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Research Progress of Neuroinflammation Induced by Highly

Active Antiretroviral Therapy
SHU Jianhong , YANG Yi
(College of Life Science, Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract: Highly active antiretroviral therapy ( HAART) is an effective combination therapy on

human immunodeficiency virus (HIV) infection. However, such therapy may cause many adverse effects,

including neuroinflammation. Neuroinflammation is an inflammatory reaction in nervous system, which

can affect the prognosis of HIV patients. This paper briefly introduces the application status of HAART

and its adverse effects, such as liver damage, high cholesterol and mitochondrial toxicity. This paper

emphasizes on the study of neuroinflammation induced by HAART. This paper also introduces the

mechanism of neuroinflammation and its harm, including trauma, infection, and neurodegenerative

diseases, expounds the possible mechanism of neuroinflammation induced by HAART, and points out the

value of HAART in the treatment of HIV infection.
Key words: HIV; HAART; neuroinflammation

(SREHHE: WEIL)



