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Abstract Objective: To study the genotype and phenotypic characteristics of RHD variant in Changzhou
blood donors. Methods: RHD serological identification, irregular antibody screening and RhCcEe antigen typing
were performed on 41 blood donors by test tube and microcolumn agglutination. The 10 exons of RHD gene were
classified by PCR-SSP, the 10 exons of RHD gene were sequenced in parts samples. Results: The 41 serological
polymorphisms of RHD variants were mainly RHD * weak partial 15, RHD " DVI. 3and RHD" DEL1. RHD"
Weak partial 15accounted for 34. 1% (14/41), RHD * DVI. 3 accounted for 29. 3% (12/41) and RHD " DEL 1for
17.1%(7/41), which basically matched the distribution characteristics of Chinese population. In addition, there
was 1 case of RHD * weak partial 15/ RHD ™ DEL lheterozygous, 1 case of T>>A homozygous mutation of base
467 on exon 3, 1 case of C>T mutation of base 692 on exon 5 and 1 case of C>>T mutation of base 254 on exon 2.
The latter two mutations were not included in ISBT database. Conclusion: The gene structure of RHD variants in
Changzhou was polymorphic. also rare genotypes. The nucleotide mutations of these new genotypes may provide
samples for further research on the mechanism of RHD variants, and provide a basis for accurate blood transfu-
sion of RHD variants in China.
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