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EXPLORE THE CLINICAL AND ENDOSCOPIC 
EFFICACY OF TREMFYA®1,2

GRAVITI Trial Design
The GRAVITI program was a randomized, double-blind, placebo-controlled, phase 3, treat-through study (N=340) in adult 
patients with moderately to severely active Crohn’s disease who had a history of inadequate response, loss of response, 
or intolerance to oral corticosteroids, immunomodulators (azathioprine, 6-mercaptopurine, methotrexate), and/or biologic 
therapy (ie, TNF blockers or vedolizumab). The study evaluated efficacy and safety of TREMFYA® 400 mg SC given at Weeks 
0, 4, and 8 followed by TREMFYA® 100 mg SC q8w (N=114), TREMFYA® 400 mg SC given at Weeks 0, 4, and 8 followed by 
TREMFYA® 200 mg SC q4w (N=111), or placebo (N=115). The co-primary endpoints were clinical remission at Week 12 and 
endoscopic response at Week 12. At Week 24, all participants were eligible to enter the extension phase.1,2

GALAXI Trial Design
The GALAXI program (GALAXI 2 & 3) was a phase 3, randomized, double-blind, controlled treat-through study (N=1021) 
that assessed TREMFYA® superiority vs both active comparator and placebo in adult patients with moderately to severely 
active Crohn’s disease who had a history of inadequate response, loss of response, or intolerance to oral corticosteroids, 
immunomodulators (azathioprine, 6-mercaptopurine, methotrexate), and/or biologic therapy (ie, TNF blockers or 
vedolizumab). The study evaluated efficacy and safety of TREMFYA® 200 mg IV given at Weeks 0, 4, and 8 followed by 
TREMFYA® 100 mg SC q8w (N=286), TREMFYA® 200 mg IV given at Weeks 0, 4, and 8 followed by TREMFYA® 200 mg SC q4w 
(N=296), active comparator (N=291), or placebo (N=148). Efficacy endpoints assessed at Week 12 were clinical remission and 
endoscopic response.1,2

TRIAL DESIGN

GRAVITI and GALAXI are separate studies with diff erent endpoint assessments. Cross-trial comparisons are not to be made.

BOTH TREMFYA® SC AND IV INDUCTION DEMONSTRATED CLINICAL 
REMISSION AND ENDOSCOPIC RESPONSE AT WEEK 121,2*†

SC INDUCTION (GRAVITI) & IV INDUCTION (GALAXI)

Clinical Remission
at Week 12

Endoscopic Response
at Week 12

(N=115)

22%

Placebo
400 mg SC q4w

(N=225) 

56%

TREMFYA®

(N=76)

20%

Placebo
200 mg IV q4w

(N=285)  

47%

TREMFYA®

(N=115)

15%

Placebo
400 mg SC q4w

(N=225) 

34%

TREMFYA®

(N=76)

9%

Placebo
200 mg IV q4w

(N=285) 

36%

TREMFYA®

SC Induction:
GRAVITI co-primary endpoints
(Prespecified, multiplicity controlled) P<0.001

IV Induction:
GALAXI 2 major secondary endpoints‡

(Prespecified, multiplicity controlled) P<0.001

GALAXI 3: TREMFYA® 34% (N=288)
vs placebo 13% (N=72); P<0.001

GALAXI 3: TREMFYA® 47% (N=288)
vs placebo 15% (N=72); P<0.001

UNCOVERING OUTCOMES
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FOR THE TREATMENT OF ADULT 
PATIENTS WITH MODERATELY TO 
SEVERELY ACTIVE CROHN’S DISEASE

SELECTED IMPORTANT SAFETY INFORMATION
TREMFYA® is contraindicated in patients with a history of serious hypersensitivity reaction to guselkumab or to any of 
the excipients. Serious hypersensitivity reactions, including anaphylaxis, may occur. TREMFYA® may increase the risk 
of infection. Do not initiate treatment in patients with clinically important active infection until the infection resolves 
or is adequately treated. If such an infection develops, discontinue TREMFYA® until infection resolves. Evaluate for 
tuberculosis (TB) before treating with TREMFYA®. Monitor patients for signs and symptoms of active TB during and 
after treatment with TREMFYA®. Drug-induced liver injury has been reported. For the treatment of Crohn’s disease 
or ulcerative colitis, evaluate liver enzymes and bilirubin levels at baseline, for at least 16 weeks of treatment, and 
periodically thereafter according to routine patient management. Interrupt treatment if drug-induced liver injury is 
suspected, until this diagnosis is excluded. Avoid use of live vaccines in patients treated with TREMFYA®. Please see 
related and other Important Safety Information on next spread. 

Please see full Important Safety Information on next spread and adjacent Brief Summary of the full Prescribing 
Information for TREMFYA®.

WITH TREMFYA®, PATIENTS WERE IN DEEP REMISSION AT 1 YEAR1,2

SC INDUCTION SC MAINTENANCE RESULTS AT 1 YEAR (GRAVITI)

DATA LIMITATION: Endoscopic remission and deep remission at Week 48 were prespecified exploratory endpoints not adjusted for 
multiplicity. No statistical significance can be made.2 

Use the lowest effective recommended dosage to maintain therapeutic response.

Clinical remission defi ned as CDAI score <150.1
Endoscopic response was defi ned as >50% improvement from baseline in SES-CD score.1
Combined data for both TREMFYA® 100 mg SC q8w and 200 mg SC q4w dosing arms. Patients in both arms received the same induction 
dose of TREMFYA® 200 mg (IV infusion) at Weeks 0, 4, and 8.2
Endoscopic remission was defi ned as SES-CD score ≤4 and ≥2-point reduction from baseline and no subscore >1 in any individual 
component.1

CDAI=Crohn’s Disease Activity Index; IV=intravenous; q4w=every 4 weeks; q8w=every 8 weeks; SC=subcutaneous; SES-CD=Simple Endoscopic 
Score for Crohn’s Disease; TNF=tumor necrosis factor.
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26% (N=114) vs placebo 4% (N=115)

PR
O

PO
RT

IO
N

 O
F 

PA
TI

EN
TS

 (%
)



TREMFYA® 400 mg as a subcutaneous injection at Weeks 0, 4, and 8, followed by TREMFYA® 100 mg as a subcutaneous injection at Week 16 and 
every 8 weeks thereafter.1
TREMFYA® 400 mg as a subcutaneous injection at Weeks 0, 4, and 8, followed by TREMFYA® 200 mg as a subcutaneous injection at Week 12 and 
every 4 weeks thereafter.1
Respiratory tract infections include bronchitis, COVID-19, H1N1 infl uenza, infl uenza, infl uenza-like illness, nasopharyngitis, pneumonia, respiratory 
tract infection, tonsillitis, upper respiratory tract infection, and viral upper respiratory tract infection.1
Abdominal pain includes abdominal pain, abdominal pain lower, and abdominal pain upper.1
Injection site reactions include application site hypersensitivity, application site pruritus, injection site edema, injection site erythema, injection site 
hemorrhage, injection site mass, injection site rash, injection site reaction, and injection site swelling.1
Headache includes headache and tension headache.1
GALAXI 1 was a randomized, double-blind, dose-ranging trial.1
Includes all placebo subjects excluding data after a subject is rescued with guselkumab.2
Reported through Week 12. Non-suicidal gunshot wound considered by the investigator to be not related to study intervention.2
 Infections are based on MedDRA system organ class Infections and Infestations.2

*

†

‡

§

||

¶

#

**
††

‡‡

AE=adverse event; LTE=long-term extension; MedDRA=Medical Dictionary for Regulatory Activities; q4w=every 4 weeks; q8w=every 8 weeks; 
SAE=serious adverse events; SC=subcutaneous.

