
Background
	 Baseline variables that are associated with response to advanced 
therapies have the potential to improve the management of UC  
in patients1

	 Etrasimod is an oral, once-daily, selective S1P1,4,5 receptor 
modulator for the treatment of moderately to severely active UC

Objective
	 This post hoc analysis aimed to identify baseline demographic 
and disease activity characteristics associated with response  
in the ELEVATE UC clinical programme

Methods
	 Details of the ELEVATE UC programme design are shown 
in Figure 1

	 Efficacy endpoints of clinical remission and endoscopic 
improvement, and change from baseline in MMS and ES, were 
analysed using logistic or linear regression models, respectively, 
at Week 12 (pooled data) and Week 52 (ELEVATE UC 52 only)

	 Baseline variables assessed in this analysis were based on clinical 
input (Table 1). Those associated with efficacy outcomes were 
pre-selected by simple regression analyses (⩾1 comparison 
p<0.1) and were further assessed using multivariable logistic/
linear regression using backward selection (stay criterion p<0.05)

Results
Multivariable logistic regression analysis for clinical 
remission

	 At Week 12, lower odds of achieving clinical remission were independently associated 
with no baseline CS use, higher ES and higher hsCRP (Figure 2)

	 No prior bio/JAKi experience was associated with higher odds of achieving clinical 
remission at Week 52 (Figure 2)

Multivariable linear regression analysis for changes 
in baseline MMS

	 At Week 12, higher hsCRP and a baseline ES of 3 were associated with an increase  
in MMS from baseline, while no prior bio/JAKi experience was associated with a decrease 
in MMS from baseline (Figure 3)

	 At Week 52, only extent of disease for proctitis vs left-sided colitis/proctosigmoiditis was 
significantly associated with change from baseline in MMS (Figure 3)

Figure 2. Multivariable logistic regression analysis of baseline variables for clinical remission at Week 12 and 
Week 52 (MMS 4–9)
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*p<0.05, **p<0.01, ***p<0.001.
Sex was also included in this multivariable logistic regression analysis (Week 12: OR 1.53 [95% CI, 1.06, 2.21]).  
Clinical remission was defined as an SFS of 0 (or 1 with a ⩾1-point decrease from baseline), an RBS of 0 and an ES of ⩽1 (excluding friability).

Figure 3. Multivariable linear regression analysis of baseline variables for change in baseline from MMS 
at Week 12 and Week 52 (MMS 4–9)
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aIncrement of 1 score unit.
p<0.05 values are highlighted in bold. 
Multivariable linear regression data for geographic region at Week 12 (not plotted): Europe vs Others: -0.73 (95% CI, -1.14, -0.32), p=0.0005; North America vs  
Others: -0.22 (95% CI, -0.81, 0.38), p=0.4756.

Figure 4. Summary of multivariable logistic/linear regression analyses of baseline 
variables at Week 12 and Week 52
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aVariables not included in the multivariable analysis were not pre-selected by the simple regression analysis, having not met the 
criteria of ⩾1 comparison p<0.1.
bEtrasimod vs placebo was not subject to variable selection.
cBaseline BMI group data were consistent for all comparisons (<25 vs ⩾30kg/m2, 25–29 vs ⩾30kg/m2).
dBaseline hsCRP had consistent significance across all comparisons (⩾0.5 to <3 vs <0.5, ⩾3 to <5 vs <0.5,  
⩾5 to <10 vs <0.5 and ⩾10 vs <0.5 mg/L).
Clinical remission was defined as an SFS of 0 (or 1 with a ⩾1-point decrease from baseline), an RBS of 0 and an ES of ⩽1 
(excluding friability). Endoscopic improvement was defined as an ES ⩽1.

