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with nAb significantly reduced the number of TUNEL-
positive and amyloid-positive B-cells. PCNA-positive B-cells
were also increased post treatment

e |L-1 receptor antagonist (IL-1RA, anakinra) and IL-1B
neutralizing monoclonal antibody (nAb) block IL-1 B signaling
by targeting the receptor and IL-1B, respectively.
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e Reducing amyloid formation by blocking IL-1f signalling may
provide an effective approach to slow down the process of [3-
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