References: 1. TREMFYA® [Prescribing Information]. Horsham, PA: Janssen Biotech, Inc. 2. Data on fi le. Janssen Biotech, Inc. 3. ClinicalTrials.gov. 
A study of the safety and how the body aff ects a drug (CNTO 1959) in healthy volunteers and in patients with psoriasis. Accessed July 30, 2025. 
https://clinicaltrials.gov/study/NCT00925574

Respiratory tract infections‡ 44 (38.3%) 35 (30.4%) 30 (25.6%)

Abdominal pain§ 14 (12.2%) 16 (13.9%) 8 (6.8%)

Injection site reactionsII 5 (4.3%) 4 (3.5%) 0

Fatigue 3 (2.6%) 4 (3.5%) 0

Headache¶ 7 (6.1%) 9 (7.8%) 5 (4.3%)

Arthralgia 6 (5.2%) 5 (4.3%) 4 (3.4%)

Diarrhea 6 (5.2%) 4 (3.5%) 3 (2.6%)

Gastroenteritis 4 (3.5%) 2 (1.7%) 1 (0.9%)

400 mg SC q4w  100 mg SC q8w* 
(N=115), n (%)

TREMFYA®

Placebo
(N=117), n (%)

400 mg SC q4w  200 mg SC q4w†

(N=115), n (%)

TREMFYA®Most common adverse reactions occurring 
in ≥3% of patients through Week 48 in GRAVITI1

Most common adverse reactions occurring in ≥3% of patients in GALAXI 2 & 3
•  Through Week 12 in GALAXI 1,# 2, and 3, headache (including headache, migraine, and sinus headache) was reported in ≥3% 

of subjects treated with intravenous TREMFYA® and at a greater rate than placebo (3.4% TREMFYA®-treated subjects vs 1.9% 
placebo-treated subjects)1

TREMFYA® HAS AN ESTABLISHED SAFETY PROFILE1

400 mg SC q4w 
100 mg SC q8w

TREMFYA®

Placebo**400 mg SC q4w 
200 mg SC q4w

TREMFYA®

Safety analysis set, N 115 115 117

Average duration of follow-up, weeks 47.0 48.0 30.0

Average exposure, # of administrations 6.8 11.8 7.1

Total patient-years of follow-up 103.5 105.7 67.3

Deaths 1†† 0 0

Patients with 1 or more:

AEs, N (%)  95 (82.6%) 92 (80.0%) 77 (65.8%)

Events per 100 patient-years of follow-up 307.2 327.2 413.0

SAEs, N (%) 15 (13.0%) 9 (7.8%) 16 (13.7%)

Events per 100 patient-years of follow-up 15.5 13.2 37.1

AEs leading to discontinuation, N (%)   4 (3.5%) 3 (2.6%)   10 (8.5%)

Events per 100 patient-years of follow-up 6.8 2.8 14.9

Infections,‡‡ N (%) 56 (48.7%) 47 (40.9%) 36 (30.8%)

Events per 100 patient-years of follow-up 91.8 70.0 81.7

Serious infections, N (%) 2 (1.7%) 1 (0.9%) 0

Treatment-emergent adverse events through 
Week 48 in GRAVITI2



IMPORTANT SAFETY INFORMATION 

INDICATION
TREMFYA® is indicated for the treatment of adult patients 
with moderately to severely active Crohn’s disease.

IMPORTANT SAFETY INFORMATION

CONTRAINDICATIONS
TREMFYA® is contraindicated in patients with a history 
of serious hypersensitivity reaction to guselkumab or to 
any of the excipients.

WARNINGS AND PRECAUTIONS
Hypersensitivity Reactions
Serious hypersensitivity reactions, including 
anaphylaxis, have been reported with postmarket use 
of TREMFYA®. Some cases required hospitalization. If 
a serious hypersensitivity reaction occurs, discontinue 
TREMFYA® and initiate appropriate therapy.

Infections
TREMFYA® may increase the risk of infection. Treatment 
with TREMFYA® should not be initiated in patients 
with any clinically important active infection until the 
infection resolves or is adequately treated.

Consider the risks and benefits of treatment prior 
to prescribing TREMFYA® in patients with a chronic 
infection or a history of recurrent infection. Instruct 
patients receiving TREMFYA® to seek medical help if 
signs or symptoms of clinically important chronic or 
acute infection occur. If a patient develops a clinically 
important or serious infection, or is not responding 
to standard therapy, closely monitor and discontinue 
TREMFYA® until the infection resolves.

Tuberculosis (TB)
Evaluate patients for TB infection prior to initiating 
TREMFYA® treatment. Do not administer TREMFYA® to 
patients with active TB infection. Initiate treatment of 
latent TB prior to administering TREMFYA®. Consider 
anti-TB therapy prior to initiating TREMFYA® in patients 
with a past history of latent or active TB in whom an 
adequate course of treatment cannot be confirmed. 
Monitor all patients for signs and symptoms of active TB 
during and after TREMFYA® treatment. 

Hepatotoxicity
A serious adverse reaction of drug-induced liver 
injury was reported in a clinical trial subject with 
Crohn’s disease following three doses of a higher than 
recommended induction regimen.

In patients with Crohn’s disease or ulcerative colitis, 
evaluate liver enzymes and bilirubin at baseline, for at 
least 16 weeks of treatment, and periodically thereafter 
according to routine patient management.

Consider other treatment options in patients with 
evidence of acute liver disease or cirrhosis. Prompt 
investigation of the cause of liver enzyme elevation 
is recommended to identify potential cases of drug-
induced liver injury. Interrupt treatment if drug-induced 
liver injury is suspected, until this diagnosis is excluded. 
Instruct patients to seek immediate medical attention 
if they experience symptoms suggestive of hepatic 
dysfunction.

Immunizations
Prior to initiating TREMFYA®, complete all age-
appropriate vaccinations according to current 
immunization guidelines. Avoid use of live vaccines in 
patients treated with TREMFYA®.

ADVERSE REACTIONS
Most common adverse reactions associated with 
TREMFYA® include: ulcerative colitis adverse reactions 
(≥3%): injection site reactions, arthralgia, upper 
respiratory tract infections, headache, gastroenteritis, 
fatigue, pyrexia, and rash. Crohn’s disease adverse 
reactions (≥3%): respiratory tract infections, abdominal 
pain, injection site reactions, headache, fatigue, 
arthralgia, diarrhea, and gastroenteritis.

Please see adjacent Brief Summary of the full Prescribing 
Information for TREMFYA®.

Dosage Forms and Strengths: TREMFYA® is available 
as 100 mg/mL and 200 mg/2 mL for subcutaneous 
injection and as a 200 mg/20 mL (10 mg/mL) single-
dose vial for intravenous infusion.

cp-510996v2
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Explore LTE data.
Data rates may apply.

