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BACKGROUND RESULTS

 Core features of AD include inflammatory brain changes, such as the accumulation of A and 23 patients were enrolled in the study and received 20 mg oral NE3107 twice daily for 3 months

p-tau, which may result in neurodegeneration and a decline in cognitive function*? « Table 1 shows the demographic and baseline characteristics of the study patients t
* The earliest symptomatic phase of the AD continuum, MCI, may manifest as subtle cognitive - We assessed the neuropsychological effects of NE3107 using the ADAS-Cog12, MMSE, and MoCA cognitive performance tests (Figure 2) r
. . . . . J
deficiencies, such as aberrant episodic memory and language o 57% (n=13) of all 23 patients and 72% (n=13) of 18 patients with MMSE =20 had a lower ADAS-Cog12 score, compared with baseline, suggesting improved cognition

« About one-third of MCI patients are likely to progress to AD dementia within 5 years!

o 35% (n=8) of all 23 patients and 44% (n=8) of 18 patients with MMSE =20 had higher MMSE scores at treatment completion, compared with baseline, consistent with cognitive improvements
* Chronic neuroinflammation can promote A3 and p-tau synthesis and impair insulin signaling > 39% (n=9) of all 23 patients and 50% (n=9) of 18 patients with MMSE =20 had higher MoCA scores at treatment completion, compared with baseline, consistent with cognitive improvements
(insulin resistance [IR]) consequently promoting AR accumulation and exacerbating cognitive
§ ~T4c35
and memory deficits Table 1. Baseline Characteristics Figure 2. Mean Change Plots for ADAS-Cogl12, MMSE, and MoCA Assessments
* Insulin-sensitizing and anti-inflammatory drugs represent a promising strategy for slowing AD
progression and the associated cognitive decline®” All patients A ADAS-Cogi2 B MMSE C MoCA
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in these patients (Table 2); for more information, please see the poster and oral presentation listed below
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 Statistics for efficacy and safety analyses included all study participants who received at least 1 2022:18(4):700-789.
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pathogenesis and may indicate important drug effects associated with NE3107 in this open-label study DISCLOSURES 5
* Subsequent longer-term, placebo-controlled studies are required to assess the potential of NE3107 in patients with dementia _ P
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AB, amyloid 3; AD, Alzheimer’s disease; ADAS-Cog, Alzheimer’s Disease Assessment Scale-Cognitive Subscale; ADCOMS, Alzheimer’s Disease Composite Score; ANOVA, Analysis of Variance; APOE, apolipoprotein E gene; BID, twice per day; CDR, clinical dementia rating; CSF, cerebrospinal fluid; ERK, extracellular signal-regulated kinase; IR, insulin resistance; MCI, mild cognitive impairment;
MRI, magnetic resonance imaging; MMSE, Mini-Mental State Examination; MoCA, Montreal Cognitive Assessment; NF-kB, nuclear factor kappa B; p-tau, phosphorylated tau protein; PD, Parkinson’s disease; TNF-a, tumor necrosis factor-a; QDRS, Quick Dementia Rating Scale.



