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Fig. 1 Treating HIV infection with the combination
of ART and IFN-I blocking
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Type I Interferons: a Double-edged Sword in HIV Infection”

ZHANG Li-Guo™
(Institute of Biophysics, The Chinese Academy of Sciences, Beijing 100101, China)

Abstract Type [ interferons (IFN-Is) are essential for antiviral immune responses and have been developed
for the treatment of various viral infections. However, the roles of IFN- [s in HIV infection remain elusive.
Recent data from HIV-infected humanized mice show that IFN- [s play both protective role by suppressing HIV
replication and detrimental role by inhibiting anti-HIV immune responses. Administration of IFN- [ receptor
(IFNAR)blocking antibody in the presence of antiretroviral therapy (ART) rescues anti-HIV immune responses
and delays HIV rebound upon the cessation of antiviral drugs. Thus, IFN- Is provide a potential target for the
development of novo drugs treating HIV infection.
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