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Abstraet

ARSTRALY

Chronic myelogenous feukaemia (CML) is characterized
by metamorphosis of the chronic phase to blastic crisis.
However, cellular events associated with this transition are not
well understood. To examine the possible participation of
cytokines and adhesion molecules in this process, we studied
the levels of 1L-1f3, 1L.-6 and ICAM-1in serum and supernatant
of in-vitro culture for a series of CML patients and normal
controls and correlated their levels with neutrophil alkaline
phosphatase (NAP) score on one hand and other studied
haematological parameters on the other hand. Both IL-13 and
IL-6 as well as ICAM-1 were associated with the disease
progression as they were markedly elevated in accelerated/
blastic crisis (Acc/BC) phases compared to chronic (Chr) phase
or control group (P<0.001). High IL-18, 1L-6 and ICAM-I|
levels were highly associated with increased marrow and
peripheral blast cells as weil as with NAP score. In contrast, no
significant correlation could be detected between the three
studied parameters and Hb level, TLC and platelets. Both IL-1§
and 1L-6 were significantly decreased in the supernatant of
in-vitro culture compared to their fevels in serum while [L-6 is
sharply increased. Finally, IL-1 values were directly
correlated with 1L-6 and 1ICAM-1 indicating that IL-1B is a
pleotropic cytokine that has an obvious role in induction of
other cytokines and adheston molecules which clarifies its
pivotal role in the pathophysiology of CML and as an essential
molecular master switch in the whole process.
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