Dietary Omega-3 Polyunsaturated Fatty-Acid Supplementation reduces Painful Diabetic
Neuropathy and Upregulates Neuroprotective Cellular Pathways in Latinos with Type 2 Diabetes
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Table 3. Percentage of individuals or mean = SD shown for each variable and each time point (Baseline vs 3-months). P-values Table 4. Partial spearman correlation between SF-MPQ_ sensory score and top metabolites contributing to group separation per RF, adjusted This research was supported in part by the NIGMS and NIMHD part of the National Institutes of Health awards number
based on match pairs t-test. for ID. Figure 3. Paired t-test comparison of baseline relative plasma concentration of sphingosine metabolite. Mean = SD shown. *** p < 2R25GM060507 and P20MD006988.
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