Detection of HSV-1 Encephalitis by Metagenomic Next-Generation Sequencing
After Negative Conventional Testing in a Toddler with Atypical Presentation
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e |nitial CSF (6/24/25): WBC 17 (94% lymphs), Prot 33, Glu 51

* MRI: bilateral perirolandic diffusion restriction with thalamic /
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e Broad differential: autoimmune encephalitis, infection, genetic/
metabolic etiologies

e HSV-1detected in CSF by mNGS
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