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Effect of one-year highly active antiretroviral therapy on HIV/AIDS im-
mune reconstruction

LUO Yan, HE Yan, YAO Yun-hai , ZHENG Yu-huang , ZHOU Hua-ying , ZENG Si, CHEN
Zi(The Second Xiangya Hospital ,Central South University ,Changsha 410011, China)

[Abstract] Objective To investigate the impact of one-year highly active antiretroviral therapy (HAART) on an-
tiviral effect and immune reconstruction in HIV/AIDS patients. Methods Thirty-five HIV/AIDS patients were ini-
tially treated with HAART when CD4 + T cells were <C350/pL., blood samples were taken at the HAART time
point 0,6,12 months, the virus load was tested by RT-PCR, CD4 + T cells, CD8 + T cells, CD4 + naive cells,
CD4 + memory cells and CD8 + activated cells were detected by flow-cytometry. Results The average virus load of
35 patients was (4. 62 = 1. 09) X 10° copies/mL before HAART, and was lower than the lower limit of detection
value after HAART for 6 months and 12 months. The levels of CD4+ T cells, CD4 + naive cells and CD4 + mem-
ory cells were (312 £ 109. 22) /uL, (150 + 57. 34) /pL. and (212 * 48. 06) /ul. respectively after HAART for 12
months, while they were (183 £83.73)/ul., (73 +20. 40)/ulL and (119 + 30. 42) /pL. respectively at the baseline
(P<<0.01), but they were still lower than healthy control group([ 768 * 146, 41]/ul.,[424 £87. 06]/pl. and [ 442 +
61.407]/ul, respectively) (P<C0. 05) ; the level of CD8 + T cells were(427 99, 79) /ul. after HAART, which de-
creased significantly compared with (597 * 111. 43) /L. of the baseline (P<C0. 05), but still higher than (208 *
37.39)/uL of healthy control group (P<C0. 05). Conclusion HAART can both inhibit virus replication rapidly and
reconstruct HIV/AIDS patients’ immunity partially.
[Key words | acquired immunodeficiency syndrome; human immunodeficiency virus; highly active antiretroviral
therapy; CD4 + T cell; CD8 + T cell
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ciency syndrome, AIDS) R 37505 2 B A\ S 2 SR
575 (human immunodeficiency virus, HIV) 5] iz
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Table 1 T cell subsets of HAART HIV/AIDS group and healthy control group(/pL)

T cell subsets Baseline(n = 35) 6M(n=35) 12M(n = 35) Control(n=35)
CD3 +CD4 + 183 £83, 734! 255+ 114, 32& 312 £ 109, 225 768 £ 146, 41%
CD3 + CD8 + 843 £ 133, 12¢! 783 £ 91, 352 759 + 129, 65 530 £ 107, 99
CD4 + CD45RA + 621+ 73 £ 20. 401 81£24, 9712 150 57, 348 424 £ 87, 06H
CD4 + CD45RO + 119 £ 30, 42¢! 176 £ 54, 43¢ 212 £ 48, 068 442161, 408
CDS8 + CD38 + 597 £ 111, 43N 475 +107. 7492 427 £99, 793 208 £ 37, 39
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Table 2 Statistical comparison between groups

d1/d2 di1/d3 di1/d4 el/e2 el/e3 el/e4 f1/12 f1/13
t —12.232 = 13.949 —35. 684 1. 815 2.354 2. 483 = 1. 606 = 7.689
P 0. 000 0. 000 0. 000 0. 078 0. 024 0.018 0. 117 0. 000
f1/14 gl/g2 gl/g3 gl/g4 h1/h2 h1/h3 h1/h4
t =24, 679 =5.618 —10. 857 —29.731 6. 400 8. 410 19. 800

P 0. 000 0. 000 0. 000

0. 000 0. 000 0. 000 0. 000

d, e, f, g, h stand for the data in table 1.
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