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Abstract Objective To observe the effect of highly active antiretroviral therapy ( HAART) on the levels of serum inflammatory
markers (TNF — o, Ang — II .hs — CRP) in AIDS patients, and compare with the normal levels. Methods Monitoring 36 cases of HIV/
AIDS patients ( observation group) received highly active antiretroviral therapy ( HAART) before and after treatment(6 and 12 months) of
serum high sensitive C — reactive protein( hs — CRP) ,tumor necrosis factor( TNF — «) and angiotensin Il (Ang — I ) levels, and with 36
healthy volunteers ( control group) corresponding serum inflammatory markers compared. Flow cytometry was used to detect the number of
CD4" T cells and CD4 " T/CD8 " T value. Results
months, 12 months, and normal venous hs — CRP, TNF — o, Ang — Il levels respectively were 7.37 + 1. 55ml/L,0.75 + 0. 24ng/L,

97.2 £7.6pg/L,4.65 + 1. 48ml/L,0. 48 + 0. 20ng/L,90. 0 = 8. 2pg/L,3. 82 + 1. 45ml/L,0. 40 + 0. 16ng/L,87.2 + 7. 4pg/L and

AIDS patients received HAART treatment group before and after treatment for 6

2.68 +1.08ml/L,0.32 +0. 16ng/L,64.2 +10.5pg/L;and compared with before treatment, treatment for 6 months and 12 months after
the hs - CRP,TNF - o, Ang — I levels were significantly lower (P <0.05) ; the number of CD4 " T cells and CD4 * T/CD8 " T value in-
creased. Conclusion Highly active antiretroviral therapy can reduce the levels of serum hs — CRP,TNF — «, Ang — I and other inflam-

matory markers in AIDS patients, improve the immune system function and control the development of AIDS.
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