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Background: Loudness-dependent auditory evoked potentials (LDAEP), a monotonic
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Clinical Care (EMBARC). Methods: MDD patients (baseline HAMD,, = 15, 78 sertraline, 86

placebo) who completed Stage 1 (8-wk) provided baseline 72-channel ERPs to 1000-Hz tones *10ms rlseldecay
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at five intensities (60-100 dB). N1 activity attributable to primary auditory cortex (tangential g —oplo AF3 AFZ AF4 S £10 |
dipole) was quantified using scalp current source density and temporal PCA. Multilevel * 100 trials/dB R 0 TP M ~Aor -5 I . .
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and better clinical response with increasing tone intensity for sertraline only, whereas this
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association was lower for placebo and did not vary with intensity. At the same time, a Participants sat quietly with their eyes open, fixating on
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N1 slope was linked to symptom improvement, independent of Tx. These effects remained N1 sink T -

after adding gender, age, and baseline HAMD as covariates to the regression model. — - - - o \cz o - o T8 | |
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neurobiological marker may function both as a predictor of MDD treatment response and as a
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