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Initiating Tamiflu treatment earlier results in shorter infection time, whereas dose
amount does not substantially affect infection length.
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B'°|Og|ca| QUEStIOnS: References Tamiflu shortens infection time compared to infection time without treatment.’

We investigate the relationships between the antiviral treatment Tamiflu, 1] McClellan K, Perry C. Drugs 61(2): 263-283 (2001) Administer.ing treatment earl.ier shortens infectior?. |
influenza virus, and the immune system, such as: 2] Centers for Disease Control and Prevention website (21 Sept. 2021) When Tamiflu treatment begins at day two, effectiveness does not depend heavily
1. How does the presence or absence of treatment impact influenza virus- ;3;Ghaffarizadeh A et.al' PLoS CompUta.ﬂonal Biology 14: €1005991 (2018) . . on dosage.

4]1Getz M et al. lterative community-driven development of a SARS-CoV-2 tissue simulator.

immune interactions and outcomes? bioRxiv preprint (Nov. 2020) Future directions:
5] Jenner A et al. Unpublished (2021) * Include different subtypes of influenza virus, particularly those causing pandemic

How well does Tamiflu control infection at different doses and administration

times. such as ubon exposure and once symptomatic? 6] Gibiansky L et al. Journal of Pharmacokinetics and Pharmacodynamics 42: 225-236 (2015) versus seasonal influenza
g P P ymp ' 7] Hawles M et al. Molecular Pharmaceutics 15: 1534-1547 (2018) o ' , , , o ,
3] Jullien V et al. Antimicrobial Agents and Chemotherapy 55(9): 4183-4187 (2011) Model other antiviral drug mechanisms of action such as viral replication or viral
9] Widmer N et al. Clinical Pharmacokinetics 49: 741-765 (2010) entry.

Adapt the model to analyze the effects of simultaneous drug treatment.
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