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Beyond HLA Typing, What’s Next ?
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Table 1 Impact of ABO incompatibility in hematopoietic stem cell transplantation

Donor Immune Vector Recipient Type Impact
0 — A Minor Hemolygis
A 4 @) Maijor Pure red cell aplasia, Delayed donor RBA
engraftment
A <+ B Bidirectional
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NK cell alloreactivity ﬁWﬂuIi@mL%ﬂ‘ﬁﬁ@ acute myeloid
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gv o 2 z Yo d‘i‘ 1
wananigadane etz ldFannlunadiild T cel

deplete undniftasnnslfl T cells ndmenemaaey

inherited maternal antigen
non-inherited maternal antigen
inherited paternal antigen
non-inherited paternal antigen

Cells traffic between mother and fetus
* Fetal cells are sensitized to NIMAs

Maternal cells are sensitized to fetal IPAs (B
and T cell immunity)

¢ Cells and immunity can persist lifelong in
both mother and child

Mother Father WA
IMA-NIMA  1pA-NIPA  VIMA
IPA
" NIPA
.1
Child .
IMA-1PA

Figure 1 Diagram explaining definitions of IMA, NIMA, IPA and NIPA
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Predicted Ligands for Patient
Typing B*07:02 B08:01
Algles Allele | sting Alieie I sting
Lgane ESl) ERES
Exceptions

Pradicted Ligands for Donor
Typing 5°07:02 B*08:01
Alleles Allele | sting Allele |'sting
Ligane BwE Bk

Exceptions

Iin the G

HLAB KIR ligands are matchec

Tool Predicts KIR Ligand Incompatibility

https://www.ebi.ac.uk/ipd/kir/ligand.html

HLA-C KIR ligancs sre (mis)metzyed in the GvH Direczion (C2)

croriol
Alele Isting

ing in the HvG DI

HLA-B KIR (1§ands 3re matehae

HLA-C KIR ligands sre matchec

Patient: Cg1, Cg1 (i.e., Cg2-)

Donor: Cgl, Cg2

Ligands mismatched GVH direction (Cg2 missing in patient)
Ligands match in HVG (Cg1 present in donor)

Figure 2 Example of website tool used to predict KIR ligand incompatibility

KIR B Haplotype Predictor

Given a list of KIR genes present, how can
we determine if A or B haplotypes ?

https://www.ebi.ac.uk/ipd/kir/donor_b_content.html?

Prespective Dener 1

CEN genes TEL genes

2ps2 20L2 20L3 20P1 2DL1  3DL1  2DS4 30§t

2DS1 2DLs 2083 2DS5 3DL3  30P1  2DL4 3D2

CEN or TEL genes Framework genes

¥y ¢ ¥y o

Figure 3 Example of website tool used to predict KIR haplotype
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