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Description Source Experimental 
setting 

Species Used for 
parameter 
estimation 

Figure 

Fluid-phase inactivation of C3 in 
presence and absence of FI, FH, FB, FD 

[1] In vitro 
 
 
 

Human 
proteins 

No 2A 

C3 conversion to C3b by C3bBb [2] Human 
proteins 

No 2B 

Cleavage of C3b by fixed concentrations 
of FI and FH 

[3] Human 
proteins 

No 2C 

Spontaneous C3a formation in serum 
samples 

[4] Human 
serum 

No 2D 

Spontaneous C3a formation in serum 
samples 

[5] Human 
serum 

No 2D 

Spontaneous Bb and C3dg formation in 
serum samples 

[6] Human 
serum 

No 2E,F 

Linking terminal pathway activity to 
hemolysis 

[7] Various No 3 

Time course of rabbit erythrocyte lysis [8] Rabbit cells, 
human 
serum 

Yes 4A 

Rabbit erythrocyte lysis as a function of 
FD and C3 titration and of FD titration at 
two different time points 

4C,D 

Rabbit erythrocyte lysis at different 
serum concentrations 

[9] Rabbit cells, 
human 
serum 

Yes 4B 

Rabbit erythrocyte lysis as a function of 
C5, FB, FD titration 

[10] Rabbit cells, 
human 
serum 

No 4E 
 

Bb and C5a production due to rabbit 
erythrocyte lysis 

4F 

Human erythrocyte lysis with inhibition of 
FH, DAF, CD59 

[11] Human Yes 5A 

Human erythrocyte lysis with inhibition of 
FH, DAF, properdin 

[12] Human Yes 5A 

Human erythrocyte lysis with inhibition of 
CD59, DAF 

[13] Human Yes 5A 

Human PNH erythrocyte lysis as a 
function of eculizumab titration 

[14] Human No 6A 

Recovery of hemoglobin in patients with 
PNH on eculizumab treatment 

[15] In vivo 
 
 
 

Human No 6B 
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