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Clinical study of Th22 cells in patients with chronic myeloid leukemia
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Abstract Objective: To explore the ratio of Th22 cells, the expression of transcription factors AHR and their
related cytokines I1.-22 in peripheral blood of chronic myeloid leukemia (CML) patients,and to further investigate
the role of Th22 cells in hematological tumor immune mechanisms. Method: The proportions of Th22 cells in pe-
ripheral blood of 33 patients with CML were evaluated by flow cytometry analysis. AHR mRNA expressions were
examined by RT-PCR. The levels of cytokines 11.-22 were measured by ELISA. Fifteen normal subjects were used
as controls. Result: The ratio of Th22 cells was significantly decreased in newly-diagnosed CML (CML-NP) pa-
tients (0.43% £0.23%) than those in chronic phase CML (CML-CP) patients (3.19% +1. 76 % , P<<0. 05) and
controls (2.58% 0. 98% , P<0. 05). The expression of AHR was significantly decreased in CMIL-ND patients
(0.212940. 174 6) compared with CML-CP patients (0. 817 1£0. 388 7, P<0. 05) and controls (0. 468 1 +
0. 1804, P<<0.05). The mRNA level of AHR was increased in CML-CP patients than that in controls ( P<C0. 05).
The level of 1L.-22 in CML-CP patients was slightly higher than controls [ (100. 944 18. 48) pg/ml vs. (85. 14 +
13.46) pg/ml, P<<0. 05]. There were significantly negative correlations between Th22 cells and peripheral white
blood cell counts and BCR-ABL %. Conclusion: Down-regulation of Th22 cellular immunity and impaired Th22 im-
mune function may contribute to the occurrence and development of CML.,
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