FOR THE TREATMENT OF ADULT PATIENTS WITH 
MODERATELY TO SEVERELY ACTIVE CROHN’S DISEASE

TREMFYA® is backed by 15+ years  
of combined clinical research3§§

§§Based on a phase 1 clinical trial of TREMFYA® initiated in 2009.
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Brief Summary of Prescribing Information for TREMFYA® (guselkumab)
TREMFYA® (guselkumab) injection, for subcutaneous or intravenous use
See package insert for Full Prescribing Information.
INDICATIONS AND USAGE
Plaque Psoriasis: TREMFYA is indicated for the treatment of adults and 
pediatric patients 6 years of age and older who also weigh at least 40 kg with 
moderate-to-severe plaque psoriasis and who are candidates for systemic 
therapy or phototherapy. Psoriatic Arthritis: TREMFYA is indicated for the 
treatment of adults and pediatric patients 6 years of age and older who also 
weigh at least 40 kg with active psoriatic arthritis. Ulcerative Colitis: TREMFYA 
is indicated for the treatment of adult patients with moderately to severely 
active ulcerative colitis. Crohn’s Disease: TREMFYA is indicated for the 
treatment of adult patients with moderately to severely active Crohn’s disease.
CONTRAINDICATIONS
TREMFYA is contraindicated in patients with a history of serious 
hypersensitivity reaction to guselkumab or to any of the excipients [see 
Warnings and Precautions].
WARNINGS AND PRECAUTIONS
Hypersensitivity Reactions: Serious hypersensitivity reactions, including 
anaphylaxis, have been reported with post market use of TREMFYA. 
Some cases required hospitalization. If a serious hypersensitivity reaction 
occurs, discontinue TREMFYA and initiate appropriate therapy. Infections: 
TREMFYA may increase the risk of infection [see Adverse Reactions]. 
In placebo-controlled clinical trials of up to 48 weeks in subjects with 
ulcerative colitis and Crohn’s disease, serious infections occurred in ≤ 2% 
of subjects who received TREMFYA. In the 16-week placebo-controlled 
trials in subjects with plaque psoriasis, the rate of serious infections for the 
TREMFYA group and the placebo group was ≤ 0.2%. A similar rate of serious 
infections was seen in placebo-controlled trials in subjects with psoriatic 
arthritis. The overall rates of infections were similar between subjects in 
the TREMFYA groups and subjects in the placebo groups in clinical trials 
for all indicated populations [see Adverse Reactions]. Treatment with 
TREMFYA should not be initiated in patients with any clinically important 
active infection until the infection resolves or is adequately treated. 
In patients with a chronic infection or a history of recurrent infection, 
consider the risks and benefits prior to prescribing TREMFYA. Instruct 
patients to seek medical help if signs or symptoms of clinically important 
chronic or acute infection occur. If a patient develops a clinically important 
or serious infection or is not responding to standard therapy, monitor the 
patient closely and discontinue TREMFYA until the infection resolves. 
Tuberculosis: Evaluate patients for tuberculosis (TB) infection prior to 
initiating TREMFYA treatment. Do not administer TREMFYA to patients with 
active TB infection. Initiate treatment of latent TB prior to administering 
TREMFYA. Consider anti-TB therapy prior to initiating TREMFYA in patients 
with a past history of latent or active TB in whom an adequate course of 
treatment cannot be confirmed. Monitor all patients for signs and symptoms 
of active TB during and after TREMFYA treatment. In clinical trials, 105 
subjects with plaque psoriasis, 71 subjects with psoriatic arthritis, 43 
subjects with ulcerative colitis, and 36 subjects with Crohn’s disease with 
latent TB who were concurrently treated with TREMFYA, and appropriate 
TB prophylaxis did not develop active TB. In clinical trials of TREMFYA 
in subjects with Crohn’s disease, active TB was reported in 2 subjects 
during treatment with TREMFYA [see Adverse Reactions]. Hepatotoxicity: 
A serious adverse reaction of drug-induced liver injury was reported in a 
clinical trial subject with Crohn’s disease following three doses of a higher 
than the recommended induction regimen. This subject had peak alanine 
aminotransferase (ALT) of 18x the upper limit of normal (ULN), aspartate 
aminotransferase (AST) of 11x ULN, and total bilirubin of 2.4x ULN. TREMFYA 
was subsequently discontinued, and the liver test abnormalities resolved 
following administration of corticosteroids [see Adverse Reactions]. In 
patients with ulcerative colitis or Crohn’s disease, evaluate liver enzymes 
and bilirubin at baseline, for at least 16 weeks of treatment, and periodically 
thereafter according to routine patient management. In patients with 
plaque psoriasis or psoriatic arthritis, if clinically indicated, evaluate liver 
enzymes and bilirubin at baseline, and periodically thereafter according to 
routine patient management. Consider other treatment options in patients 
with evidence of acute liver disease or cirrhosis. Prompt investigation of 
the cause of liver enzyme elevation is recommended to identify potential 
cases of drug-induced liver injury. Interrupt treatment if drug-induced liver 
injury is suspected, until this diagnosis is excluded. Instruct patients to seek 
immediate medical attention if they experience symptoms suggestive of 
hepatic dysfunction. Immunizations: Avoid use of live vaccines in patients 
treated with TREMFYA. Medications that interact with the immune system 
may increase the risk of infection following administration of live vaccines. 
Prior to initiating therapy with TREMFYA, complete all age-appropriate 
vaccinations according to current immunization guidelines. No data are 
available on the response to live or inactive vaccines.

ADVERSE REACTIONS
The following adverse reactions are discussed in greater detail in other 
sections of labeling:
•  Hypersensitivity Reactions [see Contraindications and Warnings and 

Precautions]
• Infections [see Warnings and Precautions]
• Tuberculosis [see Warnings and Precautions]
• Hepatotoxicity [see Warnings and Precautions]
Clinical Trials Experience: Because clinical trials are conducted under widely 
varying conditions, adverse reaction rates observed in the clinical trials of 
a drug cannot be directly compared to rates in the clinical trials of another 
drug and may not reflect the rates observed in practice. Adverse Reactions 
in Adults with Plaque Psoriasis: In clinical trials, a total of 1823 adult subjects 
with moderate-to-severe plaque psoriasis received TREMFYA. Of these, 1393 
subjects were exposed to TREMFYA for at least 6 months and 728 subjects 
were exposed for at least 1 year. Data from two placebo- and active-controlled 
trials (PsO1 and PsO2) in 1441 subjects (mean age 44 years; 70% males; 82% 
white) were pooled to evaluate the safety of TREMFYA (100 mg administered 
subcutaneously at Weeks 0 and 4, followed by every 8 weeks). Weeks 0 to 16: 
In the 16-week placebo-controlled period of the pooled clinical trials (PsO1 
and PsO2), adverse events occurred in 49% of subjects in the TREMFYA group 
compared to 47% of subjects in the placebo group and 49% of subjects in the 
U.S. licensed adalimumab group. Serious adverse events occurred in 1.9% 
of subjects in the TREMFYA group (6.3 events per 100 patient-years of follow-
up) compared to 1.4% of subjects in the placebo group (4.7 events per 100 
patient-years of follow-up), and in 2.6% of subjects in U.S. licensed adalimumab 
group (9.9 events per 100 patient-years of follow-up). Table 1 summarizes the 
adverse reactions that occurred at a rate of at least 1% and at a higher rate 
in the TREMFYA group than in the placebo group during the 16-week placebo-
controlled period.
Table 1:  Adverse Reactions Occurring in ≥1% of Adult Subjects with 

Moderate-to-Severe Plaque Psoriasis through Week 16 in Trials 
PsO1 and PsO2

TREMFYAa

100 mg
N=823
n (%)

Adalimumabb

N=196
n (%)

Placebo
N=422
n (%)

Upper respiratory infectionsc 118 (14.3) 21 (10.7) 54 (12.8)
Headached 38 (4.6) 2 (1.0) 14 (3.3)
Injection site reactionse 37 (4.5) 15 (7.7) 12 (2.8)
Arthralgia 22 (2.7) 4 (2.0) 9 (2.1)
Diarrhea 13 (1.6) 3 (1.5) 4 (0.9)
Gastroenteritisf 11 (1.3) 4 (2.0) 4 (0.9)
Tinea infectionsg 9 (1.1) 0 0
Herpes simplex infectionsh 9 (1.1) 0 2 (0.5)

a  Subjects receiving 100 mg of TREMFYA at Week 0, Week 4, and every 8 
weeks thereafter

b U.S. licensed adalimumab
c  Upper respiratory infections include nasopharyngitis, upper respiratory 

tract infection (URTI), pharyngitis, and viral URTI.
d Headache includes headache and tension headache.
e  Injection site reactions include injection site erythema, bruising, 

hematoma, hemorrhage, swelling, edema, pruritus, pain, discoloration, 
induration, inflammation, and urticaria.

f Gastroenteritis includes gastroenteritis and viral gastroenteritis.
g  Tinea infections include tinea pedis, tinea cruris, tinea infection, and tinea 

manuum infections.
h  Herpes simplex infections include oral herpes, herpes simplex, genital 

herpes, genital herpes simplex, and nasal herpes simplex.
Adverse reactions that occurred in < 1% but > 0.1% of subjects in the 
TREMFYA group and at a higher rate than in the placebo group through 
Week 16 in trials PsO1 and PsO2 were migraine, candida infections, and 
urticaria. Specific Adverse Reactions:
 •  Infections: Infections occurred in 23% of subjects in the TREMFYA 

group compared to 21% of subjects in the placebo group through 16 
weeks of treatment. The most common (≥ 1%) infections that occurred 
more frequently in the TREMFYA group than in the placebo group were 
upper respiratory infections, gastroenteritis, tinea infections, and 
herpes simplex infections; all cases were mild to moderate in severity 
and did not lead to discontinuation of TREMFYA. The rate of serious 
infections for the TREMFYA group and the placebo group was ≤ 0.2%.

 •  Elevated Liver Enzymes: Elevated liver enzymes were reported more 
frequently in the TREMFYA group (2.6%) than in the placebo group (1.9%). 
Of the 21 subjects who were reported to have elevated liver enzymes 
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in the TREMFYA group, all events except one were mild to moderate in 
severity and none of the events led to discontinuation of TREMFYA. 

 •  Safety through Week 48: Through Week 48, no new adverse reactions 
were identified with TREMFYA use and the frequency of the adverse 
reactions was similar to the safety profile observed during the first 16 
weeks of treatment.

