LABScreen™ Autoantibody – Expanding the Antibody Detection Repertoire.
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LABScreen™ Autoantibody
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Figure 3: LABScreen™ Autoantibody data are analysed in HLA Fusion Research software, allowing the
user to consider three alternate cut-offs when defining autologous antibodies.
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Group 1
ENO1
FLRT2
VM
TUBA1B
CD36
IFIH1
MYOSIN
AGT
PTPRN
AURKA
CHAF1B
PPIA
EIF2A
GSTT1
LMNA
NUSAP1
PRKCZ
PECR
PRKCH
LMNB
CXCL11
CXCL10
CXCL9
AGRIN
ARHGDIB
GDNF
HNRNPK
IFNG
REG3A
GAPDH
TNFA
PLA2R
Group 2
LG3

Alpha-enolase
Leucine rich repeat transmembrane protein FLRT2
Vimentin
Tubulin alpha-1B chain
Platelet glycoprotein 4
Interferon-induced helicase C domain-containing protein 1
Myosin-binding protein C, cardiac-type
Angiotensinogen
Receptor-type tyrosine-protein phosphatase-like N
Aurora kinase A-interacting protein
Chromatin assembly factor 1 subunit B
Peptidyl-prolyl cis-trans isomerase A
Eukaryotic translation initiation factor 2A
Glutathione S-transferase theta-1
Prelamin-A/C
Nucleolar and spindle-associated protein 1
Protein kinase C zeta type
Peroxisomal trans-2-enoyl-CoA reductase
Protein kinase C eta type
Lamin-B1
C-X-C motif chemokine 11
C-X-C motif chemokine 10
C-X-C motif chemokine 9
Agrin
Rho GDP-dissociation inhibitor 2
Glial cell line-derived neurotrophic factor
Heterogeneous nuclear ribonucleoprotein K
Interferon gamma
Regenerating islet-derived protein 3-alpha
Glyceraldehyde-3-phosophate dehydrogenase
Tumour necrosis factor
Secretory phospholipase A2 receptor

Perlecan

Group 3
Collagen I
Collagen II
Collagen III
Collagen IV
Collagen V
Fibronectin

LABScreen® products offered by One Lambda for
HLA, HNA and MICA antibody detection, and
complements the existing AT1R and ETAR

Jackson et al. (2012). Am J Transplant. 12: 1643.

