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* Disease Severity: Mild-to-moderate COVID-19
« Symptom Onset (mITT): <3 days before treatment initiation
« Symptoms: At least one of 15 COVID-19 symptoms

Figure 3: Higher RNA levels in ensitrelvir-treated participants with

o Treatment-emergent resistance-associated mutations (T25A/N, MA49Il/L) were : : :
treatment-emergent resistance-associated mutations

observed more frequently in the ensitrelvir-treated group than in the placebo group

(Figure 2a,b). This pattern was consistent with the rise in T25A/N and M49I/L e — e e =
cases in Japan following ensitrelvir’'s approval (Figure 2c). :
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Sample Collection & Laboratory Assays
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 SARS-CoV-2 viral load testing
Nasopharyngeal swabs collected on days 1, 4, 8, and 16

at baseline and on study days 4 and 8 compared to those without mutations
(n=917) and the placebo group (n=934) (Figure 3).
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