Adverse Reactions in Pediatric Subjects with Plaque Psoriasis: The safety 
of TREMFYA was studied in one placebo- and active-controlled clinical 
trial (PsO5) that included 120 pediatric subjects 6 years of age and older 
with moderate-to-severe plaque psoriasis [see Clinical Studies (14.1) in Full 
Prescribing Information]. The safety profile observed in pediatric subjects 6 
years of age and older treated with TREMFYA up to 52 weeks was consistent 
with the safety profile observed in adult subjects with moderate-to-severe 
plaque psoriasis. Adverse Reactions in Adults with Psoriatic Arthritis: 
TREMFYA was studied in two placebo-controlled trials in adult subjects with 
psoriatic arthritis (748 subjects on TREMFYA and 372 subjects on placebo). Of 
the 748 subjects who received TREMFYA, 375 subjects received TREMFYA 
100 mg at Week 0, Week 4, and every 8 weeks thereafter and 373 subjects 
received TREMFYA 100 mg every 4 weeks. The overall safety profile observed 
in adult subjects with psoriatic arthritis treated with TREMFYA is generally 
consistent with the safety profile in adult subjects with plaque psoriasis with 
the addition of bronchitis and neutrophil count decreased. In the 24-week 
placebo-controlled period, combined across the two studies, bronchitis 
occurred in 1.6% of subjects in the TREMFYA q8w group and 2.9% of subjects 
in the TREMFYA q4w group compared to 1.1% of subjects in the placebo group. 
Neutrophil count decreased occurred in 0.3% of subjects in the TREMFYA q8w 
and 1.6% of subjects in the TREMFYA q4w group compared to 0% of subjects in 
the placebo group. The majority of events of neutrophil count decreased were 
mild, transient, not associated with infection and did not lead to discontinuation. 
A similar risk of infection and serious infections was seen in placebo-
controlled trials in subjects with psoriatic arthritis as in subjects with plaque 
psoriasis. Adverse Reactions in Adults with Ulcerative Colitis: TREMFYA was 
studied up to 12 weeks in adult subjects with moderately to severely active 
ulcerative colitis in a randomized, double-blind, placebo-controlled induction 
trial (UC1) and a randomized, double-blind, placebo-controlled, induction 
dose-finding trial (UC3; NCT04033445). Long-term safety up to 44 weeks was 
evaluated in subjects who responded to induction therapy in trials UC1 or 
UC3 in a randomized, double-blind, placebo-controlled maintenance trial 
(UC2). In a randomized, double-blind, placebo-controlled trial (UC4), subjects 
received subcutaneous TREMFYA at Weeks 0, 4, and 8 followed by one of two 
recommended subcutaneous TREMFYA dosing regimens for a total duration 
of up to 24 weeks [see Clinical Studies (14.3) in Full Prescribing Information].  
Trials UC1, UC2 and UC3: In the induction trials (UC1 and UC3), 522 subjects 
received at least one dose of the TREMFYA intravenous induction regimen (i.e., 
200 mg at Week 0, Week 4, and Week 8). Clinical response was defined as a 
decrease in modified Mayo score (mMS) of ≥30% and ≥2 points from baseline 
with either a ≥1 decrease from baseline in rectal bleeding subscore (RBS) or 
RBS of 0 or 1. In the maintenance trial (UC2), subjects who achieved clinical 
response after 12 weeks of TREMFYA intravenous induction treatment were 
randomized and received either TREMFYA 100 mg every 8 weeks (with the first 
dose given at Week 4 of trial UC2) or TREMFYA 200 mg every 4 weeks (with 
the first dose given at Week 0 of trial UC2), by subcutaneous (SC) injection 
for up to an additional 44 weeks. Respiratory tract infections occurred in 
≥2% of subjects treated with TREMFYA and at a higher rate than placebo 
(8.8% TREMFYA-treated subjects vs. 7.3% placebo-treated subjects) through 
Week 12 in the induction trials (UC1 and UC3). Respiratory tract infections 
included COVID-19, influenza, nasopharyngitis, respiratory tract infection, 
upper respiratory tract infection, and viral respiratory tract infection. Adverse 
reactions that occurred in ≥3% of subjects treated with TREMFYA and at a 
higher rate than placebo through Week 44 in the maintenance trial (UC2) are 
shown in Table 2.
Table 2:  Adverse Reactions Occurring in ≥3% of Adult Subjects with 

Moderately to Severely Active Ulcerative Colitis through Week 
44 in Trial UC2 

TREMFYAa 
100 mg 

Subcutaneous 
Injection  

N=186  
n (%)

TREMFYAa 
200 mg 

Subcutaneous 
Injection  

N=190  
n (%)

Placebo  
N=192  
n (%)

Injection site reactionsb 2 (1.1) 17 (8.9)c 2 (1)
Arthralgia 8 (4.3) 15 (7.9) 13 (6.8)
Upper respiratory  
tract infection 6 (3.2) 13 (6.8) 8 (4.2)

a  Subjects receiving TREMFYA 100 mg at Week 16 and every 8 weeks 
thereafter or TREMFYA 200 mg at Week 12 and every 4 weeks thereafter. 

b  Injection site reactions include administration site pain, injection site 
hematoma, injection site hemorrhage, injection site hypersensitivity, 
injection site erythema, injection site pain, injection site pruritus, injection 
site rash, injection site reaction, and injection site urticaria. 

c TREMFYA 200 mg was administered as two 100 mg injections. 
Trial UC4: In trial UC4, 418 subjects were enrolled, of whom 279 subjects 
were randomized to receive TREMFYA. Randomization was 1:1:1 to 
subcutaneous TREMFYA 400 mg at Weeks 0, 4, and 8 followed by 
subcutaneous TREMFYA 100 mg every 8 weeks (with the first dose given 
at Week 16) for up to an additional 8 weeks (from Week 16 through Week 
24); subcutaneous TREMFYA 400 mg at Weeks 0, 4, and 8 followed by 
subcutaneous TREMFYA 200 mg every 4 weeks (with the first dose given at 
Week 12 for up to an additional 12 weeks (from Week 12 through Week 24); 
or placebo. Adverse reactions reported in trial UC4 through Week 24 in ≥3% 
of subjects treated with either subcutaneous TREMFYA dosing regimen 
and at a higher rate than placebo are shown in Table 3. 
Table 3:  Adverse Reactions Occurring in ≥3% of Adult Subjects with 

Moderately to Severely Active Ulcerative Colitis through Week 
24 in Trial UC4

TREMFYA
400 mg/100 mg
Subcutaneous 

Injectiona

N=139
n (%)

TREMFYA
400 mg/200 mg
Subcutaneous 

Injectionb

N=140
n (%)

Placebo
N=139
n (%)

Arthralgia 11 (7.9) 7 (5.0) 3 (2.2)
Upper respiratory tract 
infectionsc 11 (7.9) 5 (3.6) 9 (6.5)
Injection site 
reactionsd 7 (5.0) 9 (6.4) 4 (2.9)

Headachee 8 (5.8) 7 (5.0) 3 (2.2)
Gastroenteritis 4 (2.9) 3 (2.1) 0
Fatigue 2 (1.4) 4 (2.9) 1 (0.7)
Pyrexia 1 (0.7) 4 (2.9) 2 (1.4)
Rashf 4 (2.9) 1 (0.7) 1 (0.7)

a  TREMFYA 400 mg as a subcutaneous injection at Weeks 0, 4, and 8, 
followed by TREMFYA 100 mg as a subcutaneous injection at Week 16 
and every 8 weeks thereafter. 

b   TREMFYA 400 mg as a subcutaneous injection at Weeks 0, 4, and 8, 
followed by TREMFYA 200 mg as a subcutaneous injection at Week 12 
and every 4 weeks thereafter. 

c   Upper respiratory tract infections include upper respiratory tract 
infection and viral upper respiratory tract infection. 

d   Injection site reactions include injection site erythema, injection 
site swelling, injection site pain, injection site paresthesia, injection 
site edema, injection site bruising, injection site induration, injection 
site pruritus, application site edema, application site erythema, and 
application site pain. 

e   Headache includes headache, migraine, and sinus headache. 
f   Rash includes rash and rash pruritic. 