Table 1. Baseline variables assessed

Baseline variables Reference group 

Age 5-year increment

Sex (female vs male) Male

Geographic region (North America, Europe, 
Others) Others

BMI group (<25, 25–29, ⩾30 kg/m2) ⩾30 kg/m2

Baseline MMS (4–6 vs 7–9) MMS 7–9

Baseline ES (3 vs 2) 2

Robarts Histopathology Index 1-score unit increment

Duration of UC disease since diagnosis 2-year increment

Age at UC diagnosis 2-year increment

Prior hospitalisations for UC (no vs yes) Yes

Extent of disease (proctitis, pancolitis,  
left-sided colitis/proctosigmoiditis)

Left-sided colitis/
proctosigmoiditis

Prior bio/JAKi experience (naïve vs experienced) Experienced

Baseline CS use (no vs yes) Yes

Baseline hsCRP (<0.5, ⩾0.5 to <3, 
⩾3 to <5, ⩾5 to <10 and ⩾10 mg/L) <0.5 mg/L

Baseline FCP (greater vs less than  
median FCP at baseline)

Pooled Week 12: ⩽993.7 mg/kg
Week 52: ⩽1125.4 mg/kg

Backward selection included baseline variables with ⩾1 comparison p<0.1 from simple 
(univariate) analyses. Treatment group, baseline value (linear regression only) and study 
stratification (Week 12 only) were mandatorily included and not subject to backward selection.

Conclusions
	 In this analysis, certain baseline variables related to higher disease activity (ES of 3, high baseline 
hsCRP) were associated with lower odds of achieving efficacy endpoints at Week 12

	 These associations were not retained at Week 52, which may be due to a lack of statistical power or 
suggests that some patients with moderately to severely active UC could benefit from longer exposure 
to etrasimod to achieve these clinical outcomes
– This is consistent with previous findings that assessed etrasimod response by baseline ES3

	 This analysis may provide important information to help healthcare professionals choose appropriate 
patients for therapy with etrasimod
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Summary of multivariable logistic/linear regression analyses following 
backward selection

	 At Week 12, lower baseline ES and lower hsCRP were associated with achieving all outcomes assessed (p<0.05) 
(Figure 4)
– A higher baseline RHI, no prior bio/JAKi experience and baseline CS use were associated with achieving select

outcomes assessed (p<0.05) at Week 12 (Figure 4)

	 At Week 52, other than etrasimod vs placebo, no variable showed consistent significant comparisons (p<0.05) 
across the assessed outcomes (Figure 4)
– Extent of disease was associated with achieving select outcomes assessed at Week 52; baseline MMS was

associated with achieving endoscopic improvement only (Figure 4)

Limitations
	 This analysis was post hoc and contains 
subgroups with relatively small sample 
sizes 

	 The ELEVATE UC clinical programme 
was not designed nor powered to 
identify variables related to response

	 The selection of variables associated 
with efficacy responses was model 
dependent

Figure 1. ELEVATE UC programme trial design2
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Patients with an inadequate or loss of response or intolerance to ⩾1 approved UC therapy 
were randomised (2:1) to etrasimod 2 mg QD or placebo.
At study entry, patients could receive concomitant treatment with a CS (prednisone  
[⩽20 mg/day], budesonide [⩽9 mg/day] or equivalent), provided they were on a  
stable dose 4 weeks prior to the screening endoscopy. Investigators were directed to  
taper CS after Week 12. 
aBeginning at Week 12, all patients could continue their randomised treatment into a 
40-week maintenance period; those whose disease had not improved or worsened vs 
baseline (based on investigator judgement) could continue and, if objective disease 
worsening criteria were met (having either or both RBS ⩾2 or RBS + SFS ⩾4 at 
two time points ⩾7 to ⩽14 days apart), enrol in an OLE study (NCT03950232).

https://scientificpubs.congressposter.com/p/ohxrtozbix6axxtq


Fachkurzinformation
▼ Dieses Arzneimittel unterliegt einer zusätzlichen Überwachung. Dies ermöglicht eine schnelle Identifizierung neuer Erkenntnisse über die Sicherheit. Angehörige von Gesundheitsberufen

sind aufgefordert, jeden Verdachtsfall einer Nebenwirkung zu melden.
Hinweise zur Meldung von Nebenwirkungen, siehe Abschnitt 4.8 der Fachinformation.

