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Multiple myeloma and interleukin-6
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Abstract: Interleukin—6 isakey growthand survival factor, which is involved in tumorigenesis of multiple myeloma.

The proliferation of malignant cells inmultiple myeloma are affected through different pathways of IL-6/IL-6R,

which also could lead to bone damage, rheumatoid arthritis and some other complications in patients. Treatment

of MM targeted IL-6/IL-6R system will provide a new therapeutic approach based on interruption of IL-6

mediated tumor cell growth in future.
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