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Expression of partial cytokines in bone marrow of chronic myeloid leukemia patients and its significance”
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Abstract: Objective  To investigate the changes of IL-18,11.-2,1L.-4,1L-6,,1L-10 and INF-y expressions in bone marrow of chro-
nic myeloid leukemia(CML) patients. Methods The IL-18,1L-2,11.-4,1L-6,1L-10 and INF-y expression levels were detected by u-
sing flow cytometry in 30 cases of CML chronic phase(CML-CP),21 cases of CML accelerated phase(CML-AP),15 cases of CML
blastic phase(CML-BP) ,42 cases of CML remission after treatment and 7 cases of non-remission. Then the detection results were
compared with those in the control group. Results The expression levels of INF-y and 11.-2 in each CML groups were lower than
those in the control group(P<C0. 05) , while the expression levels of 1L-18,1L-4,1L-6 and IL-10 were higher than those in the con-
trol group(P<C0. 05). With the disease condition progression,the INF-y and 1L.-2 levels were gradually decreased,i. e. , CML-BP<C
CML-AP<<CML-CP,moreover which had statistical difference among groups(P<C0.05); the expression levels of 1L-183,1L-4,1L-6
and IL-10 were gradually increased,i. e. , CML-BP>CMIL-AP>CML-CP, the difference among groups had statistical significance
(P<C0.05). After complete remission by treatment,the INF-y and 11.-2 levels were risen to some extent,but which were still lower
than those in the control group(P<C0.01) ,the expression levels of IL-18,1L-4,1L-6 and IL-10 were decreased to some extent, but
likewise were higher than those in CML-CP(P<C0. 05); the levels of 1L-18,1L-4,1L-6,1L-10, IL-2 and INF-y had no statistical
difference between the non-remission group and CML-BP group(P>0. 05). Conclusion The changes of serum cytokines in bone
marrow microenvironment of CMLpatients have certain significance to the occurrence,development and prognosis of CML; the de-
tection of 1L-18,11.-2,11.-4,1L-6 , IL.-10 and INF-y levels in bone marrow is hopeful to provide new ideas and theoretical basis for im-
mune therapy and prognosis judgment of CML patients.
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