Specific Adverse Reactions: Infections: In the 44-week trial (UC2), serious 
infections occurred in 0.8% of subjects treated with TREMFYA versus 0% of 
subjects in the placebo group. In the 24-week trial (UC4), serious infections 
occurred in 1.8% of subjects treated with TREMFYA versus 0.7% of subjects 
in the placebo group. Adverse Reactions in Adults with Crohn’s Disease: 
TREMFYA was studied in four clinical trials in adult subjects with moderately to 
severely active Crohn’s disease [see Clinical Studies (14.4) in Full Prescribing 
Information]. In two randomized, double-blind, placebo-controlled trials 
(CD1, CD2) and one randomized, double-blind, dose-ranging trial (CD4, 
NCT03466411); subjects received intravenous TREMFYA at Weeks 0, 4, and 
8 followed by one of two recommended subcutaneous TREMFYA dosing 
regimens for a total duration of up to 48 weeks. In a randomized, double-blind, 
placebo-controlled trial (CD3); subjects received subcutaneous TREMFYA 
at Weeks 0, 4, and 8 followed by one of two recommended subcutaneous 
TREMFYA dosing regimens for a total duration of up to 48 weeks. Trials CD1, 
CD2, and CD4: In trials CD1, CD2, and CD4; 1349 subjects were enrolled, of 
whom 649 were randomized to intravenous TREMFYA 200 mg at Weeks 0, 
4, and 8 followed by either subcutaneous TREMFYA 100 mg every 8 weeks 
(with the first dose given at Week 16) for up to an additional 32 weeks (from 
Week 16 through Week 48) or subcutaneous TREMFYA 200 mg every 4 weeks 
(with the first dose given at Week 12) for up to an additional 36 weeks (from 
Week 12 through Week 48); and 211 subjects were randomized to receive 
placebo. Through Week 12 in trials CD1, CD2, and CD4; headache (including 
headache, migraine, and sinus headache) was reported in ≥3% of subjects 
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treated with intravenous TREMFYA and at a greater rate than placebo (3.4% 
TREMFYA-treated subjects vs. 1.9% placebo-treated subjects). In TREMFYA-
treated subjects in trial CD2, one case of active extrapulmonary TB was 
reported between Weeks 12-48 and one case of active pulmonary TB was 
reported after Week 48. Both subjects had negative baseline screenings and 
resided in TB-endemic regions [see Warnings and Precautions]. In general, 
the safety profile in subjects treated with subcutaneous TREMFYA from Week 
12 up to Week 48 in these trials was generally similar to that reported with 
intravenous TREMFYA through Week 12. Trial CD3: In trial CD3, 347 subjects 
were enrolled, of whom 230 subjects were randomized to receive TREMFYA. 
Randomization was 1:1:1 to subcutaneous TREMFYA 400 mg at Weeks 0, 4, and 
8 followed by subcutaneous TREMFYA 100 mg every 8 weeks (with the first 
dose given at Week 16) for up to an additional 32 weeks (from Week 16 through 
Week 48); subcutaneous TREMFYA 400 mg at Weeks 0, 4, and 8 followed  
by subcutaneous TREMFYA 200 mg every 4 weeks (with the first dose given at 
Week 12) for up to an additional 36 weeks (from Week 12 through Week 48); 
or placebo. Adverse reactions reported in trial CD3 through Week 48 in ≥3% of 
subjects treated with either subcutaneous TREMFYA dosing regimen and at a 
higher rate than placebo are shown in Table 4.
Table 4:  Adverse Reactions Occurring in ≥3% of Adult Subjects with 

Moderately to Severely Active Crohn’s Disease Treated with 
Either Recommended Subcutaneous TREMFYA Regimen through 
Week 48 in Trial CD3

TREMFYA 
400 mg/100 mg 
Subcutaneous 

Injectiona 
N=115
n (%)

TREMFYA 
400 mg/200 mg
Subcutaneous 

Injectionb 
N=115
n (%)

Placebo

N=117
n (%)

Respiratory tract 
infectionsc 44 (38.3) 35 (30.4) 30 (25.6)

Abdominal paind 14 (12.2) 16 (13.9) 8 (6.8)
Injection site reactionse 5 (4.3) 4 (3.5) 0
Fatigue 3 (2.6) 4 (3.5) 0
Headachef 7 (6.1) 9 (7.8) 5 (4.3)
Arthralgia 6 (5.2) 5 (4.3) 4 (3.4)
Diarrhea 6 (5.2) 4 (3.5) 3 (2.6)
Gastroenteritis 4 (3.5) 2 (1.7) 1 (0.9)

a  TREMFYA 400 mg as a subcutaneous injection at Weeks 0, 4, and 8, 
followed by TREMFYA 100 mg as a subcutaneous injection at Week 16 
and every 8 weeks thereafter.

b  TREMFYA 400 mg as a subcutaneous injection at Weeks 0, 4, and 8, 
followed by TREMFYA 200 mg as a subcutaneous injection at Week 12 
and every 4 weeks thereafter.

c  Respiratory tract infections include bronchitis, COVID-19, H1N1 influenza, 
influenza, influenza like illness, nasopharyngitis, pneumonia, respiratory 
tract infection, tonsillitis, upper respiratory tract infection, and viral upper 
respiratory tract infection.

d  Abdominal pain includes abdominal pain, abdominal pain lower, and 
abdominal pain upper.

e  Injection site reactions includes application site hypersensitivity, 
application site pruritus, injection site edema, injection site erythema, 
injection site hemorrhage, injection site mass, injection site rash, 
injection site reaction, and injection site swelling.

f Headache includes headache and tension headache.
Specific Adverse Reactions: Infections: In the 48-week clinical trial in 
subjects with Crohn’s disease (CD3), serious infections occurred in 1.5% 
of subjects treated with TREMFYA versus 0% of subjects in the placebo 
group. Elevated Liver Enzymes: Through Week 12 in CD1, CD2, and CD4; 
ALT ≥5x ULN was reported in 2/645 (0.3%) subjects treated with intravenous 
TREMFYA 200 mg at Weeks 0, 4, and 8 and 0/211 subjects treated with 
placebo. These elevations occurred without concomitant elevations 
in total bilirubin. Through Week 48 in CD3, ALT ≥5x ULN was reported in 
0/115 subjects treated with subcutaneous TREMFYA 400 mg at Weeks 0, 
4, and 8 followed by subcutaneous TREMFYA 100 mg every 8 weeks; 2/115 
(1.7%) subjects treated with subcutaneous TREMFYA 400 mg at Weeks 0, 
4, and 8 followed by subcutaneous TREMFYA 200 mg every 4 weeks; and 
0/117 subjects treated with placebo. These elevations occurred without 
concomitant elevations in total bilirubin. Postmarketing Experience: The 
following adverse reactions have been reported during post-approval 
of TREMFYA. Because these reactions are reported voluntarily from a 
population of uncertain size, it is not always possible to reliably estimate 
their frequency or establish a causal relationship to TREMFYA exposure. 
Immune system disorders: Hypersensitivity, including anaphylaxis [see 
Warnings and Precautions] Skin and subcutaneous tissue disorders: Rash 
[see Warnings and Precautions]

