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Appendix A

Parameter Estimates

Table A.1: Parameter estimates for the latently infected model : Set 1.

Parameter Value
sT 10 mm−3 day−1

p 0.03 day−1

Tmax 1500 mm−3

dT 0.01 day−1

βT 7.5 × 10−6 mm3 day−1

δl 0.01 day−1

δa 0.5 day−1

k 0.075
ql 0.05
qa 0.55
rT 2000 cell−1 day−1

c 5 day−1

[84, 85, 50, 46]
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Table A.2: Parameter estimates for the latently infected model : Set 2.

Parameter Value
sT 10 mm−3 day−1

p 0.03 day−1

Tmax 1000 mm−3

dT 0.01 day−1

βT 4 × 10−5 mm3 day−1

δl 0.01 day−1

δa 0.5 day−1

k 0.025
ql 0.005
qa 0.55
rT 240 cell−1 day−1

c 5 day−1

Table A.3: Parameter estimates for the latently infected model : Set 3.

Parameter Value
sT 10 mm−3day−1

dT 0.01 day−1

βT 7.5 × 10−6 mm3day−1

ql 0.05
qa 0.8
δl 0.01 day−1

δa 0.5 day−1

k 0.075
rT 2000 virions cell−1day−1

c 5 day−1

[85, 50, 84, 7, 90].
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Table A.4: Typical parameters estimates for the extended model.

Parameter Typical Value
T (0) 106 mL−1

M(0) 3 × 104 mL−1

V (0) 10 mL−1

sT 104 mL−1day−1

dT 0.01 day−1

βT 4.5 × 10−8 mL day−1

p 0.02 day−1

Tm 106 mL−1

ql 0.005
qa 0.55
δl 0.01 day−1

δa 0.5 day−1

k 0.025 day−1

sM 150 mL−1day−1

dM 0.005 day−1

βM 1.75 × 10−8 mL day−1

qM 1
µ 0.05 day−1

rT 240 cell−1day−1

rM 35 cell−1day−1

c 5 day−1

ηrt [0, 1)
ηpi [0, 1)
αrt (0, 1]
αpi (0, 1]
ηps [0, 1)
ηda [0, 1]

[46, 71, 78, 84, 176]
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