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The clinical research and application of lenalidomide

in mantle cell lymphoma

Summary

Mantle cell lymphoma (MCL) accounts for about 6% of all non-Hodgkin lymphomas, and it is

hard to be treated. Lenalidomide,a novel immunomodulatory agent,is a kind of thalidomide derivative. Many clini-

cal studies have shown that lenalidomide has a good efficacy for many kinds of blood and lymphatic system disea-

ses,and it has minor adverse events. This paper expounds the clinical research and application of lenalidomide in

mantle cell lymphoma.
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