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A2AR, adenosine receptor; AD, Alzheimer’s disease; ADAS-Cogl1, 11-subunit Cognitive Subscale of the Alzheimer’s Disease Assessment Scale; ADCOMS, Alzheimer’s Disease Composite Score; ATP, adenosine triphosphate; BMI, body mass index; C-SSRS, Columbia-Suicide Severity
Rating Scale; D2R, dopamine receptor; ERK, extracellular signal-regulated kinases; GLU, glutamate; IL-1, interleukin-1; IR C/L, immediate release carbidopa/levodopa; MCI, mild cognitive impairment; MDS-UPDRS, Movement Disorder Society-Unified Parkinson’s Disease Rating Scale;

MGIUSR, metabotropic glutamate receptor subtype 5; MMSE, Mini-Mental State Examination; MRI, magnetic resonance imaging; NF-kB, nuclear factor kappa-light-chain-enhancer of activated B cells; NMSS, Non-Motor Symptom Assessment Scale for Parkinson’s Disease; PHQ-9, 9-item
submodule of the Patient Health Questionnaire; PK, pharmacokinetics; SAE, serious adverse event; TEAE, treatment-emergent adverse event; TNF-a, tumor necrosis factor alpha.
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