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COMMENTARY unconvinced that their conclusions apply to physi-
ological erythro-poiesis.

| read with interest the paper by Winter and REFERENCES
colleagues describing the expression of the human
erythropoietin receptor (EpoR) gene in TF-1 cells 1. Winter SS, Howard T, Ware RE. Regulation of expres-
(1). Unfortunately, their data, while intriguing, are sion of the human erythropoietin receptor ged@od

: : : Cells Mol Dis22:214-224, 1996.
no_t necessarily relevant to the physiological regu 2. Ward JC, Harris KW, Penny LA, Forget BG, Kitamura
lation of the EpoR gene.

) T, Winkelmann JC. A structurally abnormal erythropoi-
We have pr_eV|0U5|y ShOW_n that one copy of etin receptor gene in a human erythroleukemia cell line.
the EpoR gene is rearranged in TF-1 cellsduetoa  Exp HematoR0:371-373, 1992.
chromosome translocation affecting chromo-some3. Winkelmann JC, Ward JC, Mayeux P, Lacombe C,
19 (2). Furthermore, the large majority of the Schimmenti L, Jenkins RB. A translocated erythropoi-
EpoR mRNA in TF-1 cells is produced by the etin receptor gene in a human erythro!eukemla cell line
(TF-1) expresses an abnormal transcript and a truncated
translocated gene, whereas the normal EPOR gene  qtein Blood85:179-185, 1995.
is expressed only minimally (3). The very high
level of expression of the rearranged gene appears;onn c. winkelmann, M.D.
therefore, to be the result of deregulated transcrip-Director, Division of Hematology-Oncology
tional control produced by the translocation. Con- Department of Internal Medicine N
sequently, the fluctuations in EpoR mRNA ob- University of Cincinnati College of Medicine
served by Winter almost certainly result from 231 BethesdaAvenue
dulati h | d EpoR | h Cincinnati, OH 45267-0508
modulating the translocated EpoR. U_n ess they yinkelic@uc.edu
show data that the normal EpoR gene is regulatedyhone 513-558-2195
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