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UBSTRACT

Background and Aim: Tumor necrosis factor (TNF)-alpha
and other cytokines are involved in the pathogenesis of
chronic leukemia, but their prognostic significance in these
diseases is unknown. The aim of the current study was to
assess the association between serum levels of various
cytokines and clinical outcomes in patients with CML or CLL.
Methods: Serum levels of TNF-a, interleukin (IL)-6, IL-18,
and CRP, together with complete blood counts (CBC), liver
and kidney function tests were measured in 25 patients with
CML and 15 patients with CLL who presented for treatment at
The Cancer Institute, Cairo, Egypt. The study also included
10 healthy control subjects. Statistical analyses were
performed to test for correlations with clinical outcomes.
Results: IL-6 and IL-18 levels were higher in all patients as
compared to controls, with values > 6.05 pg/mL and > 95.7
pa/ml respectively, showing higher levels in CML patients.
IL-6 level differed among CLL stages while IL-18 differed
among CML stages. Both cytokines and CRP levels decreased
after chemotherapy, where IL-6 reached normal level in 74%
of CML patients and in 55% in CLL ones, corresponding

normalization of IL-18 were 8% and 18% respectively. CLL
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