DRUG INTERACTIONS
CYP450 Substrates: The formation of CYP450 enzymes can be altered by 
increased levels of certain cytokines (e.g., IL-1, IL-6, IL-10, TNFα, interferon) 
during chronic inflammation. Results from an exploratory drug-drug interaction 
trial in subjects with moderate-to-severe plaque psoriasis suggested a low 
potential for clinically relevant drug interactions for drugs metabolized by 
CYP3A4, CYP2C9, CYP2C19 and CYP1A2 but the interaction potential cannot be 
ruled out for drugs metabolized by CYP2D6. However, the results were highly 
variable because of the limited number of subjects in the trial. Upon initiation 
of TREMFYA in patients who are receiving concomitant CYP450 substrates, 
particularly those with a narrow therapeutic index, consider monitoring for 
therapeutic effect or drug concentration and consider dosage adjustment as 
needed [see Clinical Pharmacology (12.3) in Full Prescribing Information].
USE IN SPECIFIC POPULATIONS
Pregnancy: Pregnancy Exposure Registry: There is a pregnancy registry 
that monitors pregnancy outcomes in women exposed to TREMFYA 
during pregnancy. Patients should be encouraged to enroll in the registry 
by visiting www.mothertobaby.org/ongoing-study/tremfya-guselkumab, 
by calling 1-877-311-8972, or emailing MotherToBaby@health.ucsd.edu. 
Risk Summary: Available data from literature, post-marketing reports, 
and ongoing pregnancy registry with TREMFYA use in pregnant women 
are insufficient to establish a drug-associated risk of major birth defects, 
miscarriage or other adverse maternal or fetal outcomes. Monoclonal 
antibodies are actively transported across the placenta (see Clinical 
Considerations). In a combined embryofetal development and pre- and 
post-natal development study, no adverse developmental effects were 
observed in infants born to pregnant monkeys after subcutaneous 
administration of guselkumab during organogenesis through parturition at 
doses up to 18 times the exposure (AUC) in humans administered 200 mg 
intravenously and 16 times the exposure (AUC) to the 400 mg dose given 
subcutaneously. Neonatal deaths in monkeys were observed at 4 to 18 
times the exposure (AUC) in humans administered 200 mg intravenously and 
4 to 16 times the exposure (AUC) to the 400 mg dose given subcutaneously 
(see Data). The clinical significance of these nonclinical findings is 
unknown. All pregnancies have a background risk of birth defect, loss, or 
other adverse outcomes. The background risk of major birth defects and 
miscarriage for the indicated population is unknown. In the U.S. general 
population, the estimated background risk of major birth defects and 
miscarriage in clinically recognized pregnancies is 2% to 4% and 15% to 
20%, respectively. Clinical Considerations: Disease-associated Maternal 
and Embryo/Fetal Risk: Published data suggest that the risk of adverse 
pregnancy outcomes in women with inflammatory bowel disease (IBD) is 
associated with increased disease activity. Adverse pregnancy outcomes 
include preterm delivery (before 37 weeks gestation), low birth weight 
(less than 2500 g) infants, and small for gestational age at birth. Fetal/
Neonatal Adverse Reactions: Transport of endogenous IgG antibodies 
across the placenta increases as pregnancy progresses and peaks during 
the third trimester. Therefore, TREMFYA may be present in infants exposed 
in utero. The potential clinical impact of guselkumab exposure in infants 
exposed in utero should be considered. Data: Animal Data: In a combined 
embryofetal development and pre- and post-natal development study, 
pregnant cynomolgus monkeys were administered weekly subcutaneous 
doses of guselkumab from the beginning of organogenesis to parturition 
at a dose (50 mg/kg) resulting in exposures (AUC) 18 times the exposure 
in humans administered 200 mg intravenously and 16 times the human 
exposure at 400 mg given subcutaneously. Neonatal deaths occurred in the 
offspring of one control monkey, three monkeys administered guselkumab 
at 10 mg/kg/week (4 times the exposure (AUC) in humans administered 
200 mg intravenously or 400 mg given subcutaneously) and three monkeys 
administered guselkumab at 50 mg/kg/week (18 times the exposure (AUC) 
in humans administered 200 mg intravenously and 16 times the exposure 
(AUC) following a 400 mg subcutaneous dose). The clinical significance of 
these findings is unknown. No guselkumab-related effects on functional 
or immunological development were observed in the infants from birth 
through 6 months of age. Lactation: Risk Summary: There are no data on 
the presence of guselkumab in human milk, the effects on the breastfed 
infant, or the effects on milk production. Guselkumab was not detected 
in the milk of lactating cynomolgus monkeys. Endogenous maternal IgG 
and monoclonal antibodies are transferred into human milk. The effects 
of local gastrointestinal exposure and the extent of systemic exposure 
in the breastfed infant to guselkumab are unknown. The developmental 
and health benefits of breastfeeding should be considered along with the 
mother's clinical need for TREMFYA and any potential adverse effects 
on the breastfed infant from TREMFYA or from the underlying maternal 
condition. Pediatric Use: Plaque Psoriasis: The safety and effectiveness 
of TREMFYA for the treatment of moderate-to-severe plaque psoriasis 
have been established in pediatric patients 6 years of age and older 
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who are candidates for systemic therapy or phototherapy [see Adverse 
Reactions and Clinical Studies (14.1) in Full Prescribing Information]. The safety 
and effectiveness of TREMFYA have not been established in pediatric patients 
with plaque psoriasis who are younger than 6 years of age. Psoriatic Arthritis: 
The safety and effectiveness of TREMFYA have been established for treatment 
of active psoriatic arthritis in pediatric patients 6 years of age and older. Use 
of TREMFYA in this age group is supported by evidence from adequate and 
well controlled trials of TREMFYA in adults with plaque psoriasis and psoriatic 
arthritis, pharmacokinetic data from adult subjects with plaque psoriasis and 
psoriatic arthritis and pediatric subjects with plaque psoriasis, and safety data 
from a clinical trial in 120 subjects 6 to 17 years of age with plaque psoriasis. The 
observed pre-dose (trough) concentrations are generally comparable between 
adult subjects with plaque psoriasis, adult subjects with psoriatic arthritis 
and pediatric subjects with plaque psoriasis, and the systemic exposure is 
expected to be comparable between adult and pediatric patients with psoriatic 
arthritis [see Adverse Reactions, Clinical Pharmacology (12.3) in Full Prescribing 
Information, and Clinical Studies (14.1, 14.2) in Full Prescribing Information]. The 
safety and effectiveness of TREMFYA have not been established in pediatric 
patients with psoriatic arthritis who are younger than 6 years of age. Ulcerative 
Colitis: The safety and effectiveness of TREMFYA have not been established 
in pediatric patients with ulcerative colitis. Crohn’s Disease: The safety and 
effectiveness of TREMFYA have not been established in pediatric patients 
with Crohn’s disease. Geriatric Use: Of the 5723 subjects with plaque psoriasis, 
psoriatic arthritis, ulcerative colitis, or Crohn’s disease exposed to TREMFYA, 
a total of 313 subjects were 65 years or older, and 32 subjects were 75 years 
or older. Clinical studies of TREMFYA, within each indication, did not include 
sufficient numbers of subjects 65 years of age and older to determine whether 
they respond differently from younger adult subjects. No clinically meaningful 
differences in the pharmacokinetics of guselkumab were observed based on 
age [see Clinical Pharmacology (12.3) in Full Prescribing Information]. 
PATIENT COUNSELING INFORMATION
Advise the patients and/or caregivers to read the FDA-approved patient 
labeling (Medication Guide and Instructions for Use) before starting 
TREMFYA therapy, and each time the prescription is renewed, as there may 
be new information they need to know. Hypersensitivity Reactions: Advise 
patients to discontinue TREMFYA and seek immediate medical attention if 
they experience any symptoms of serious hypersensitivity reactions [see 
Warnings and Precautions]. Infections: Instruct patients of the importance 
of communicating any history of infections to the healthcare provider and 
contacting their healthcare provider if they develop any symptoms of an 
infection [see Warnings and Precautions]. Tuberculosis: Advise patients to 
contact their healthcare provider if they experience symptoms suggestive 
of TB (e.g., unexplained fever, cough, or difficulty breathing) [see Warnings 
and Precautions]. Hepatotoxicity: Inform patients that TREMFYA may cause 
liver injury. Instruct patients to seek immediate medical attention if they 
experience symptoms suggestive of liver dysfunction (e.g., unexplained 
rash, nausea, vomiting, abdominal pain, fatigue, anorexia, or jaundice and/
or dark urine) [see Warnings and Precautions]. Immunizations: Advise 
patients treated with TREMFYA to avoid use of live vaccines [see Warnings 
and Precautions]. Ulcerative Colitis and Crohn’s Disease Subcutaneous 
Induction Dosing Instructions (400 mg Subcutaneous dose): If patients 
are to receive the 400 mg subcutaneous induction dosage for ulcerative 
colitis or Crohn’s disease, instruct patients or caregivers to administer two 
200 mg prefilled pens or prefilled syringes to achieve the full 400 mg dose 
[see Medication Guide and Instructions for Use]. Instruction on Injection 
Technique: Instruct patients or caregivers to perform the first self-injection 
under the supervision and guidance of a qualified healthcare professional 
for proper training in subcutaneous injection technique, including injection 
of the full dose [see Medication Guide and Instructions for Use]. Proper 
Sharps Disposal Instructions: Counsel patients and caregivers on the 
proper technique of needle and syringe disposal. Instruct patients to 
dispose needles and syringes in a puncture-resistant container. Advise 
patients and caregivers not to reuse needles or syringes. Administration 
Instructions: Instruct patients that if they forget to administer a dose of 
TREMFYA, then they should administer TREMFYA as soon as they remember. 
Instruct patients to administer the next dose at the regular scheduled time. 
Pregnancy: Advise patients that there is a pregnancy registry that monitors 
pregnancy outcomes in patients exposed to TREMFYA during pregnancy 
[see Use in Specific Populations]. 

