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[ Abstract] Multiple myeloma(MM) is a malignant plasma disease and remains incurable up
to now. The survival of the MM patients is hindered by the factors such as relapse, drug resistance
and chemotherapeutic toxicity. Lenalidomide is a new immunomodulatory drugs and had various
mechanisms in different hematologic malignancies. These mechanism involve direct cytotoxicity on
tumor, immunomodaulation, anti-angiogenesis activity and effects on multiple myeloma microenvironment.
Lenalidomide could significantly prolong the progression-free survival (PFS) in relapsed and refractory
MM. It could attained high remission rate as initial therapy for newly diagnosed MM patients.
Lenalidomide had provide a new therapy strategy and possibillity for long-term control MM due to its
effective prolonging survival and PFS as consolidation and maintained therapy.
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