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WFZER SO EE (3530) : Although myeloma tissues look homogenous, it has been demonstrated
from the 70s that cells with clonogenic growth potential exist only 1 in 100 to 100, 000
myeloma cells. Recent investigations indicate that myeloma stem cells express CD19 and
CD27 but not CD138 and CD38, suggesting that myeloma stem cells originate from memory
B cells. Myeloma stem cells are generated by chromosome translocations involving the
immunoglobulin heavy chain gene and hyperdiploidy in memory B cells, and develop into
multiple myeloma via interaction with bone marrow microenvironment. VLA-4 (CD49d/CD29
heterodimer)-mediated interaction of myeloma cells with marrow microenvironment
underlies cell cycle arrest and drug resistance (cell adhesion—mediated drug resistance).
Novel strategies targeting myeloma stem cells are expected to greatly improve the
treatment outcome of patients with multiple myeloma.
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