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Proportions of total fat and lean body mass were
calculated relative to total body mass; proportions of
visceral fat mass were calculated relative to the region
assessed.

Effects were assessed regardless of treatment adherence
or initiation of other antiobesity therapies (treatment
policy estimand).

from BL in total fat mass of 19.3% and regional visceral
fat mass of 27.4%, leading to 3.5%-point and 2.0%-point
reductions in the proportions of total fat mass and
visceral fat mass, respectively (Figure 1).

Total lean body mass decreased from BL by 9.7% with
semaglutide; however, relative to total body mass
the proportion of lean body mass increased by
3.0%-points.

 Relative to the region assessed, the proportion of visceral

fat mass at week 68 was 31.6% vs 35.6% in semaglutide
and placebo groups.

Total lean body mass to total fat mass ratio increased
from BL to week 68 in the semaglutide group (Table 2).

Greater improvements in lean body mass to fat mass
ratio were observed with greater weight loss in the
semaglutide group (Figure 2 and Table 2).

Conclusions

 In adults with overweight/obesity, once-weekly semaglutide 2.4 mg was associated with reduced total fat mass and
regional visceral fat mass, and a relatively increased proportion of lean body mass.

» Greater weight loss was associated with greater improvement in body composition (total lean body mass to total fat
mass ratio).

* Further results can be found in the STEP 1 primary publication.?
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