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Abstract: The high incidence of herpesvirus infection can lead to life-long infection, which brings great loss to human health and
property safety. Only few nucleoside analog drugs are approved for the treatment of herpesvirus infections, and long-term use of these
drugs often leads to drug resistance and adverse action. Overcoming the problems of anti-herpesvirus drugs and exploring new types
of anti-herpesvirus drugs is urgent. This article summarizes commonly used anti-herpesvirus infection drugs in clinical practice, anti-
herpesvirus inhibitors targeting pathogens, anti-herpesvirus inhibitors targeting hosts, and new strategies for combination therapy of

antiviral drugs, hoping to provide reference for researchers in the research of anti-herpesvirus drugs.
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Fig.1 Chemical structure of inhibitors LB7 and BRACO-19
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Fig. 2 Chemical structure of FIT-039
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Table 1 Research strategies, mechanisms of action, inhibitors, and functions of anti-herpesvirus drugs
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