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Abstract: At present, the most widely used anti-herpesviruses drugs are acyclovir (ACV) and its derivatives,
but the emergence of herpesvirus resistance to these drugs forces people to continue to seek new anti-herpesviruses
drugs. More and more new targets and inhibitors against herpesviruses have been discovered, one reason is the in-
depth study of the biological characteristics and pathogenic mechanism of herpesviruses, and the other is the rapid
development of new drug design and screening technology. Therefore, there are more options for the treatment of
herpes infections. This review summarizes the representative achievements in the field of anti-herpesviruses drugs

in recent years.
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Figure 1 Human herpesviruses, diseases, and anti-herpesvirustreatments organized by subfamilies («, A, and y)
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Figure 2 The viral replication cycle
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Figure 3 Novel purine and 2-aminopurine conjugates with chiral heterocyclic amines attached at C-6 via w-aminoalkanoyl fragment
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