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Uncovering malignant mechanisms in multiple myeloma cells using CRISPR/Cas9
system
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Multiple myeloma (MM) is a hematopoietic malignancy with complex and/or
different types of genetic background. Although novel therapeutic agents and their combination
therapies are more effective than before, MM remains to be an incurable disease. Thus, development
of novel molecular-targeted therapies is required to overcome malignant phenotype of MM. Here, the
researcher tried to uncover the mali?nant mechanism of MM using CRISPR/Cas9 system. cDNA microarray
analyses revealed that a novel interleukin-6 (IL-6)-inducible serine/threonine kinase X increased
after IL-6 treatment in IL-6-dependent MM cell lines, ANBL-6 and FLAM-76. Both mRNA and protein
expression of X kinase were detectable and were over-expressed in a subset of MM cell lines.
CRISPR/Cas9-mediated gene disruption of gene X resulted in tumor suppression in MM cells.
Collectively, these results suggest that novel IL-6-inducible kinase X might be a promising
molecular target for MM therapy.
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