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Abstract Objective To detect and analysis the changes of T lymphocyte subsets in MDS patients with different prognosis risk lev-
els to evaluate the immune status of MDS patients at different stages is more helpful to further evaluate the disease risk prognosis and fur-
ther explore the immune regulation mechanism of MDS. Methods FC -500 flow cytometry was used to detect T lymphocyte subsets in pe-
ripheral blood samples of 55 MDS patients and 30 normal controls in our hospital from September 2017 to November 2018. Results Ac-
cording to IPSS — R system and the proportion of bone marrow blast cells, 55 MDS patients were grouped and analyzed again. For Treg
cells, there were statistical differences for IPSS — R high risk group vs low risk or intermediate risk or control group, and very high risk
group vs low risk or intermediate risk or control group( P <0.05). However, the proportion of NK cells was reversed. With the increase of
IPSS — R prognosis score in MDS patients, the proportion of natural killer cells among each group was gradually decreased, but the differ-
ence was not statistically significant. Compared with the group of the myeloblast counts =5% , the ratio of Treg cells in the group of my-
eloblast counts <5% was significantly increased (P <0.05) , which was statistically significant. However, there was no significant differ-
ence in NK cell ratio between the two groups, although the expression level of NK cells still showed a downward trend numerically.
Conclusion Numerically, the higher the prognosis risk score of MDS patients, the higher the proportion of Treg cells and the lower the
proportion of NK cells. The increase of Treg cells and the decrease of NK cells may be associated with poor prognosis of MDS.
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