Manufactured by:
Janssen Biotech, Inc.
Horsham, PA 19044, USA
U.S. License No. 1864

For patent information: www.janssenpatents.com
© Johnson & Johnson and its affiliates 2017-2025

cp-82992v8

TREMFYA® (guselkumab)



10    Gastroenterology & Hepatology   Volume 22, Issue 7, Supplement 3  July 2026

H I G H L I G H T S  I N  U L C E R A T I V E  C O L I T I S  F R O M  D D W  2 0 2 6 S P E C I A L  M E E T I N G  R E V I E W  E D I T I O N

Efficacy and Safety of Guselkumab for Ulcerative Colitis Through 
Week 140 of the QUASAR Long-Term Extension Study

The interleukin (IL)-23 p19 sub-
unit antagonist guselkumab  
received US Food and Drug 

Administration (FDA) approval for 
use in adult patients with moderately 
to severely active ulcerative colitis 
(UC) in 2024, following results from 
the phase 2b QUASAR trial in which 
guselkumab demonstrated clinical and 
endoscopic remissions in patients with 
moderately to severely active UC with 
an inadequate response and/or intoler-
ance to corticosteroids, immunosup-
pressants, or advanced therapy.1 

The double-blind, randomized, 
placebo-controlled phase 3 QUASAR 
program included an induction trial in 
which patients were randomly assigned 
3:2 to intravenous guselkumab 200 
mg or placebo administered at weeks 
0, 4, and 8, followed by a maintenance 
trial, which was open to patients with 
a clinical response to guselkumab after 
week 12, or who crossed over from 
placebo to guselkumab and attained 
a response at week 24.2 In the main-
tenance trial, patients were randomly 

assigned to subcutaneous guselkumab 
administered at 200 mg every 4 weeks 
(Q4W) or 100 mg every 8 weeks 
(Q8W), or placebo (guselkumab with-
drawal) for 44 weeks. 

Patients who completed the main-
tenance week 44 visit and for whom 
the investigator thought continued 
study treatment could be beneficial 
could enroll in the long-term exten-
sion (LTE) study. In the LTE, patients 
in the subcutaneous guselkumab arms 
continued to receive their assigned 
maintenance dosing (200 mg Q4W 
or 100 mg Q8W) and patients in the 
placebo arm discontinued after study 
unblinding.

At Digestive Disease Week 
(DDW) 2026, Peyrin-Biroulet and 
colleagues reported the efficacy and 
safety results of guselkumab in the 
LTE.3 Overall, 87% of patients initially 
assigned to guselkumab in the main-
tenance study (N=303) continued on 
the LTE and 89% of patients who 
started the LTE received 140 weeks of 
treatment. Efficacy outcomes in the 

LTE were assessed for patients with a 
baseline modified Mayo score of 5 to 9 
who received guselkumab through the 
LTE and had no dose adjustments.

In the as-observed analysis at 
maintenance week 140, the rate of 
clinical remissions, defined as a Mayo 
stool frequency subscore (SFS) of 0 or 
1 and not increased from induction 
baseline, a rectal bleeding subscore 
(RBS) of 0, and a Mayo endoscopic 
score (MES) of 0 or 1, was 81% with 
guselkumab 200 mg Q4W and 80% 
with guselkumab 100 mg Q8W. Of 
the patients in clinical remission at 
week 140, 98% were corticosteroid-
free for at least 8 weeks before mainte-
nance week 140. Rates of symptomatic 
remission, defined as an SFS of 0 or 
1 and not increased from induction 
baseline and an RBS of 0, were 92% 
with both doses (Figure 1). 

Investigators also reported endo-
scopic outcomes in patients receiving 
guselkumab in the LTE. Rates of endo-
scopic improvement (MES 0-1) at 
maintenance week 140 were 85% with 

Guselkumab 200 mg every 4 weeks	       Guselkumab 100 mg every 8 weeks
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Figure 1. Clinical and symptomatic remission from week 44 through week 140 of maintenance treatment with guselkumab among 
patients with moderately to severely active ulcerative colitis in the as-observed analyses of the QUASAR long-term extension. Adapted 
from Peyrin-Biroulet L et al. DDW abstract Su1645. Gastroenterology. 2026;170(6):S1114-S1115.3
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guselkumab 200 mg Q4W and 84% 
with guselkumab 100 mg Q8W. Rates 
of endoscopic remission (normaliza-
tion) were 56% and 51%, respectively, 
and rates of histo-endoscopic mucosal 
improvement were 80% and 77%, 
respectively. 

Efficacy rates in the LTE were 
numerically lower in the nonresponder 
imputation analysis compared with the 
as-observed results, but trends were 
generally consistent, which investiga-
tors attributed to a high retention rate 
during the LTE.3 In subgroup analy-
ses, efficacy outcomes at maintenance 
week 140 were consistent regardless 
of patients’ prior exposure to biologic 
and Janus kinase (JAK) inhibitors, and 
whether they had a prior inadequate 
response or intolerability to biologics 
and JAK inhibitors.

Safety outcomes were assessed 

With the QUASAR LTE study, it is comforting to see 
that the safety profile of guselkumab through week 
140 was consistent with short-term expectations. 
The study did not reveal any concerning findings 
or new safety signals. Efficacy as manifested by 
persistence on drug was quite good as well, as is 
expected from agents that inhibit IL-23. This is a 
consistent finding among medication seen in this 
class. This type of study is important to demonstrate 
durability of treatment response up to 3 years in 
adults with moderately to severely active UC.
—Gary R. Lichtenstein, MD

Impact of Obefazimod Treatment on Histologic and Combined 
Histologic-Endoscopic Outcomes in Patients With Moderately to 
Severely Active Ulcerative Colitis: Results From the ABTECT-1 and 
ABTECT-2 Phase 3, Double-Blind, Placebo-Controlled Induction Trials

Obefazimod is an investi-
gational orally adminis-
tered small molecule that 

selectively upregulates expression 
of microRNA-124 (miR-124), a 
regulator of inflammatory responses.1 

for patients with a baseline modified 
Mayo score of 5 to 9 who completed 
the maintenance study and received 
any treatment in the LTE. The analysis 
revealed no new safety issues. There 
was 1 death in a guselkumab-treated 
patient caused by aortic dissection 
that was considered unrelated to the 
treatment. Rates of serious infections 
were below 2% across arms. No cases 
of active tuberculosis or opportunistic 
infection were reported. There were 
also no reports of anaphylaxis, serum 
sickness, or Hy’s law cases. Based on 
these findings, investigators concluded 
that guselkumab was associated with a 
favorable long-term benefit-risk profile.

Investigators also evaluated the 
association between efficacy outcomes 
following guselkumab induction and 
maintenance and likelihood of attain-
ing corticosteroid-free remission at 

week 92 in the LTE.4 Overall, patients 
who attained endoscopic, histologic, or 
composite outcomes after guselkumab 
induction and 1 year of maintenance 
therapy were more likely to attain 
corticosteroid-free remission at LTE 
week 92. Across outcomes assessed, 
the proportion of patients achieving 
corticosteroid-free clinical remission 
at LTE week 92 was 72% to 81% for 
patients who attained that outcome at 
maintenance week 44 compared with 
44% to 59% for those who did not. 
Composite outcomes were not superior 
to individual outcomes for predicting 
corticosteroid-free clinical remis-
sion. Investigators concluded that the 
findings support use of shorter-term 
endoscopic and histologic outcomes 
in patients with moderately to severely 
active UC.
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Through its effects on miR-124, obe-
fazimod reduces levels of proinflam-
matory cytokines, including IL-17, 
IL-6, and the chemokine CCL2. 

In a phase 2 trial in patients 
with UC, obefazimod demonstrated 

clinical benefit and favorable safety 
as induction therapy and in an open-
label maintenance period.2,3 At 96 
weeks in 164 patients, obefazimod was 
associated with a clinical response rate 
of 72.8%, a clinical remission rate of 
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52.5%, an endoscopic improvement 
rate of 59.0%, and an endoscopic 
remission rate of 35.9%.3 The most 
frequent treatment-emergent adverse 
events (TEAEs) were COVID-19 
(14.3%) and headache (11.5%).

Based on this demonstrated activ-
ity and safety in the phase 2 trial, the 
randomized phase 3 ABTECT-1 and 
ABTECT-2 trials were undertaken to 
further evaluate obefazimod in patients 
with UC. The trials enrolled a total 
of 1275 patients with moderately to 
severely active UC with prior failure of 
conventional and/or biologic therapy, 
JAK inhibitors, or sphingosine-1-phos-
phase (S1P) receptor modulators. 
Patients were randomly assigned 2:1:1 
to obefazimod 50 mg, obefazimod 25 
mg, or placebo, each administered 
daily for 8 weeks. Patients attaining a 
response at 8 weeks could proceed to 
the maintenance trial, in which they 
were randomly assigned 1:1:1 to obe-
fazimod 50 mg, obefazimod 25 mg, or 
placebo for 52 weeks. 

