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Among participants who experienced

inadequate response to ustekinumab and
switched to guselkumab in the GALAXI1LTE:

— The majority achieved clinical remission
16 weeks after treatment switch
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Results

Table 1. Demographics and Disease Characteristics at Induction Baseline A total of 17 participants treated with ustekinumab during the LTE had inadequate response and switched to guselkumab 200 mg SC g4w without IV induction Clinical outcomes 16 weeks after treatment switch in participants who switched from ustekinumab to guselkumab 200 mg SC g4w were consistent with those
e The majority of these participants switched to guselkumab within the first 8 weeks of the treatment switch window in the BIO-IR subpopulation 12 weeks after IV induction with guselkumab 200 mg IV g4w
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Guselkumab 200 mg SC q4w

Participants treatment-switched in LTE (N=17) Figure 1. Time to Inadequate Response and Treatment Switch: Participants Treatment-switched to Guselkumab 200 mg SC g4w From Ustekinumab 90 mg SC q8w  Figure 2. Clinical Outcomes 16 Weeks After Treatment Switch
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lleum only 3 (176%) Figure 3. Endoscopic Outcomes by Years Treated With Guselkumab
Colon only 5 (29.4%) A. Endoscopic Response B. Endoscopic Remission
o (o]
100 | 100 |
lleum and Colon 9 (62.9%) . .
! !
_. 80 - ! _. 80 - !
CRP in mg/L, median (IQR) 2.6 (0.8;64) “ R | & !
S& 60 52.9 | S5£ 60— '
Fecal calprotectin in pg/g, median (IQR) 369.0 (179.0; 512.0) '% S 50.0 | 46.7 46.2 '% S 32:1 | 29.5
3 cg; 40 - : S % 40 - 35.3 BGICl)JSIRCorEbmedI LtTE : 33.3 GUS Combined LTE
History of inadequate response/intolerance® to biologic therapy (BIO-IR), n (%) 12 (70.6%) o t UST 90 mg SC q8w - GUS Combined LTE ! UST 90 mg SC q8w - GUS Combined LTE = ~~ subpoptration l ' BIO-IR subpopulation
. . — — — — . _ — . a g GUS 200 mg SC g4w BIO-IR subpopulation | GUS 200 mg SC q4w BIO-IR subpopulation a g UST 90 mg SC q8w - | UST 90 mg SC q8w -
;F:]rcljn;:?;Si%nsrg2;:;)r;gf,gr%%cr)]r’]sdgirsyer;gg'response, or intolerance. CD=Crohn’s disease; CDAI=Crohn’s disease activity index; CRP=C-reactive protein; IQR=interquartile range; LTE=long-term extension; SC=subcutaneous; SD=standard deviation; SES-CD=simple 20 — | 20 — GUS 200 mg SC q4W | GUS 200 mg SC q4W
Safetv S 9/17 39/78 | 7/15 36/78 6/17 25/78 | 5/15
afety Summary o+— e ] : oL — - ] .
SRS : . . . ~1yr after ~1 yr after induction ~2 yr after ~2 yr after induction ~1yr after ~1 yr after induction ~2 yr after ~2 yr after induction
o |nje.ct|0n site reaction occurred .(p.artICIpant bt Ll Cc?n.tlnued I 1906 e ) . . treatment switch (Study Wk 48) treatment switch (Study Wk 96) treatment switch (Study Wk 48) treatment switch (Study Wk 96)
e 1serious adverse event occurred (irritable bowel syndrome; participant recovered and continued in the study) (Study Wk 96) (Study Wk 144) (Study Wk 96) (Study Wk 144)

e There were no adverse events that led to discontinuation in the subgroup

BIO-IR=history of inadequate response/intolerance to biologic therapy.
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