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Fig. 1 Representative results of the column agglutination method. Agglutination reaction

is weakly observed in anti-A colum.
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Table 1 Ordering ABO blood typing data, including plasma A-glycosyltransferase ac-

tivity and anti-A adsorption-elution test

Proposita Son Daughter Mother
Column agglutination technology
Anti-A 1+ 1+ 1+ 0
Anti-B 0 0
At cell 0 0 0 4+
B cell 3+ 3+ 3+ 4+
Tube test
Anti-A 1+ 1+ 1+ 0
Anti-B 0 0 0 0
Anti-A1 0 N.T.
Anti-H 4+ 4+ 4+ N.T.
Anti-A, B 0 0 0 N.T.
At cell 0 0 0 4+
B cell 3+ 3+ 3+ 4+
Anti-A adsorption-elution test N.T.
A1 cell 3+ 3+ 3+
B cell 0 0 0
O cell 0 0 0
A-glycosyltransferase activity (reference) 0(1:128) 0(1:128) 0(1:128) N.T.
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Fig. 2 Histogram patterns of A antigen using flow cytometry. Flow cytometric analysis of the expression level of
A-antigen demonstrated a similar histogram pattern to Ax.
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Table 2 Results of Genoseach ABO

A
Type Ambiguity
Proposita A102, 001 189
Son A102, 001 189
Daughter A102, 001 189
Mother 001, - 54
B
Allele intron 6 exon 7
A101 163 | 179 | 425 | 467 | 539 | 543 | 556 | 564 | 745 | 761 | 767 | 820 | 860 | 893
(Reference) T|c|T|cl|G6G|G6|A|lc|lcl|lc|T|G6|c|c
001 A102 T
001 A103 T T
001 A105 C T T
001 A208 T C
001 A306 T A
001 A307 T T
001 Ael05 T C
001 Ael06 C T
001 Am01 T T
001 Awl2 T G
001 Ax09 T T
001 Ax11 T T
001 014 T T

A: Frequent ABO genotypes and their ambiguity. Possible ABO genotypes and number of ambiguity in proposita family

assigned by Genosearch ABO.
B: Ambiguity allele coinherited with O01.

739-753

79 GAG CGC CGG CCC CAG 753

Control
(4101/001) | Glu Arg | Arg | Pro | GIn |
7\11/5
. 739 GAG CGC TGG CCC CAG 1753
Proposita
(A307/001) Glu Arg | Trp | Pro Gln

Fig. 3 Nucleotide sequence of exon 7 of ABO gene. Nucleotide sequences of exons 6 and 7 of the ABO

gene revealed the genotypes A307/001. The genotyping results for the two children were identical to the

proposita. Arrows indicate the nucleotide substitution. Bold indicates the amino acid substitution.
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A RARE SUBGROUP-A FAMILY WITH DIFFICULT
SEROLOGICAL CLASSIFICATION
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Abstract:

The proposita was a healthy 45-year-old female who was admitted to our hospital for a detailed examination of
ABO blood types due to difficulties in classification at another hospital. Family studies were also performed with her
70-year-old mother as well as her 19-year-old son and 17-year-old daughter. Blood type tests using the automated in-
strument AutoVue showed weak reactivity (1 +) to anti-A. Further examinations by tube tests using anti-A, anti-B,
anti-A, lectin, and anti-H lectin showed 1+, negative, negative, and 4+, respectively. No plasma A-glycosyltransferase activity
was detected. Flow cytometric analysis of the expression level of A-antigen demonstrated a similar histogram pattern to A..
Nucleotide sequences of exons 6 and 7 of the ABO gene revealed the genotypes A307/001. The genotyping results for the two
children were identical to the proposita. According to the allelic enhancement phenomenon, the different expression of the rare
A307 allele could be due to coinherited alleles. In first reported a Taiwan family classified A;B serologically, in which the A307
was coinherited with BI101, and the expression level of A-antigen was enhanced. In contrast, here, the A307 was coinherited

with O01, and the weakly expressing A-antigen was detected in our reported family, which was weaker than As.
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ABO subgroup, ABO gene, allelic enhancement phenomenon
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