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Abstract:Objective To evaluate the expression differences of C-reactive protein (CRP), procalcitonin
(PCT) and cytokines[ interferon-y (IFN-Y) , tumor necrosis factor-a (TNF-«) ,interleukin(IL)-10,1L-6,11.-4,
IL-2,1L-17A,and IFN-y/IL-107] in human immunodeficiency virus (HIV) infection,tuberculosis (TB) infec-
tion and HIV/TB co-infection in order to provide evidence for early clinical diagnosis of HIV/TB co-infection.
Methods Medical records and clinical information of 103 patients with HIV (HIV group),42 patients with
TB (TB group) and 67 patients with HIV/TB co-infection (HIV/TB group) were collected from January
2021 to September 2022. CRP, PCT and cytokines were detected in all patients,and their expression differ-
ences among the three groups were analyzed. Receiver operating characteristic (ROC) curves were drawn and
screening ability was evaluated. Results Compared with HIV group and TB group,CRP,PCT,IFN-v,IL-10,
IL-6 levels and IFN-Y/IL-10 in HIV/TB group were increased,with statistical significance (P <C0. 001). Bon-
ferroni correction results showed that CRP,PCT,IFN-v,1L-6 levels and IFN-Y/IL.-10 were significantly differ-
ent between HIV and HIV/TB groups (all P<C0. 001). ROC curve analysis showed that the area under the
curve of CRP,PCT,IFN-v,1L-6 and IFN-Y/IL.-10 combined detection was 0. 826, which was higher than that
of single detection. Conclusion CRP,PCT,IFN-v,IL-6,IFN-Y/IL-10 combined detection can help the early
screening of HIV infection and HIV/TB co-infection.
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E oy HIV 41 TB 41 HIV/TB 41 P
PCT(ng/mL) 0.104(0.049,4. 870) 0.082(0.048,0.231) 0.229(0.123,11.176) <20. 001
CRP(mg/L) 10.190(3.410,236. 800) 41.950(12. 870.72.310) 60. 150(25.660,239.470) <20. 001
IFN-7(pg/mL) 3.090(1.470,121.860) 5.110(2. 889,10.970) 15.430(9.180,27.930) <20. 001
TNF-a(pg/mL) 1.570(0. 990,56. 230) 2.165(1.325,4.325) 3.520(3. 350,3.860) 0.343
1L-10(pg/mL) 8.790(5.275,229.110) 5.830(3.795,8.556) 9.420(7.310,13.640) <20. 001
1L-6 (pg/mL) 13.230(7.355,1 385.370) 31.890(12. 248,59.168) 231.050(159.178,374.780) <<0. 001
IL-4(pg/mL) 1.360(0. 790,30. 180) 1.570(1.045,2.743) 1.670(1.490,2.010) 0.584
1L.-2(pg/mL) 1.540(0.915,26.670) 1.660(1.170,2.550) 1.870(1.690,2.220) 0.313
1L-17A(pg/mL) 7.090(3.120,209. 840) 10.535(3. 248,18. 343) 17.140(9.410,32.590) 0.168
IFN-v/1L-10 0.340(0. 210,2. 880) 0.828(0.556,1.470) 0.700(0. 440,5.370) <20.001
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PCT 0.688(0. 608~0. 769) 0.115 ng/mL 80. 3 58.3 0. 359 47.6 86. 2
IFN-y 0.691(0. 611~0.771) 4. 655 pg/mL 59.7 71.8 0.315 62.4 69.5
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