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Commentary' Involvement of Ge Y et als paper also suggest that there was a
| significant increase in the clonogenic potential

H-rasin Erythroid Differen- among colonies for HPP-CFC/CFU-GM, as well as

tiation Of TF1 and Human BFU-E/CFU-GEMM, of the umbilical cord blood
CD34™ cells transduced with Hs. [t is not

Umbilical Cord Blood CD34™" clear whether there was also an increase in the size
Cells of these colonies, as shown for TF-1 cells in Figure
4B of the paper (1).] Beforas may be assigned a
role in differentiation, it must first be demonstrated

describing the consequences of retrovirallythat the RagMAP kinase pathway is in fact

mediated transfer of the s gene into a human mvo_lved. in _differentiation per se and not
erythroleukemia cell line TF-1 (1). The authors proliferation.

find elevated levels of pre-mRNA for the
erythropoietin receptor (EpoR), as well as a slight
increase in mMRNA fop- andy- globins. Levelsof | ge v, Li z, Marshall MS, Broxmeyer HE, Lu L.
mRNA for EpoR, however, were not upregulated; Involvement of H-ras in Erythroid Differentiation of
also, GATA-1 mRNA levels did not change. These  TF1 and Human Umbilical Cord Blood CD34  Cells.
data, while intriguing, raise the question of whether  Blood Cells Mol Di24:124-136, 1998.

or not ras plays a role in regulating erythroid 2. Winkelman JC, Ward JC, Mayeux P, Lacombe C,
differentiation. Schimmenti L, Jenkins, RB. A translocated erythro-

. . . e poietin receptor gene in a human argleukemia cell
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a translocation breakpoint in exon 8 of the EpOR 1 ncated proteinBlood85:179-185, 1995.
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minimally (2). It is thus possible that in this cell childre_:n with myelodysplastic syndromes and acute
line, the elevated expression of the 4 Kb pre- ~ Myeloid leukemia.Oncogend, 263-268, 1992.
mRNA could be a result of deregulated % Sawyers, CL, McLaughlin, J, Witte, ON. Genetic

. requirement for Ras in the transformation of
transcriptional control of the translocated gene, fibroblasts and hematopoietic cells by the Bcr-Abl

| read with interest this paper by GeeY al,
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