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Frequency of anti‐Aβ40 memory B cells in blood mirrored the 
trajectory of plasma anti‐Aβ40 antibody levels

Antibody levels did not decline with age ABvac40 elicited both IgM and IgG production
Anti‐Aβ40 and anti‐KLH responses were 

strongly correlated

AB1601 is a phase 2 clinical trial comprising two
periods: Part A (18‐24 months), with patients
receiving five monthly single‐dose injections
followed by a delayed booster of ABvac40 or placebo
at month 10, and Part B (18 months), an extension
study with treatment cross‐over. Here we present
immune response characterization in Part A. Specific
anti‐Aβ40 plasma antibodies were quantified by
ELISA. Anti‐KLH plasma antibodies were estimated as
the optical density signal in titration ELISA. Relative
IgG/IgM isotypes were analysed by ELISA. The
frequency of anti‐Aβ40 memory B cells in blood was
assessed using FluoroSpot.
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ABvac40 is an active vaccine targeting Aβ40 for the
treatment of Alzheimer’s disease (AD). Results from
phase 2 trial AB1601 (NCT03461276) demonstrated
that ABvac40 was safe, well‐tolerated and stimulated
a strong and specific immune response in patients
with amnestic mild cognitive impairment (a‐MCI) and
very mild AD (vm‐AD).

To characterize the immune response elicited by
ABvac40 in the AB1601 study.

A booster at month 10
enhanced IgM response

 No immunosenescence was observed in the AB1601 population.
 Correlation between anti‐Aβ40 and anti‐KLH responses suggests that

variability in anti‐Aβ40 response depends on individual immune system
rather than on the ABvac40 drug design.

 ABvac40 induced the expected IgG/IgM profile after 5 monthly injections.
The subsequent rise in %IgM following a delayed booster at month 10
confirmed reactivation of the immune response.

 The profile of anti‐Aβ40 memory B cells closely paralleled that of anti‐Aβ40
antibodies. The marked increase in B cell frequency observed post‐booster
contrasts with the low number of circulating B cells detected pre‐booster,
suggesting the presence of specific B cells in secondary lymphoid organs.

CONCLUSIONS
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These findings provide valuable insights into the immune response
elicited by ABvac40 in patients with a‐MCI and vm‐AD.
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rs: Spearman correlation coefficient.

SFU: Spot forming units. PBMCs: Peripheral blood mononuclear cells.


