Molecular profile of a GM-CSF overexpressing breast cancer whole-cell vaccine with systemic anti-tumor activity
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conducted at the University of Minnesota Genomics Center. Excel Gagoo==3iE §i £ 1 | | B I CEE R ) > 2o T helper (T,) cells and thereby, potentially, induces both cytotoxic and humoral
Xcel. i;: g gg ;-;113 I ; 50 E g % g _~ (antibody-based) responses.
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M Col d le th til lized using the IllluminaN l dul and HLA-DRB3 (City of Hope Laboratories, Duarte, CA). i e 33 -g.E & (different "GSE num_bers from GEO, NCBI) were included for MB231 (MDA'M_ET'ZM)’ MB468 (MDA-MB-468) Y Allogeneic BriaVax™ cell surface MHCs loaded with BriaVax™ antigens are directly We are grateful to Gerhard Bauer, Brian Fury, Emily Lynn Fledderman, Tye Daniel
ergeCo ur_nns moaule then quan |_e-norma 1ze u3|_ng e umln_a qrma |zer_ moaule - (2015). . D53 @5 E and MCF7. HMECs._human mammary eplthellal_cells (GSE56718), DC: dendritic cells (_GSE58278). \ / transferred onto the cell surface of patient DCs by trogocytosis. T helper (T,) cells Petrie, Dane P. Coleal-Bergum, and Tia M. Hackett from the UC Davis GMP facility
(beta version), or, for Affymetrix data sets (in silico validation), using the ® @ * Background was defined as the median expression value across all human RNA targeting, non-control, probes (CD4+) recognizing MHC 1l complexes may induce a humoral anti-tumor response R ™ :
i i i i i (very rough estimation that approx. 50% of the genes in a tissue are expressed (Jongeneel et al., 2005)) - ; (Sacramento, CA) for their BriaVax™ manufacturing efforts. We thank Darrell Johnson
ExpressionFileCreator module. Normalized data was further processed in Microsoft Figure 3. Cancer/Testis Antigens (CTAs) expressed in BriaVax™ A. CTA mRNA expression in BriaVax™ and 9 pprox. SU 9 _ p ongene . : and CTLs (CD8+) recognizing MHC | complexes a cytotoxic response. . . . . . : .
P ) ) : . . er p ) g gens ( ) exp P +  Values on the Y-axes represent normalized gene expression levels. Shown are arithmetic means across and his team from the University of Minnesota Genomics Center for their outstanding
Excel. Hierarchical clustering was conducted via the HierarchicalClustering module. Heat normal breast cells (GEO DataSets GSE35399 (23) and GSE56718 (samples GSM1367274, GSM1367276, GSM1367278 replicates per study D. Patient tumor attack microarray service
maps of clusters were visualized using the HierarchicalClusteringViewer module and only) as assessed by microarray (lllumina Human HT-12 v4 BeadArray). B. CTA mRNA expression levels (of SPA17 and «  “HLA-DR (nCounter)” refers to expression levels (counts) as determined via the nCounter (NanoString) Directly (A) or indirectly (C and D) by BriaVax™ activated T cells recognize and kill
. ; TTK) as determined via the nCounter platform (NanoString Technologies, Inc.). . ) . . ) . : B
Visualizer (Gene Pattern). technology. Other panels show expression levels as determined via lllumina microarrays. tumor cells if they express and present cancer antigen(s) that are also expressed in

BriaVax™. Additionally, tumor destruction may occur via antibodies.
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