W) Check for updates

CORRESPONDENCE 1437
Claudia Schoch 2. Miraglia S, Godfrey W, Yin AH, Atkins K, Warnke R, Holden JT,
Department of Internal Medicine Il Bray RA, Waller EK, Buck DW: A novel five-transmembrane hemato-
University Hospital poietic stem cell antigen: Isolation, characterization, and molecular
Grosshadern cloning. Blood 90:5013, 1997
Ludwig-Maximilians-University 3. Mrozek K, Heinonen K, de la Chapelle A, Bloomfield CD:
Munich, Germany Clinical significance of cytogenetics in acute myeloid leukemia. Semin

Oncol 24:17, 1997
4. Fruchart C, Lenormand B, Bastard C, Boulet D, Lesesve JF,
AR Callat MP, Stamatoullas A, Monconduit M, Tilly H: Correlation
1. Yin AH, Miraglia S, Zanjani ED, Almeida-Porada G, Ogawa M, between CD34 expression and chromosomal abnormalities but
Leary AG, Olweus J, Kearney J, Buck DW: AC133, a novel marker for not clinical outcome in acute myeloid leukemia. Am J Hematol 5:175,
human hematopoietic stem and progenitor cells. Blood 90:5002, 1997 1996

Interleukin-8 in Acute Myeloid Leukemia

To the Editor: based on the use of endothelial IL-8 in vivo. This point needs to be better

. . . . . clarified.
In their recent report, Terui etlaflescribe the apoptotic activity exerted

by endothelial interleukin-8 (IL-8) on a number of leukemic cell lines and
in particular on K562 myeloid cells both in vitro and in vivo, in a
mouse experimental model. The report by Terui ét @bvides fas-
cinating insights into the complex field of biological signals involved in
cross-communication between leukemic and normal bystander cells. We
would like to discuss a number of points emerging from their report,
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Terui et al were successful in inducing apoptosis in K562 as well as
in other leukemic cell lines only in a minority of the overall cell REFERENCES

population in each individual test in vitro~20% of K562 cells

underwent apoptosis). Moreover, they used a mouse model in which 1. Terui Y, Ikeda M, Tomizuka H, Kasahara T, Ohtsuki T, Uwai M,
subcutaneous K562 tumors were partially suppressed by locally inMori M, Itoh T, Tanaka M, Yamada M, Shimamura S, Ishizaka Y, lkeda
jected endothelial IL-8. Although these effects are biologically of greatK, Ozawa K, Miura Y, Hatake K: Activated endothelial cells induce
interest, they appear, in our opinion, either too limited or obtained in aapoptosis in leukemic cells by endothelial interleukin-8. Blood 92:2672,
setting too different from the usual pattern of leukemic growth, which 1998

only rarely presents as solid tumors, for us to be able to postulate 2. Tobler A, Moser B, Dewald B, Geiser T, Studer H, Baggiolini
substantial advantages in terms of leukemia treatment in vivo. ActuallyM, Fey MF: Constitutive expression of interleukin-8 and its recep-
the target for investigating the antileukemic effect of IL-8 should be tor in human myeloid and lymphoid leukemia. Blood 82:2517,
primary leukemic cells. However, it may be of interest to remark 1993

that primary leukemia blasts can spontaneously produce?fLagd 3. Vinante F, Rigo A, Vincenzi C, Ricetti MM, Marrocchella R,
express IL-8 receptofsAs far as acute myeloid leukemia (AML) is Chilosi M, Cassatella MA, Bonazzi L, Pizzolo G: IL-8 mRNA
concerned, relevant amounts of IL-8 are produced by the great majoritgxpression and IL-8 production by acute myeloid leukemia cells.
of AML with monocytic components (French-American-British [FAB] Leukemia 7:1552, 1993

M4 and M5)34 which usually respond poorly to therapy in terms of 4. Vinante F, Rigo A, Tecchio C, Patuzzo C, Ricetti MM, Morosato
long-term leukemia control. Interestingly, monocytic blasts often localize inL, Cassatella MA, Chilosi M, Pizzolo G: Preferential release of high
nonhematological tissué4.This phenomenon implies the ability to cross amounts of interleukin-8 by myeloid blasts showing monocytic differen-
endothelial layers without undergoing apoptotic death, thus escaping théation. Haematologica 81:195, 1996

killing mechanisms described by Terui et aheoretically, leukemic blasts 5. Terui Y, lkeda M, Tomizuka H, Kasahara T, Ohtsuki T, Uwai M,
may not only produce monocytic IL-8 in vivo, but even endothelial IL-8, as Mori M, Itoh T, Tanaka M, Yamada M, Shimamura S, Miura Y,
HL-60 cells do? or even other N-terminus variants. Blast-derived IL-8 may Hatake K: Identification of a novel apoptosis-inducing factor derived from
be at least as important as exogenous IL-8 in terms of leukemia biology. Ifeukemic cells: Endothelial interleukin-8, but not monocyte-derived, induces
blast-derived IL-8 were simply a competitor for exogenous endothelialapoptosis in leukemic cells. Biochem Biophys Res Commun 243:407,
IL-8, this might suggest a limited role, if any, for a therapeutic approach1998
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Association of CD10/Neutral Endopeptidase 24.11 With Membrane Microdomains Rich
in Glycosylphosphatidylinositol-Anchored Proteins and Lyn Kinase

To the Editor: progenitors, mature granulocytes, and several nonhematopoietic
cell types is associated with the protein tyrosine kinase (PTK) Lyn
Ganju et & reported inBLOOD that the ectoenzyme CD10 (neutral and with at least two other unidentified 40-kD and 75/80-kD
endopeptidase 24.11, CALLA) expressed on the surface of lymphoidghosphoproteins. These CD10-associated proteins (Lyn, p40, and
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