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Selective Toll-like receptor 7 agonist—vesatolimod
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[ Abstract] China is the country with the largest number of hepatitis B patients in the world. The existing anti-hepatitis B virus (HBV) drugs
can only inhibit the reproduction of the virus rather than achieve a complete cure. GS-9620 is a selective TLR7 agonist developed by Gilead Company
of the United States, which can activate TLR7 to identify invading viruses, trigger innate immune response to inhibit virus replication, and trigger adap-
tive immune response to kill infected cells. Although the Phase Il clinical studies for GS-9620 did not meet expectations, it combined with existing anti-
viral drugs may bring new changes to existing treatment programs. At the same time, GS-9620 performed well in preclinical trials of anti-HIV-1, inclu-
ding two HIV-1 related clinical trials have been carried out. The basic information, mechanism and clinical trials of GS-9620 were summarized.
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