Naive Binding Affinity Shapes Clonal Selection and Evolution
in the B-cell Response to SARS-CoV-2 vaccination
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== Global statistics don’t show the responding lineages
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We focus on the 10’000 largest clonal lineages.
(still a very small part of the overall
repertoire ~ 0.1%)
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- Unmutated ancestors span a wide affinity range
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Binder lineages have distinct properties,
but none of them is discriminative
enough to identify binders from
sequence alone.
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But this is less and less true as the distances between the
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Vaccination experiment. 10’ B-cells receptors sequenced,
10* antibody-antigen interaction measured

Lineages that bind the antigen have unique
properties.

In-repertoire replicates : the same
receptors in different individuals follow

the same patterns.
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Structural properties

Binding Affinity
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Alphafold is not doing
very well here but is
showing promise.
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Advancing Immunology Together
200 scientists ¢ 16 research teams

State-of-the-art facilities:

Flow cytometry * Imaging « Genomics
Histology « Computational biology ¢ CRISPR
screening

' Start-up package:

Fully equipped lab  Salary * 2-year consumables
funding * Free core facilities '

Application deadline: May 1st 2026
Contact: milpied@ciml.univ-mrs.fr
https://ciml.univ-mrs.fr
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