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Four Cytokine Expression Levels of IL-2, IL-4, IL-15 and IL-21 in Peripheral Blood of
HIV/AIDS Patients and Their Clinical Significance
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(Abstract] Objective To observe the differences of 4 cytokine levels between HIV/AIDS patients and normal persons, and
their relevance with HIV RNA level and CD3*, CD4* cell count, and to analyze the relationship with HIV infection and clinical
significance. Methods A total of 40 HIV/AIDS patients without antiviral therapy and 31 normal persons were enrolled.
Enzyme Linked Immunosorbent Assay (ELISA) was used to detect 4 cytokine levels (IL-2, IL-4, IL-15 and IL-21). At the same
time, the number of CD3" and CD4* T lymphocytes in peripheral blood was detected by flow cytometry, and the level of HIV RNA
in serum was determined by real-time polymerase chain reaction. Results IL-2, IL-15 and IL-21 in peripheral blood of HIV/AIDS
patients without antiviral therapy were significantly lower than that of the normal people, and IL.-4 level was higher than the normal
people (P<0.05). The number of CD3*, CD4" cells and the level of each cytokine showed a certain correlation, and 11.-2 and IL-15
levels were negatively correlated with HIV-1 RNA load. Conclusion It is suggested that all 4 cytokines in peripheral blood may be
involved in the pathogenesis of HIV infection and are related to HIV RNA viral load and the number of CD3" and CD4" cells.
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