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The effect of once-weekly semaglutide on MACE, blood pressure and lipids
by race and ethnicity: a SUSTAIN 6 post hoc analysis
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e The greatest reductions in SBP and DBP were observed in the Other subgroup.
It should be noted that the subject numbers in this group were low.

Table 2: Adverse events by race and ethnicity

Key result

Figure 1: Time to composite MACE and its individual
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and in non-Hispanics for CV death (Figure 1B-D).

interacting with visit. ETRs were also analysed using an MMRM with treatment and
stratification as fixed factors and baseline value as covariate.

MACE, BP and lipid data were observed without imputation, irrespective of subjects’
adherence to treatment (in-trial). AE data are from the period when subjects were
exposed to the study drug (on-treatment).

» SBP decreased by 2.0 mmHg in Black/African American subjects with semaglutide
1.0 mg (n=54; data not shown).

» In SUSTAIN 1-5 and 7, SBP was reduced in Black/African American subjects
(data not shown).

e Changes in DBP with semaglutide were consistent across all subgroups (Figure 2B).
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Data are from the in-trial observation period from the full analysis set, and were pooled for both the semaglutide
groups and for the placebo groups. Cl, confidence interval; CV, cardiovascular; HR, hazard ratio; MACE, major
adverse cardiovascular events; MI, myocardial infarction; N/A, not available.

e A greater proportion of Caucasian and Black/African American subjects discontinued
treatment due to AEs with semaglutide, compared with subjects in other race subgroups.

e A slightly lower proportion of Asian subjects reported gastrointestinal AEs with
semaglutide compared with subjects in other race and ethnicity subgroups.

e The overall incidence of severe hypoglycaemia with semaglutide was low.
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between subgroup, randomised treatment and baseline value as covariates, all with semagiutide .o mg th=->%, ddta hot Shown,. 001 0 1 0 a safety profile similar to that of other GLP-1RAs.> e |n this post hoc analysis of the SUSTAIN 6 trial, there appeared to be no heterogeneity

in the effect of semaglutide vs placebo on MACE, BP and lipid levels in race
and ethnicity subgroups.

e The safety profile in each subgroup was similar to that of all subjects in the SUSTAIN
clinical trial programme. 0
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