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In this year new WHO classification for the tumor of
hematopoietic and lymphoid tissues had been published
after long-standing scientific progress [1]. The main
author, E.S. Jaffe focused the cell lineage of malignant
cells instead of morphology [2]. This approach for the
diagnosis of hematological malignancies is very im-
portant and essential for the classification of such dis-
orders accurately. On the basis of above mentioned
mandatary, I would like to comment on recent paper
published by R.V. Lenskaya et al. [3].

They had reported the treatment results in the pa-
tients with acute lymphoblastic leukemia (ALL) with un-
usual phenotype �myeloid-associated antigen+ B-ALL�.
I can not understand what is the mean of �My+ ALL�,
exactly, since I have a few experience of such type of
leukemia which is rare and account for less than 4% of
all cases of acute leukemia [1]. If they found My+(CD13
and/or CD33)+ ALL, they have to show the evidence
what is the cell lineage of ALL ( B, T, or NK) by the use
of IgJH probe for B-cell, T-cell receptor probe for T-
cell , and CD56 for NK-cell, respectively. In addition,
they have to examine the existence of myeloperoxi-
dase precursor protein in these cells as previously de-
scribed by the author [4�6]. These studies are essen-
tial for the patients since the strategy of treatment is
depending on the initial diagnosis. Therefore, the clini-
cians should be careful and responsible for the diag-
nosis for these patients absolutely. In the new WHO
textbook they are showing the criteria for biphenotypic
leukemia proposed by EGIL (European Group for the
Immunological Classification of Leukaemias) [7] with-
out consideration of the existence of NK cells which is
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well known as the third lineage of lymphoid cells [8�
12]. Nonetheless, this type of leukemias should be ana-
lysed by two-color flow cytometry carefully since they
have normal myeloid cells in the sample. Hence, I will
show the new criteria for the diagnosis and definition of
acute unclassifiable leukemia including definition of NK-
cell leukemia in the Table, which is on the same line of
my study [4�6, 8�26]. I believe that the NK-cell line-
age leukemias should be included in the new WHO
classification without any argument, absolutely.

It is obvious that ALL is a malignant disease with
clonal expansions of either B-, T-, or NK-cells. The
utilization of monoclonal antibodies for the identifica-
tion or characterization of heterogeneous ALLs should
therefore permit not only the definition of these tumors
as of B-, T-, and NK- cell origin, but also the determi-
nation of their state of differentiation and relationship to
their normal counterparts, the B-, T, and NK-lymphoid
cells. In addition, accurate diagnosis of ALLs with
monoclonal antibodies should contribute substantially
to the development of an effective form of therapy for
their cure. Finally, the author would like to warn and
emphasize that the diagnosis of hematological malig-
nancies should be done precisely which is based on
the determination of cell lineage restriction.
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