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Conclusion

Easy and time-efficient sample preparation, unrivaled sensitivity, comprehensive information in a variety of applications make SPR technology one of a kind platform for the antibody
characterization.

Convenience

Label-free interaction analysis on a Biacore system offers an array of possibilities for an in-depth antibody characterization. A range of capture kits are available, ranging from antibody to different types of tag capture kits. Regular sensor surfaces may
also be used for convenient immobilization of a capture molecule of choice.
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Sensitivity

In many cases, a better mimic of the biological situation would be to inject antibody and allow it to react with immobilized antigen. However, the bivalent nature of antibodies gives rise to avidity effects and kinetic analysis becomes challenging.
Biacore system offer sensitivity that made it possible to eliminate avidity effects by immobilizing very low amount of antigen on the surface and perform a confident interaction analysis at extremely low response levels. As shown below, at the
maximal observed response (R, ) below 6 RU, the avidity effects start to disappear and the interaction is described by 1:1 binding model.
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