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[Abstract] Objective
blood group and B glycosyltransferase. Methods

To study the relationship between Bw phenotypes in the B subtype system of ABO
The Bw phenotypes in 2 cases of ABO blood group in 1 family were
identified by the blood type serological identification technique. glycosyltraferases 1—7 exons of ABO gene were am-
plified and directly sequenced after PCR amplified fragments. Results The direct sequencing found that genotypes of
2 cases of ABO group were Bw/O,in which the C>T tranform of B glycosyltransferase gene at position 721 caused
the transform of glycosyltransferase polypeptide chain Arg241Trp. Conclusion The mutation of 721 C>T in the gly-

cosyltransferase gene induces the disappearance or attenuation of glycosyltransferase activity and leads to Bw pheno-

type.
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