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Figure 3: GAL-201 prevents AB, , -induced suppression of long-term potentiation Figure 6: In behavioral experiments with transgenic AD mice, a single injection of GAL-201
The small molecule GAL-201 has recently been characterized as a promising development candidate for improved cognition significantly.
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for their cognitive performance in the water-cross maze after administration of 80 mg/kg GAL-201 memory, and it is blocked by A oligomers. Aﬁp<o:.oo1|;gomer::Z;?onoelr,as;e=ds]$;.:?Onrt1 fﬂﬁ:;t S5 - el ronagating Injection of GAL-201 improved the cognitive performance W il ype e
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caIIy monitored in the CA1l region of hlppocampal brain slices. after preparation. according to Russ et al. 2022, fEPSP = field excitatory postsynaptic potential. in wild-type mice. GAL-201 was injected at 80 mg/kg one day before the behavioral experiment
Figure 1: AB oligomers and protofibrils have been validated as targets for AD treatment Figure 4: The protective effect on LTP directly correlates with spine protection or prevention of spine loss RESULTS
” R GAL-201 significantly improved the cognition in the mutants compared to placebo. The escape
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'/ ~ & E<, 5= 2 Qi 16 | oe s r A oligomers show toxicity by reducing spine density. p=0.06). In the accuracy experiment, the improvement of the GAL-201-treated transgenic mice was
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Figure 2: GAL-201 targets misfolded AB__,, with high affinity and prevents the formation of Figure 5: AB, _,,-induced spine loss is visually prevented by GAL-201 References:
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"E , GAL-201 binding to AB, ,, was measured by surface plasmon A) Dendrite of a control slice. B) Dendrite of a slice incubated with C) Dendrite of a slice incubated with a
é resonance using a Biacore X100 biosensor instrument. 50 nM AB, ,,. This dendrite shows a freshly prepared serial dilution of GAL-201 /-\
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