Complement Mw Half-life | Source of Synthesis rate FCR (% ht)® Source of
protein (kDa) (h) half-life value | (mg kg™ day™?) synthesis rate
and FCR
values
Experiment | Model? Experiment Model

C3 185 41.7 Calculated 14.4-26.6 30.1 1.1-1.8 2.9 [1-5]

from MW 13.2 1.6
10.3-27.9 1.3-1.8

C5 190 43.0 Calculated 1.7-3.2 1.7 1.5-2.1 1.6 [3,6]
from MW

C6 105 20.2 Calculated n/a 2.1 n/a 3.4
from MW

C7 92 16.8 Calculated n/a 2.3 n/a 4.1
from MW

c8 151 32.8 Calculated n/a 1.2 n/a 2.1
from MW

Cc9 71 11.6 Calculated 1.68 3.9 2.9 6.0 [7]
from MW

FD 24 2.95 Calculated 0.93-1.72 0.5 50-74.1 23.1 [8]
from MW

FB 93 17.0 Calculated 3.29 31.0 1.6 14.7 [3,4,9]
from MW 3.36-5.04 1.7-2.2

Fl 88 15.7 Calculated n/a 2.241.6 n/a 4.4
from MW

P 53 7.6 Calculated 0.1-0.34 2.3 0.78-1.08 9.1 [10]
from MW

FH 155 33.8 Calculated n/a 10.5 1.32 2.1 [7,11]
from MW

Vn 75 125 Calculated n/a 28.4 n/a 5.5
from MW

Cn 75 12.5 Calculated n/a 2.0 n/a 5.5
from MW

iC3b 176 39.4 Calculated
from MW

Ba 33 4.1 Calculated
from MW

Bb 60 9.1 Calculated
from MW




C3a 9.1 0.50 [12,13]
C5a 10.4 0.017 [14,15]
C3dg 38.9 0.067 [12,16]

a For a comparison to literature values, a body weight of 70 kg and a plasma volume of 3 L was
assumed to convert the estimated synthesis rate from M s to mg kg day™.
b Calculated from plasma levels in S2 Table.
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