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Kidd Blood Group Phenotyping and Genotyping
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Table 1 The reaction of Kidd blood group phenotype and prevalence in various ethnic groups

RBC Reactivity with Prevalence (%)

Phenotype Anti-Jk* Anti-JK’ Anti-Jk3 Whites Blacks’ Asians® Thais™"
Jk(a+b-) + 0 + 26 52 23 27
Jk(a-b+) 0 + + 24 8 27 27
Jk(a+b+) + + + 50 40 50 46
Jk(a-b-) 0 0 0 Rare Rare Rare 0.025

+ = agglutination; 0 = no agglutination
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Table 2 Jk(a-b-) phenotypes among different populations
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Allele name Nucleotide change  Intron/Exon Amino acid change Population
JK*01:
JK*01N.01 Exons 4&5 deleted 4&5 Initiation Met absent Bosnian®, Tunisian® and English20
JK*0IN.02 202C>T 5 GIn68Stop American Caucasians™
JK*01N.03 582C>G 7 Tyr194Stop Swiss™ and African-American®
JK*0IN.04 956C>T 10 Thr319Met African-American” and Thai”
JK*01N.05 561C>A 7 Tyr187Stop Indian®
JK*02:
JK*02N.01 IVS5-1g>a Intron 5 Exon 6 skipped; in frame  Polynesians”, Chinese”

Vietnamese™ and Thais™
JK*02N.02 IVS5-1g>c Intron 5  Exon 6 skipped: in frame  Chinese™
JK*02N.03 222C>A 5 Asn74Lys Polynesians® and Chinese”
JK*02N.04 IVS7+1g>t Intron 7 Exon 7 skipped; French”

frameshift —> Leu223Stop

JK*02N.05 723delA 8 Frameshift — Ne262Stop ~ Hispanic-American™
JK*02N.06  871T>C 9 Ser291Pro Finnish®
JK*02N.07  896G>A 9 Gly299Glu Polynesians”, Chinese® and Thais®
JK*02N.08 ~ 956C>T 10 Thr319Met Indian” and Pakistani”
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