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Association between CD4'T cells, antiretroviral therapy timing and tuberculosis-associated

immune reconstitution inflammatory syndrome in HIV patients with tuberculosis: a Meta analysis
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Abstract: Objective To evaluate the association between CD4" T cells, antiretroviral therapy (ART) timing and
tuberculosis-associated immune reconstitution inflammatory syndrome (TB-IRIS) in HIV patients with tuberculosis using a

Meta analysis. Methods The English literatures between January 1980 and December 2019 were retrieved on PubMed and
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EMBASE, and analyzed using Meta package V3.3.2 in R. Results Ten RCT studies and 5,226 objects were included. Meta

analysis showed that lower CD4" T cells and early ART increased incidence of TB-IRIS. Conclusion

ART timing may affect the incidence of TB-IRIS.
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