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Overview

@ QUESTION %{} INVESTIGATION

Does STXBP1 haploinsufficiency affect hippocampal network activity and short-term We used conventional extracellular field potential recordings to measure synaptic transmission and short-term
plasticity? plasticity in acute hippocampal slices from STXBP1 HET mice vs littermate WT mice

O,\ RESULTS

Synaptic transmission in STXBP1 HET | Short-term plasticity in STXBP1 HET
Minor decrease of synaptic responses observed in CA3 region from HET mice ! - A significant increase in paired-pulse facilitation (PPF) is observed at CA3 to CAl synapse
This result is in agreement with previous observations performed from HET neurons®-2 3 . ThiiI _rets:IIt isI in ;fagsl_'re;g’ints \I:lv:\t:Ep_re\tll':ous observatgio;\s Performﬁ_d fr0|;1 STXBP1 variants® and HET# neurons, and with the
predicted role o - in the presynaptic fusion machinery
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Synaptic transmission in CA1 and DG regions is not impacted | D
No spontaneous bursting observed in all investigated hippocampal regions + Short-term plasticity evaluated at fimbria to CA3 and CA3 to DG synapses is not impacted
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Overall excitability, synaptic transmission, and short-term plasticity remain unchanged in the hippocampal regions of STXBP1 HET mice, except in CA3 and CA3-to-CA1 synapse, where a reduced
synaptic transmission and a potential dysfunction in presynaptic vesicular release were noticed, respectively.
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