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Crohn’s disease (CD) is a progressive disease associated with a reduced 
quality of life 

Therapeutic goals and clinical guidelines have evolved to include endoscopic 
outcomes as a key target in disease management1

Several studies have demonstrated that achieving early endoscopic outcomes 
is linked to better disease control and a reduced risk of complications, generally 
assessed at 1 year2-6

Guselkumab, a dual-acting IL-23 inhibitor that has been investigated 
in double-blind, placebo-controlled, active comparator, phase 3 trials, 
demonstrated superiority to ustekinumab at achieving endoscopic 
response at Week 48 (52.7% and 47.9% vs 37.1%, p<0.001 and p=0.009 for 
guselkumab 200 mg and guselkumab 100 mg vs ustekinumab, respectively)7 

To understand the implication of endoscopic response on long-term clinical remission 
with guselkumab and ustekinumab using a disease model based on data from the 
GALAXI phase 3 trials

	● In line with previous studies 
showing that endoscopic 
response is associated with 
better disease control over 
time,2-6 the GALAXI LTE data 
demonstrated that patients with 
clinical remission and endoscopic 
response lost response at a 
slower rate than those with 
clinical remission but not 
endoscopic response

	— At Week 48 of the GALAXI 
phase 3 trials, among patients 
who achieved clinical remission, 
66% treated with guselkumab 
also had an endoscopic 
response compared with 
54% of those treated with 
ustekinumab 

	— Patients treated with 
guselkumab lost response at a 
slower rate than those treated 
with ustekinumab after Week 48 
for up to 5 years (annual loss 
of response was 16.4% with 
guselkumab vs 21.8%  
with ustekinumab) 

Limitation
	● Data were extrapolated beyond 
the observed 96 weeks to 
predict 5-year outcomes;  
long-term clinical data are 
required to confirm these findings 

The model predicted that the proportions of patients in clinical remission with guselkumab and ustekinumab were 56.6% versus 49.0% at  
Year 2, 47.2% versus 37.9% at Year 3, and 32.9% versus 22.7% at Year 5, respectively (Figure 2). The difference in the proportions of patients 
attaining clinical remission with guselkumab compared with ustekinumab increased from 4.5% at Year 1 (67.8% vs 63.3%, respectively)  
to 10.2% at Year 5 (32.9% vs 22.7%, respectively)

Figure 2. Predicted Proportion of Patients in Clinical Remission Over 5 Years 
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Among patients who achieved clinical remission at Year 1, the model predicted that 48.5% treated with guselkumab versus 35.9% treated with 
ustekinumab maintained clinical remission over 5 years (Figure 3)

Figure 3. Predicted Proportion of Patients Who Maintained Clinical Remission Over 5 Years Among Those Who Achieved 
Clinical Remission at Year 1 
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Key Takeaways

The model projections from this 
analysis suggest that treatment  
with guselkumab leads to better  
long-term outcomes for patients  
with CD compared with ustekinumab

The results of this analysis support 
the utility of endoscopic response  
as a predictor of long-term outcomes 
and suggest longer sustained clinical 
remission with guselkumab treatment 
versus ustekinumab
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Longer Sustained Remission in Crohn’s Disease With Guselkumab 
Versus Ustekinumab Treatment: Projections From a Disease Model

Model Structure
	● A state-transition model was developed to simulate long-term rates of clinical 
remission, clinical response, and active disease for adult patients (≥18 years of age) 
with moderately to severely active CD receiving guselkumab or ustekinumab (Figure 1)8

	● In the model, patients were in 1 of 3 health states: clinical remission, clinical response 
without clinical remission, or active CD  

	● For the first 48 weeks, the rates of clinical remission and clinical response for 
patients on guselkumab and ustekinumab were based on results from the GALAXI 
phase 3 trials.2 The phase 3 GALAXI 96-week long-term extension (LTE) data  
were used to derive rates of loss of response (ie, the proportion of patients who 
achieved clinical remission at Week 48 but did not retain clinical remission at  
the end of the LTE) for each treatment arm 

	— Rates of loss of response were derived separately for patients who achieved 
clinical remission with and without endoscopic response 

	— A weighted average rate for each arm was then calculated based on the proportion 
of patients who achieved clinical remission with and without endoscopic response at 
Week 48 

	— This was extrapolated up to 5 years to predict the durability of clinical remission  
(ie, the proportion of patients who achieved clinical remission on guselkumab vs 
ustekinumab each year over a 5-year period)

Figure 1. Model Structure
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Clinical remission was defined as a CDAI score <150, clinical response without clinical 
remission was defined as a reduction from baseline in CDAI score of ≥100 without 
achieving clinical remission, and active CD was defined as not achieving a clinical response. 
Age- and sex-adjusted mortality rates obtained from the US population life table were  
applied in the model, and patients were at risk of death at any time. 
CD=Crohn’s disease; CDAI=Crohn’s Disease Activity Index.
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