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Table 1 Hybrid alleles, glycophorins, phenotype, and association with low-prevalence antigens’

Allele Glycophorin Phenotype Antigens on hybrid
GYP(A-B) GP(A-B) GP.Hil Hil, MINY
GP.JL TSEN, MINY
GP.TK SAT
GYP(B-A) GP(B-A) GP.Sch (M) St
GP.Dantu Dantu
GYP(A-B-A) GP(A-B-A) GP.M? M
GPXKI Hil
GP.SAT SAT
GYP(B-A-B) GP(B-A-B) GP.Mur Mi®, Mur, MUT, Hil, MIN'Y
GP.Bun Mi*, Mur, MUT, Hop, Hil, MINY
Mi®, MUT, Hil, MINY
GP.HF Mi®, Mur, MUT, Hop, TSEN, MINY
GP.Hop He
GP(A-B) GP.He (P2, NY, GL)
GYP(B-A-)B-A) GP(A-A) GP.Cal He, St°
GYP(A-YB-A) GP(A-B-A) GP.Vw Mi®, Vw
GP.Hut Mi®, Hut, MUT
GP.Nob Nob
GP.Joh Nob, Hop
GP.Dane Mur, DANE
GP(A-A) GP.Zan (M) St
GYPA 179G>A GPA GP.EBH ERIK encoded by one
Transcript
GP(A-A) GP.EBH St* encoded by second
Transcript
GYP(A-WYE-A) GP(A-A) GP Mar St

Table 2 Molecule basis of null phenotype RBCs*

Null phenotype RBCs

Molecular basis

En(a-)Fin
S-s-U- (deletion type)
MM

Deletion of GYPA (exon 2 to 7) and GYPB (exon 1)
Deletion of GYPB (exon 2 to 6) and GYPE (exon 1)

Deletion of GYPA (exon 2 to 7), GYPB (exon 1 to 6)
and GYPE (exon 1)
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