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Fig. S5 Effects of apo-transferrin and holo-transferrin on prothrombin/FXII

activation and SPR analysis of transferrin and prothrombin/FXII interaction.

Both apo-transferrin and holo-transferrin showed no influence on prothrombin (a) or

FXII (b) activation. Data represent mean =SD of four independent experiments. (c)

Apo-transferrin showed no influence on kallikrein, FXla or FVIla. Data represent

mean x=SD of six independent experiments. (d) SPR analysis of interactions between

human serum albumin (HSA) and thrombin, FXIlla, fibrinogen or antithrombin (AT).

(e) SPR analysis of binding molar ratio between transferrin and fibrinogen, AT,

thrombin, and FXlla. SPR analysis of interaction between transferrin and prothrombin

(f) and FXII (g). (h) SPR analysis of interactions between holo-transferrin and

thrombin, FXlla, fibrinogen, AT, prothrombin (PTh), and FXII. Tf: transferrin.



