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Red Cell Antigens as Functional Molecules and

Autoimmune Hemolytic Anemia (AIHA)
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Chromosomal Locus Locus Name Blood group Function
(Abbreviation)
1p13 CD58 None known Adhesion molecule that binds CD2
1p36.11 RH Rhesus (Rh) Unknown
1p22.1-p36.2 SC Scianna (Rd) Unknown
1p32-p36 RD Radin (Rd) Unknown
1q22-23 DARC Duffy (Fy) Chemokine receptor
1932 CR1 Knops-McCoy Complement receptor 1 (complement regulatory protein)
1q32 DAF Cromer (Cr) Decay accelerating factor (complement regulatory protein)
2q14-21 GYPC Gerbich (Ge) Membrane-cytoskeleton interaction
3g13.1-13.2 CD47 None known Integrin-associated signaling, adhesion receptor
4q28-31 GYPA MN Chaperone of the anion channel protein (band3)
4q28-31 GYPB Ss Unknown
6p21.3 C4A, C4B Chido, Rodgers C4 component of complement
6p21.3 HLA Bg HLA class I
6p21.1-p11 RHAG Rh-associated Ammonium transport
glycoprotein
7pl4 AQP1 Colton (Co) Water channel protein
7q22.1-22.3 ACHE Cartwright (Yt) Acetylcholinesterase
70933 KEL Kell (X, k, Kp, Js) Metalloproteinase
9q34.1-g34.2 ABO ABO ABO glycosyltransferases
11p13 CD59 None known Inhibits formation of the complement membrane attack complex
(C5-9)
11p13 Ch44 Indian (In), AnWj Adhesion receptor
11p1b5 MER2 MER2 Unknown
12p13.2-12p12.1 DOK Dombrock ? ADP-ribosyltransferase
15q22.3-23 SEMA7A JMH Putative adhesion receptor
16p12.3 UMOD ?8d* Tamm-Horsfall protein (Uromodulin)
17q12-g21 EPB3 Diego (Di), Anion channel protein (band3, AE1)
Wright (Wr)

18q11-q12 UT1 Kidd (Jk) Urea transporter
19p13.3 FUT3 Lewis (Le) ((1,3) fucosyltransferase
19p32.2-pter OK Pka Neurothelin, putative adhesion molecule
19p11-p13 LW LW Adhesion receptor
19q13.3 FUT2 Secretor (Se) ((1,2) fucosyltransferase
19q13.3 FUT1 Hh ((1,2) fucosyltransferase
19q13.2-13.3 LU Lutheran (Lu) Adhesion receptor
22q11.2-q7er P' P1 Glycosyltransferase
Xp21.1 XK Kx Putative neurotransmitter transporter
Xp22.32 XG Xg Formerly called PBDX; Possible adhesion receptor
Xp22.33-Yp11.3 MIC2 None known Mucin, putative adhesion molecule
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Autoimmune hemolytic anemia (AIHA)
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Adhesion Alternative Names

Molecules

Ligands/Adhesion function

CD36 (reticulocyte only), platelet glycoprotein IV,

Nak® (platelets)
VLA-4
CD44 Indian (Ina/Inb), In(Lu)-related p80
CD47 Integrin-associated protein (IAP)

CD58 Lymphocyte associated antigen-3 (LFA-3)

CD99 MIC2 gene product

CD108 JMH, Semaphorin K1 (SEMA7A)
CD147 Neurothelin, Ok®

CD242 ICAM-4, LW

CD239 Lutheran, B-CAM/LU

(reticulocyte only), (4(1 integrin (CD49d/CD29)

Thrombospondin (platelets)

Thrombospondin, VCAM-1, possibly fibronectin
Hyaluronan, possibly fibronectin

Trombospondin

CD2

Lymphocyte CD99 is necessary for formation of

T cell rosettes

Possible role in adhesion of activated lymphocytes
Type IV collagen, Fibronectin, Laminin in other
tissues

Leukocyte integrin (G4Bi, G4Ba, Gvﬁl)

Laminin, possibly also integrins
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