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« High-frequency stimulation (~130 Hz) can induce a
depolarization block, where sodium channels stay

- to CTX-B (popB). B) Firing rate of popA and popB. extinction, and PopB learning rate decreases.
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Fig 1. DBS Device Overview Ref. (5)
Goal: Understand and replicate PTSD-related neural
dysfunctions underlying heightened fear responses
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and evaluate the impact of DBS across varying

conditions.

Fig 7. Bar graph Showing % Change 1 fear peaks from Fig 8. Neural aCtiVity In a person simulated with severe PTSD (ptSd_faCtor — OO) with DES

acquisition to renewal across different scenarios applied during extinction and renewal phases.
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leaky-integrate-and-fire (LIF) neurons.
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