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TGF-B/Smad signaling pathway regulates hematopoietic stem cells
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Abstract: Hematopoietic stemcells (HSCs) are historically the most thoroughly characterized type of adult stem
cells, and homeostasis of the hematopoietic system is maintained by their accurate self renewal, proliferation
and differentiation. The TGF-B family of ligands, including TGF-B, bone morphogenetic protein (BMP) and
activin, signal through Smad pathways to regulate the fate of hematopoietic stemcells. TGF—B/Smad pathway may
cause transcriptional activation of (D34 and preserve haematopoietic stem/progenitor cellsactivity. Also, the
pathway may be involved in HSCs’ G, arrest by down—regulating CDK4, up—regulating p21 and redistributing p27.

However, there are some conflicting opinions as whether TGF—B regulates HSCs through Smads, whether TGF—3
inhibits proliferation of HSCs by p21/p27, and whether the pathway is a control device of HSCs’ fate, et al.
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