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Abstract  Objective: To indentify ABO blood group antigen by genotyping, and explore the mechanism of
ABO discrepancy in a patient due to acute leukemia. Method: A acute myeloid leukemia patient with ABO typing
discrepancy was selected. Routine serological test was carried out to analyze ABO blood group. Both direct and in-
direct anti-globulin tests were performed to screen irregular antibodies. The presence of the blood group determi-
nants on the red blood cells were determined by adsorption-elution test. Exons 1-7 and adjacent introns of the ABO
gene were amplified by PCR and sequenced. Result: ABO forward typing indicated that the patient was AB sub-
group. However the reverse typing defined AB. Direct and indirect anti-globulin tests were negative. The RBCs
could adsorb anti-A and anti-B, which were able to be eluted subsequently. ABO genotyping was ABO % A102/
B101. Conclusion: The leukemia patient with ABO discrepancy by serological test was defined as AB by molecular
genetic analysis. The suppressed expressions of A and B antigens on RBCs were due to acute myeloid leukemia.
The genotyping could be used to differentiate the subgroup and suppressed expressions of blood group antigens.
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