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Supplementary Table 1. Chromogenic activity of recombinant FX variants 

 

Zymogen FX 
(mOD/min) 

Zymogen FX + 
APMSF 

(mOD/min) 

Zymogen-assembled 
prothrombinase + 

APMSF 
(mOD/min) 

FX auto-
activation 
+ APMSF 

(mOD/min) 

hFX 0.05 ± 0.00 0.02 ± 0.01 
N.D. 

N.D. 

hFX-ptAP 3.31 ± 0.06 0.03 ± 0.02 
0.19 ± 0.07 

0.06 ± 0.02 

v-ptFX 0.04 ± 0.01 0.08 ± 0.08 
N.D. 

0.13 ± 0.01 

ptFX-hAP 0.05 ± 0.01 0.00 ± 0.00 
N.D. 

N.D. 

hFXa (0.1 nM) 2.0 ± 0.0 N.D. 
N.D. 

N.D. 

hFXa (1 nM) 18.5 ± 0.1 0.06 ± 0.00 
N.D. 

N.D. 
 

The initial velocity of peptidyl substrate hydrolysis (250 µM SpecXa) catalyzed by 

recombinant zymogen FX variants (250 nM) was determined using non-treated 

(Zymogen FX) or pre-treatment (Zymogen FX + APMSF) of zymogen FX variants 

with 100 µM APMSF as described in “Materials and Methods”. The amidolytic activity 

of hFX-ptAP was also determined in the presence of FV-810 (250 nM), PCPS (50 

µM) and SpecXa (250 µM) (zymogen-assembled prothrombinase + APMSF). FX 

auto-activation was assessed by incubation of APMSF-treated FX (250 nM) with 250 

nM cofactor (FV-810 for hFX-ptAP or v-ptFV for v-ptFX) and PCPS (50 µM) at 25 °C 

for 60 minutes followed by the assessment of FXa activity using peptidyl substrate 

hydrolysis (250 µM SpecXa). Mean values are given ± 1 standard deviation of two 

independent experiments. N.D. indicates not determined. 

 

 

 



Supplementary References 

1. Hansson K, Stenflo J. Post-translational modifications in proteins involved in blood 
coagulation. Journal of thrombosis and haemostasis : JTH 2005; 3(12): 2633-48. 

 


