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ABSTRACT Objective: To study the relationship between changes of serum il-2 and il-16 and opportunistic infection in AIDS pa-
tients. Methods: 120 patients with AIDS who received treatment in our hospital from January 2017 to October 2018 were selected as the
observation group. According to the standards of the us centers for disease control and prevention and the world health organization, they
were divided into three stages: 24 cases of stage A, 41 cases of stage B and 55 cases of stage C, among which 96 cases were opportunistic
infection. During the same period, 20 cases of normal physical examination in our hospital were selected as the control group. The obser-
vation group was treated with highly active antiretroviral therapy (HAART). To detect and compare the difference of serum interleukin-2
(i1-2), interleukin-16 (il-16), CD4" cells and CD8" cells between AIDS patients and control group, opportunistic infection group and
non-opportunistic infection group before and after treatment of AIDS. Results: The levels of serum il-2 and il-16 in the observation group
were significantly lower than those in the control group, and the levels of serum il-2 and il-16 in the C group were significantly lower
than those in the A and B groups (P<0.05). The CD4" cell count of the observation group and patients at all stages was lower than that of
the control group, and the CD8" cell count was higher than that of the control group. The CD4" cell count of patients at stage C was sig-
nificantly lower than that of patients at stage A and B, and the CD8" cell count was higher than that of patients at stage A and B (P<0.05).
Serum il-2 and il-16 levels in the opportunistic infection group were significantly lower than those in the non-opportunistic infection
group(P<0.05). After treatment, serum il-2 and il-16 levels of patients in the observation group were significantly higher than those before
treatment, and serum il-2 and il-16 levels of patients in stage A were significantly higher than those in stage B and C (P<0.05). Conclusion:
Serum il-2 and il-16 levels of AIDS patients with opportunistic infection were significantly reduced, and the monitoring of serum il-2 and

il-16 levels can actively prevent and treat opportunistic infection.
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Table I Comparison of the serum IL-2, IL-16 levels between the HIV patients at different stage(xt s)

Groups n IL-2(pg/mL) IL-16(ng/mL)
Observation group 120 60.32+ 10.43* 243.42+ 36.43°
Stage A 24 73.42+ 13.74% 265.32+ 30.16™
Stage B 41 68.21+ 10.43® 230.47+ 28.64™
Stage C 55 50.17+ 8.43* 175.89% 26.75°
Control group 20 114.53+ 24.13 510.64+ 56.84

Note: Compared with the control group, *P<<0.05; Compared with the Stage C; "P<<0.05. Compared with the Stage B, P<<0.05.
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Table 2 Comparison of the CD4* cell, CD8" cell between the HIV patients at different stage(x+t s)

Groups n CD4*(x 10%L) CD8(x 10%L)
Observe group 120 362.84+ 145.32° 704.83+ 210.62°
Stage A 24 452.32+ 163.93% 597.13% 197.32%
Stage B 41 396.41+ 139.87* 711.32+ 268.13®
Stage C 55 237.19+ 176.33 769.13+ 301.51°
Control group 20 772.32+ 175.86 581.93+ 107.93

Note: Compared with the control group, *P<<0.05; Compared with the Stage C; "P<<0.05. Compared with the Stage B, P<<0.05.

3 HESURPASENSERPAMTE IL-2.1L-16 K F LB (xt 5)
Table 3 Comparison the serum IL-2, IL-16 levels between Opportunistic infections group and Non-opportunistic infections group(xt s)

Groups n IL-2(pg/mL) IL-16(ng/mL)
Opportunistic infections group 96 52.32+ 9.32* 178.43% 30.08°
Non-opportunistic infections group 24 67.15+ 11.73 236.19+ 29.64

Note: Compared with the Non-opportunistic infections group, *P<<0.05.
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Table 4 Comparison the serum IL-2, IL-16 levels between the three groups before and after treatment(x+ s)

IL-2(pg/mL)

IL-16(ng/mL)

Groups n

Before treatment After treatment Before treatment After treatment
Stage A 24 73.42% 13.74 86.43+ 16.43™ 265.32+ 30.16™ 353.83+ 35.64™
Stage B 41 68.21% 10.43* 78.17x 15.32% 230.47+ 28.64® 248.16x 25.32
Stage C 55 50.17+ 8.43* 56.98+ 10.43 175.89+ 26.75* 193.43+ 24.46

Note: Compared with After treatment, ‘P<<0.05; Compared with the Stage C, "P<<0.05. Compared with the Stage B, ‘P<<0.05.
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