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INTRODUCTION

A hallmark of myeloma is high-level production
of immunoglobulins leading to a heavy load on
protein folding and homeostasis in tumor cells. * Aminopeptidases were differentially expressed compared to heathy plasma cells
The aminopeptidase gene family catalyze the (Figure 1B)

hydrolysis of amino acid residues from proteins
or peptides and are last in line for protein

RESULTS

* Aminopeptidase gene expression levels were ranked based on abundance levels in all
samples (Figure 1A)

* We also investigated whether any aminopeptidase could be linked to disease progression and
found no significant difference (Figure 2)

* Ex vivo testing of patient cells with the
aminopeptidase inhibitor tosedostat showed

— Expression levels of LAP3, ERAP1, METAP2, and DPP7 (P>0.005) appeared higher in that the viability of approximately 30% of
relapsed/refractory multiple myeloma (RRMM) than in newly diagnosed multiple myeloma relapsed myeloma samples was reduced
(NDMM) samples (Figure 4)

— RNA expression of LAP3, DPP3, METAPID,

* Survival analysis revealed patient samples exhibiting 2x or higher LAP3
expression had poorer prognosis with a median survival of 6 months
from the sampling date (P=0.0001, HR 4.5; 95% CIl 1.45-14.05) (Figure 5)

— The majority of the genes in patient samples showed related expression patterns or Figure 5. LAP3 Expression Is Associated With Poor Prognosis
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