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Preparation and characterization of a monoclonal antibody against human tissue
factor with anticoagulation activity
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[Abstract] Objective To prepare and characterize a monoclonal antibody (mAb) against human tissue factor (hTF) with
anticoagulation activity. Methods BALB/c mice were immunized with truncated recombinant protein (rhTF,;). Hybridoma cell
lines were generated from cell fusion, and screened using indirect ELISA and prothrombin time (PT). After ascites was
developed in BALB/c mice, antibody titers were determined using indirect ELISA. Western blotting was performed to study
the antibody specificity. Anticoagulant activity of the antibody was detected by PT assay. Results A mAb to hTF with excellent
anticoagulation activity was identified. Its immunoglobulin subclass belonged to IgGl. Titer of ascites fluid was 1:200 000.
Western blotting and PT analysis confirmed the specificity and anticoagulant activity of the antibody. The mAb reacted
specifically to both recombinant hTF,,, and natural TF on SW620 colon cancer cell surface. Conclusion A hTF mAb with
anticoagulation activity and high specificity has been successfully prepared.

[Key words] human tissue factor; monoclonal antibody; anticoagulation activity; hybridoma technique
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) 5 L 200K s o2 S50 I AT I RS s B8P o e 47
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