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A RhD Negative Patient Failed to Produce Detectable Anti-D after Transfusion of 35 Units of
RhD Positive Red Blood Cells

Won Mok Lee, M.D.}; Ji Hae Kim, M.D.!, Jung Sook Ha, M.D.!, Nam Hee Ryoo, M.D.!, Dong Seok Jeon, M.D.},
Jae Ryong Kim, M.D.!, and Duck Cho, M.D.2

Department of Laboratory Medicine, School of Medicine, Keimyung University', Daegu; Chonnam National University Medical SchooP,
Gwangju, Korea

In the present day, pretransfusion tests include ABO and RhD grouping, antibody screening, anti-
body identification, and cross matching. Although error rates for these tests have decreased com-
pared to those in the past, clerical errors still occur. When exposed to RhD positive RBCs, a RhD
negative person can produce anti-D that causes a severe hemolytic disease of the fetus and the
newborn in addition to hemolytic transfusion reactions. Therefore, administration of RhD positive
RBCs to a RhD negative person should be avoided. We experienced a RhD negative patient who
had been misidentified as positive and transfused 35 units of RhD positive RBCs eight years ago,
but did not have detectable anti-D in present. The red cells of the patient showed no agglutination
with the anti-D reagent and a negative result in the standard weak D test. The multiplex PCR with
sequence-specific priming revealed that the patient was RhD negative. (Korean J Lab Med 2007,

27:369-72)
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Fig. 1. PCR sequence specific primers pattern of RHD alleles. RhD
positive sample (1, 2) shows the amplified fragments of intron 4
(224 bp) and exon 7 (123 bp) of RhD gene. RhD negative sam-
ple (3, 4) and this patient (5, 6) show the lack of amplified frag-
ments. In all lanes, a 443 bp fragment (human growth hormone),
representing internal control, was amplified. M: DNA molecular
weight marker with 100 bp increment.
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9] FE-E 313l multiplex PCR with sequence-specific pri-
ming (PCR-SSP)& 133}tk

Intron 4] AL redl-sense (5-CGAGACCCAGTTT-
GTCTGCCATGC-3) 9} rbl2-antisense (5 -TCCTGAACCT-
GCTCTGTGAAGTGC-3') 9] Eo] AJHHA|E, exon 7¢l| UI3)A]
— ga7l-sense (5-GTTGTAACCGAGTGCTGGGGATTC-
3') 9} ga72-antisense (5 -TGCCGGCTCCGACGGTATC-3) 9|
Eo] AJIAE AMESIITE Al Wi Tﬂzih Human growth
hormone locus YZ| 55599141 5992 ZZALE-S delslr] Y8
HGH-1-sense (5/-TGCCTTCCCAACCATTCC—3/), HGH-2-
antisense (5 -CCACTCACGGATTTCTGTTGT-3)9¢] o]
AEAE o] &3t tHFig. 1).
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