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Synaptic Vesicle Fusion Drives Neuronal Communication
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Synaptic Vesicle Fusion Occurs at Active Zones
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The Drosophila Larval Motor Circuit
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Organization of Synaptic Contacts at the Drosophila NMJ
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Matching of Presynaptic AZs to Postsynaptic GIuR Fields

STED Imaging of GluRs and BRP
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Visualizing Synaptic Transmission In Vivo
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Evoked Release Probability is Heterogenous Across AZs
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Active Zone Regulation of Synaptic Strength
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Correlation Between Calcium Channel Density and P;
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What is the Origin of AZ Pr Heterogeneity?

m(( m((r

Low P, AZ High P, AZ

201

% of AZs

0 . .

00 01 02 03 04 05 06
Pr



What is the Origin of AZ Pr Heterogeneity?

Model 1: AZs arrive preassembled and at a specific set strength
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What is the Origin of AZ Pr Heterogeneity?

Model 2: AZ material assembles in a specific sequence
over time at the synapse
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Synaptic Strength Develops Over Time
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Active Zones With Variable Release Properties
Reflect Developmental Maturation
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Active Zone Maturation Components and Timecourse
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Early Scaffold Assembly Recruitment of Late Scaffolds
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Presynaptic Correlations with Release Probability
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Model for Active Zone Release Hetero geneity
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Relative Change in PSD Size

Influence Synapse Formation? During Plasticity?
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Ongoing Questions on Control of Presynaptic Output at AZs

How Does Neuronal Activity What Underlies Rapid Changes in P;
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