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Abstract Objective: HLA-I[ molecules are directly involved in T-cell activation through antigen presenting
cell expression. Regulatory T cells(Tregs) play an important role in regulating systemic immune responses. A-
naemia is a common haematological disease with many causes. This study is to identify a possible correlation be-
tween HLA-Il molecular expression and Treg cell ratio. Methods: In this study. patients with autoimmune hae-
molytic anaemia( AIHA), bone marrow failure disease (BMFS), B-plasma cell tumour invading bone marrow,
chronic anaemia secondary to infection, or liver and kidney diseases were studied to detect HLA- [l molecular ex-
pression and Treg cell ratio, and identify a possible correlation with anaemia severity. Results: There was no sig-
nificant difference in the expression of HLA-[l molecules in lymphocytes and monocytes in all patients with ane-
mia; the hemoglobin content in AIHA patients was negatively correlated with the proportion of Treg in peripheral
blood; the proportion of Treg in BMFS patients was positively correlated with the expression of HLA-I[ in lym-
phocytes; the hemoglobin content of patients with B-plasma cell tumours invading the bone marrow was positively
correlated with the expression of HLA- [l and HLA-DR in lymphocytes; in patients with anemia of chronic disease
secondary to infection or liver and kidney disease, the content of hemoglobin was negatively correlated with the ex-
pression of HLA-][ and HLA-DR in monocytes, the proportion of Treg in peripheral blood was positively correla-
ted with the expression of HLA-][ and HLA-DR in lymphocytes. Conclusion: The monocyte immune response of
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patients with AIHA, BMFS, B-plasma cell tumour invading the bone marrow, and chronic anaemia secondary to

infection or liver and kidney diseases was more active than that of healthy donors. The malignant lymphocytes of

patients with B-plasma cell tumours involving bone marrow might realise immune escape and proliferation through

low expression of HLA molecules. Anaemia secondary to infection or liver and kidney diseases might promote the

activation of monocytes, and the Treg ratio might be related to the expression of HLA-[l molecules in lympho-

cytes. Treg reduction might be involved in the development and progression of AITHA and have no obvious correla-

tion with the expression of HLA- [l and HLLA-DR molecules in the main antigen presenting cells.

The proportion

of Tregs in patients with BMFS positively correlated with HLA- | expression in lymphocytes, but not with HLA-

DR expression in lymphocytes, suggesting that its pathogenesis might be particularly complicated.
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