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Allele Pairs Called by AlloSeq Assign
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96K/R epitopes that homozygous transplant
recipients can form alloantibodies against

Resolution in AlloSeq Assign Accurately Reflect 96K/R Misrepresents 96K/R Misrepresents 96K/R
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Alloantibodies against 96K/R are detectable
by single antigen beads in sera from post-
transplant patients

METHODS

Specimens: DNA from seven deceased donors.

CONCUSIONS REFERENCES

 HLA sequencing resolves 96K/R in DPB1 using
either short or long read NGS

Important to know donor alleles in the context
of a patient’s antibodies to 96K/R

From Case 1 of Morris et al, 2024

Short-read HLA sequencing using CareDX: Libraries
generated by tagmentation, barcoding, and hybrid
capture. NGS performed using lllumina MiSeq.

« Allele pairs called from long read data by NGS
Engine® are less ambiguous than calls made using
short read data by Alloseq Assign
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Long-read HLA sequencing using GenDx: Libraries
generated by long amplicon PCR and adapter ligation.

NGS performed on Oxford Nanopore (ONT) MinlON. * Results from both methods accurately represent

926K/R when alleles are reported 3. Barker DJ, et al. The IPD-IMGT/HLA Database. Nucleic Acids Res. 2023 Jan 6;51(D1):

D1053-D1060.

Determine whether HLA sequencing using the CareDX short
read and GenDx long read platforms resolves 96K/R
polymorphism in DPB1.

Analysis: (1) Manual inspection of aligned reads (2)
AlloSeq Assign from CareDx (3) NGS Engine® from
GenDx (4) Reference sequences of reported alleles
viewed in the IPD-IMGT/HLA database.

* Reporting alleles from AlloSeq Assign by G or P
group mischaracterizes 96K/R despite sequencing
reads accurately resolving the underlying SNP




