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New molecular targeted therapy in myeloma
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Proteasome inhibitors, immunomodulatory drugs and monoclonal antibodies targeting cell surface proteins on tumor cells, such as
CD38 and CS1, have dramatically improved outcomes in patients with myeloma. However, since most patients recur, there is still
a need for new treatment options and, in particular, the development of molecular targeted agents with differing mechanisms from
existing drugs. In this article, we review promising investigational molecular targeted agents, including nuclear export protein inhibitor

selinexor, BCL-2 inhibitor venetoclax, and immune checkpoint inhibitor pembrolizumab.
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