VELSIPITY® 2 mg Filmtabletten

Qualitative und quantitative Zusammensetzung: Jede Filmtablette enthält Etrasimod-Arginin, entsprechend 2 mg Etrasimod. Sonstiger Bestandteil mit bekannter 
Wirkung:  Jede Filmtablette enthält 0,0156 mg des Farbstoffs Tartrazin (E102). Liste der sonstigen Bestandteile: Tablettenkern: Magnesiumstearat (E470b), 
Mannitol (E421), Mikrokristalline Cellulose (E460i), Natriumstärkeglykolat (Typ A). Filmüberzug: Brillantblau-FCF-Aluminiumsalz (E133), Indigocarmin-Aluminiumsalz 
(E132), Tartrazin-Aluminiumsalz (E102), Macrogol 4000 (E1521), Poly(vinylalkohol) (E1203), Talkum (E553b), Titandioxid (E171). Anwendungsgebiete: Velsipity wird 
angewendet für die Behandlung von Patienten ab 16 Jahren mit mittelschwerer bis schwerer aktiver Colitis ulcerosa (CU), die auf eine konventionelle Therapie oder ein 
Biologikum unzureichend oder gar nicht angesprochen haben oder diese nicht vertragen. Gegenanzeigen: Überempfindlichkeit gegen den Wirkstoff oder einen der in 
Abschnitt 6.1 der Fachinformation genannten sonstigen Bestandteile. Immunschwäche (siehe Abschnitt 4.4 der Fachinformation). Patienten, die in den letzten 6 
Monaten einen Myokardinfarkt, eine instabile Angina pectoris, einen Schlaganfall, eine transitorische ischämische Attacke (TIA), eine dekompensierte Herzinsuffizienz mit 
stationärer Behandlung oder eine Herzinsuffizienz der Klasse III/IV gemäß der New York Heart Association (NYHA) erlitten haben. Patienten mit Anamnese oder Vorliegen 
eines atrioventrikulären (AV) Blocks zweiten Grades Mobitz-Typ II oder dritten Grades, eines Sick-Sinus-Syndroms oder eines sino-atrialen Blocks. Ausgenommen 
davon sind Patienten mit einem funktionierenden Herzschrittmacher. Schwere aktive Infektionen, aktive chronische Infektionen wie Hepatitis oder Tuberkulose 
(siehe Abschnitt 4.4 der Fachinformation). Aktive Malignome. Schwere Leberfunktionseinschränkung. Während der Schwangerschaft und bei Frauen im gebärfähigen 
Alter, die keine wirksame Empfängnisverhütung anwenden (siehe Abschnitte 4.4 und 4.6 der Fachinformation). Pharmakotherapeutische Gruppe: Immunsuppressiva, 
Sphingosin-1-Phosphat(S1P)-Rezeptor-Modulatoren, Etrasimod, ATC-Code: L04AE05. Inhaber der Zulassung: Pfizer Europe MA EEIG, Boulevard de la Plaine 17, 1050 
Brüssel, Belgien. Stand der Information: Juni 2024. Rezeptpflicht/Apothekenpflicht: Rezept- und apothekenpflichtig. Angaben zu besonderen Warnhinweisen und 
Vorsichtsmaßnahmen für die Anwendung, Wechselwirkungen mit anderen Arzneimitteln und sonstigen Wechselwirkungen, Fertilität, Schwangerschaft und 
Stillzeit und Nebenwirkungen entnehmen Sie bitte der veröffentlichten Fachinformation. 

Pfizermed.at
Das Serviceportal für medizinische Fachkreise

www.pfizer.at
Medieninhaber und Druck: Pfizer Corporation Austria GmbH, Wien PP-V1A-AUT-0040/10.2024

Pfizermed.at
Das Serviceportal für medizinische Fachkreise

www.pfizer.at
Medieninhaber und Druck: Pfizer Corporation Austria GmbH, Wien 

PP-V1A-AUT-0065/03.2025

Velsipity ist indiziert für die Behandlung von mittelschwerer bis schwerer aktiver Colitis ulcerosa ab 16 Jahren, bei Unverträglichkeit, unzureichendem oder keinem 
Ansprechen auf konventionelle Therapie oder ein Biologikum.

Nach Lymphopenie (��%) zählen Kopfschmerzen, Infektionen der Harnwege und der unteren Atemwege, Neutropenie, Hypercholesterinämie, Bradykardie, Schwindelgefühl, 
Sehverschlechterung, Hypertonie und erhöhte Leberenzyme zu den häufigsten Nebenwirkungen (≥ �/��� bis < �/��).

Referenz: Velsipity, aktuelle Fachinformation




