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Key lakeaways

In APEX, GUS-treated pts had
greater response rates for achieving
cDAPSA/DAPSA LDA/REM through
W24 vs PBO-treated pts

e Response rates numerically
increased through 1 year for
GUS-randomized pts
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Background Methods
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Results

Baseline characteristics of pts with active and erosive PsA were balanced Through W24, greater proportions of GUS-treated pts achieved cDAPSA At W24, GUS treatment effect in achieving cDAPSA and DAPSA LDA/REM was consistent across subgroups At W24, GUS treatment effect in achieving cDAPSA and DAPSA LDA/REM

across treatment groups and DAPSA LDA/REM vs PBO was consistent across subgroups defined by baseline radiographic features
o Q4W/Q8W-treated pts were ~2-to 3-times more likely to achieve cDAPSA and DAPSA response than PBO-treated pts across subgroups
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