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ABSTRACT: Bortezomib is a selective and reversible proteasome inhibitor with significant activity in patients with multiple
myeloma (MM). Herpes zoster is a common adverse event associated with the use of bortezomib. There are many evidences supporting
that bortezomib is associated with a significant risk of herpes zoster. But how to decrease the occurrence of herpes zoster and the routine
use of acyclovir prophylaxis is still an issue of debate. Acyclovir is the first generation of anti-herpes virus drugs, which can enter cells
and compete virus thymidine kinase or cell kinase with deoxyribonucleoside. Acyclovir inhibits virus replication by interfering DNA
polymerase or binding to the growing DNA strand. Acyclovir is currently used to prevent shingles in MM patients treated with
bortezomib. As a precursor drug of acyclovir, valaciclovir oral absorption and bioavailability were both higher than acyclovir. Now
acyclovir and valaciclovir prophylaxes can be considered as effective methods to prevent bortizomib-related herpes zoster. In this paper,
we will review the related mechanisms and prevention strategies of bortizomib-related herpes zoster.
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