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INTRODUCTION

Background: Neurologic symptoms have been described in 30-60% of hospitalized patients with Coronavirus Disease 2019 (COVID-19), but little is known about CSF profiles in these patients.
Objectives: To evaluate hospitalized patients with COVID-19 and neurologic symptoms by determining the CSF viral burden of SARS-CoV-2 and comparing intrathecal inflammatory responses to healthy controls and patients with established neurotropic pathogens

METHODS Neuroimaging Findings in Patients with Neurologic RESULTS Point 4: Correlations between all cytokines and chemokines and Q-Alb was
moderate to strong, and intrathecal inflammatory profiles were

. . . . Manifestations of COVID-19 3 : — : :
Design: A multisite, prospective observational cohort study (MGH and BWH) Cytokine and chemokine expression in patients with COVID-19

intercorrelated within patients and clustered among those with potential
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Inhaled Nitric Oxide 1/10 10% e A proinflammatory CSF profile was observed in a subset of COVID-19 patients despite minimal pleocytosis and absent viral nucleic acid. The CSF profile was atypical for
VIG/Steroids 5/10 50% neurotropic pathogens, suggesting further study is required to determine the role of CSF inflammation and BBB breakdown in COVID-19-associated neurological disease.




