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[ Abstract] Characterized by multiple congenital anomalies , nephroblastoma ( Wilms tumor, WT) is the
most common renal malignancy in children. Embryonic kidney has at least three lineage-specific progenitor
cells. Usually lost before birth, these cells with nephrogenic residue persist in WT. Therefore WT is an embryon-
ic tumor reproducing the histological growth pattern of kidney. As one kind of tumor cells with high differentia-
tion potential , tumor stem cells are also closely correlated with the occurrence and development of WT. Thanks
to mainstay surgery plus chemotherapy,5-year survival rate of early stage WT has surpassed 90% . However,
some patients still die from tumor metastasis and recurrence. Therefore a thorough understanding the formation
and regulation of developing kidney and in-depth exploring the origin of embryonic precursors of WT may pro-
vide novel therapeutic strategies for managing WT.
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