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Abstract Objective: To explore the molecular biological mechanism of ABO blood group B antigen expres-
sion weakening in samples, and analyze the characteristics of ABO blood group response pattern in their families.
Methods: ABO blood group was detected by microcolumn agglutination method and saline test tube method. ABO
blood group genotyping and sequence analysis were performed by direct sequencing of the PCR products of exon
1-7 of ABO gene. Results: Serological test results showed that the child had ABweak and the mother had Bweak,
the expression of B antigen in the child was weaker than that in the mother, and the production of anti-B antibody
was also produced. Molecular biological results showed that the genotype of the children was ABO " Al.02/
ABO * B3.02, and the genotype of the mother was ABO * B3.02 /ABO " O.01.02. Conclusion: The decreased
expression of ABO blood group B antigen in the children and their mothers had a genealogical character, and all of
them were B; type. However, the expression of B antigen and the intensity of anti-A production were different be-
tween the two, which may be caused by the competitive inhibition of A allele in children. At the same time,
whether it is related to the incomplete development of the immune system in children is worth further attention.
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