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In 2030, Iris Kim, who often takes antibiotics to treat respiratory bacterial infection is hospitalized
for symptoms of genital herpes infection. She is tested to determine whether imbalances in her
vaginal microflora, triggered by the antibiotic treatments, have impaired her immune system.
The composition of her vaginal bacterial community shows a notable rise in gram-negative
proteobacteria, to the detriment of Lactobacillus. Iris is then given medication to repopulate her
vaginal bacterial community with Lactobacillus species, allowing her genital herpes to clear up
without having to take antiviral drugs.
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a microenvironment conducive to
antiviral defense.
The influence of microbiota on
viral infections could be either
protective or detrimental for the host.
Here, we found that dysbiosis caused
by oral antibiotic treatment impairs
antiviral immunity following vaginal
mucosal viral infection through the
release of IL-33, an alarmin released
in response to tissue damage .
These findings provide insight into
the mechanisms of homeostasis
maintained by commensal bacteria
and reveal a deleterious consequence
of dysbiosis in antiviral immune

Figure 1. An immunological mechanism for the contribution of commensal microbiota against herpes simplex
virus infection in genital muscosa
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