoshi Ohto", Yoshiyuki Sato® and Hitoshi Yokoyama®
"Department of Blood Transfusion and Transplantation Immunology, Fukushima Medical University Hospital

’Department of Cardiovascular Surgery, Fukushima Medical University Hospital

Abstract:

Antibodies against Rh antigens have been associated with clinically significant hemolytic transfusion reactions.
We describe here the uneventful transfusion of C + e + red cells to a previously transfused patient with anti-C and
anti-e.

A 69-year-old male with a wound infection had a history of transfusion one year prior, at which time no alloanti-
bodies were detected. Seven units of concentrated red cells were ordered for debridement surgery. Anti-HI was iden-
tified in the patient’s plasma, but he required transfusion before antibody screening was complete. Compatibility test-
ing with anti-HI-depleted plasma allowed the release and transfusion of 4 units (2 bags) of red cells. Anti-C and -e were
identified after transfusion. Subsequently, 6 units (4 bags) of C— e — red cells were transfused for postoperative hem-
orrhage. Although the first 4 units of red cells were C+e+, no evidence of hemolysis was observed in 4 months follow-
ing transfusion.

Titers of anti-C +e increased from 1:2 on Day 0 to 1 : 4 on Day 30 : however, no hemolysis was observed with this
increase. IgG subclasses of anti-C + e could not be identified because of the low titer. While the direct antiglobulin test
was negative on Days 5 and 7, panagglutinating antibodies including anti-C + e were eluted from patient’s red cells
on both 2 days.

Anti-C + e titer was low and incompatible blood was partially lost due to perioperative bleeding, so it is plausible
that hemolysis was not observed in this situation. Nevertheless, to reduce the likelihood of incompatible transfusion

events, it is important to educate physicians about the value of early antibody screening.

Keywords:

Anti-C + e, Anti-HI, incompatible blood transfusion, hemolytic transfusion reaction, IgG subclasses
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