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Measles doesn't work in the way we de Swart et al (2007) PLoS Pathogens
thought

Virus attacks the immune system, not the airways.
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Caveats

Parameter specification

Data from blood, not lymphoid tissues
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Results: AIC
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Results: model fits
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Results: model predictions

S

Susceptible lymphocytes Total lymphocytes ®

7500
7500
5000 1
50001
2500 1
25001
(O]
(&)
C
©
2 .
é Activated T cells ' Infectious virus *
8000
| 15- X15U
60001
X46U
Ny = X55U
40001 101 X67U
— X40V
5. —— X43V
2000 X55V
0+ o 0-
0 5 10 15 20 25 0 5 10 15 20

Days post—infection

immune
response

cell
depletion




Simulation experiments
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Is viral clearance delayed? Does viral load resurge?
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Simulation experiments
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Simulation experiments
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Conclusions

1.

within-host model of predatory
feedbacks
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2.

identify drivers of viral clearance

Next steps

Laksono et al. (2016)
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