At DDW 2026, Magro and col-
leagues reported efficacy outcomes 
after 8 weeks of induction treatment 
in the ABTECT-1 (N=639) and 
ABTECT-2 (N=636) trials.4 Baseline 
characteristics were generally well 
balanced across trials and study arms; 

however, investigators noted that the 
patient population in the obefazimod 
25-mg arm of ABTECT-2 had slightly 
more severe and refractory disease 
than in the obefazimod 25-mg arm of 
ABTECT-1. This is illustrated in the 
higher rates of patients with extensive 
colitis (42.8% vs 39.4%), a higher 
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Figure 2. Clinical remission at week 8 among patients with moderately to severely active 
ulcerative colitis in the phase 3 ABTECT-1 and ABTECT-2 trials, which evaluated 
2 doses of obefazimod. Clinical remission is defined as stool frequency subscore of 0 
or 1, rectal bleeding subscore of 0, and Mayo endoscopic score of 0 (or 1 modified to 
exclude friability). Adapted from Magro F et al. DDW abstract 724. Gastroenterology. 
2026;170(6):S-893.4

median fecal calprotectin level (2041 
vs 1499 mg/g), and a higher propor-
tion of patients with an inadequate 
response to advanced therapies (25.0% 
vs 21.4%).

In a pooled analysis of the 
ABTECT-1 and ABTECT-2 trials, at 
week 8, clinical and symptomatic end-
points were all significantly improved 
with obefazimod compared with pla-
cebo at both doses tested (P<.0001 for 
each comparison). These included the 
primary endpoint of clinical remission 
rate (17.6% with obefazimod 25 mg, 
20.8% with obefazimod 50 mg, and 
4.4% with placebo) (Figure 2), as well 
as the secondary endpoints of clinical 
response rate (59.6%, 62.1%, and 
30.9%, respectively) and symptomatic 
remission rate (37.9%, 40.7%, and 
19.9%, respectively). 

Obefazimod was also associated 
with significant improvements over 
placebo in endoscopic and histologic 
endpoints in the pooled analysis. 
Rates of endoscopic improvement 
were 29.8% with obefazimod 25 mg, 
34.4% with obefazimod 50 mg, and 
7.9% with placebo (P<.0001 for each), 
and rates of endoscopic remission were 

This study demonstrated clinical improvement 
in endoscopy and histology response, as well 
a combined endoscopic histologic index after 
obefazimod induction at week 8. It is comforting to 
see in an early phase study not only endoscopic but 
also histologic healing in a substantial percentage of 
patients. Histologic healing has become an endpoint 
investigators strive for but may not achieve with 
all medications for UC. Achieving this endpoint is 
a reliable predictor of whether a person will have a 
better long-term outcome over the ensuing year. 
—Gary R. Lichtenstein, MD
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were also significantly improved with 
obefazimod. 

In subgroup analyses according to 
prior treatment, obefazimod 50 mg was 
associated with improved endoscopic 
and histologic outcomes regardless 
of whether patients had a prior inad-
equate response to advanced therapies, 
although the effect of obefazimod was 
stronger in patients without a prior 
inadequate response. Investigators 
concluded that the trials demonstrated 
clinically meaningful improvements in 
endoscopic, histologic, and combined 
outcomes at week 8.
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16.3%, 18.4%, and 5.0%, respectively 
(P<.0001 for each). 

Rates of histologic improvement 
(Geboes histologic score ≤3.1) and 
histologic remission (Geboes histo-
logic score <2A.0) at week 8 were also 
significantly higher with obefazimod 
compared with placebo in the pooled 
analysis. Histologic improvement 
rates were 38.6% with obefazimod 25 
mg, 41.7% with obefazimod 50 mg, 
and 18.9% with placebo; rates of his-
tologic remission were 10.7%, 9.3%, 
and 5.0%, respectively. Week 8 com-
bined histologic-endoscopic outcomes 

Symptomatic Improvement With Intravenous Guselkumab Induction 
Therapy Is Observed Early in Patients With Moderately to Severely 
Active Ulcerative Colitis: Post-Hoc Analysis of QUASAR

In patients with UC, symptoms 
such as rectal bleeding and stool 
frequency are significantly associ-

ated with reduced health-related qual-
ity of life.1 Accordingly, symptomatic 
relief has been identified as a short-

term treatment target for patients with 
UC in the STRIDE-II treat-to-target 
framework.2 

At DDW 2026, Dignass and 
colleagues presented results from a 
post-hoc analysis from the QUASAR 

induction trial evaluating symptomatic 
improvement during the first 14 days 
of therapy in patients with moderately 
to severely active UC.3 Symptomatic 
efficacy in the first 14 days of treat-
ment was assessed based on changes in 

Placebo

Guselkumab
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stool frequency and rectal bleeding.
The benefit of guselkumab over 

placebo in improving UC symptoms 
was evident as early by day 6. At that 
time, significant improvements were 
reported with guselkumab compared 
with placebo in the least squares mean 
change in Mayo SFS (-0.29 vs -0.17; 
P<.05) and RBS (-0.42 vs -0.30; 
P<.05). 

These improvements with gusel-
kumab over placebo translated to a 
significant increase by day 6 in the 
proportion of patients attaining symp-
tomatic response, defined as a decrease 
in the sum of the stool frequency 
and RBS (by ≥30% and ≥1 point), at 
29% vs 22% (P<.05). At day 14, the 
proportion of patients attaining symp-
tomatic response with guselkumab and 
placebo increased to 42% and 26%, 
respectively (P<.001) (Figure 3).

The proportion of patients attain-
ing an SFS of 1 or less was 23% with 
guselkumab and 18% with placebo at 
day 6, increasing to 30% and 22%, 
respectively, at day 14 (P<.05). The 
proportion of patients attaining rectal 
bleeding normalization (subscore of 0) 
was 18% and 14%, respectively, at day 
6 and 29% and 21%, respectively, at 

day 14.
Investigators also reported an 

association between early symptom-
atic improvements and longer-term 
clinical outcomes in patients receiving 
guselkumab. Attaining symptomatic 
remission or response at day 14 was 
highly predictive of attaining clinical 
response at week 12, with positive 
predictive values (PPVs) of 86% and 
74%, respectively. 

The PPV for attaining a week 
12 clinical remission based on early 
symptomatic improvements was 
lower, at 46% with a day 14 symp-
tomatic remission and 31% with a 
day 14 symptomatic response. The 
PPV for predicting a week 44 clinical 
response was 77% for patients with 
symptomatic remission on day 14 and 
69% for patients with a symptomatic 
response on day 14. The PPV for pre-
dicting a week 44 endoscopic response 
was 52% for patients with symptom-
atic remission on day 14 and 44% for 
patients with symptomatic response 
on day 14.

In an exploratory analysis, attain-
ing stool frequency normalization at 
day 3 was associated with a higher 
likelihood of attaining favorable lon-

ger-term outcomes, including week 12 
clinical remission (odds ratio [OR], 
2.3; 95% CI, 1.1-4.8) and week 44 
clinical remission (OR, 2.1; 95% CI, 
1.0-4.4), clinical response (OR, 2.9; 
95% CI, 1.3-6.4), and endoscopic 
remission (OR, 3.4; 95% CI, 1.6-7.6). 

A comparison of the phase 3 
ASTRO trial and the QUASAR trial 
found that early symptomatic out-
comes are similar with subcutaneous 
guselkumab 400 mg as with intrave-
nous guselkumab 200 mg, including 
week 2 symptomatic response rate 
(36% vs 34%) and week 2 symptom-
atic remission rate (12% for each).4

Investigators concluded that in 
patients with moderately to severely 
active UC, guselkumab is associ-
ated with both early symptomatic 
improvement that continues with 
ongoing treatment and long-term 
outcomes.
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In a post-hoc analysis of the QUASAR study, clinical 
improvement in stool frequency and rectal bleeding 
was achieved as early as day 6 after guselkumab 
induction. This result helps the physician in being 
able to tell patients when they can expect to observe 
benefit and helps patients gauge their overall 
expectations of guselkumab treatment. A future 
study might investigate whether guselkumab, when 
given as a salvage therapy or as a primary therapy 
for hospitalized patients with severe IBD, can be 
used to avoid corticosteroids. Corticosteroids are 
frequently used as a bridge until biologic therapy 
takes effect.  
—Gary R. Lichtenstein, MD
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This is a landmark study of the new fixed-dose  
co-antibody combination therapy designed to 
target two particular inflammatory pathways 
simultaneously. The drugs guselkumab and 
golimumab used at lower-than-normal doses and 
given together effectively blocked these pathways 
and delivered clinically meaningful efficacy which 
exceeded that of each monotherapy. Safety was 
consistent with known profiles of each monotherapy. 
The results show that combination therapy with two 
biologics is safe and was not observed to be more 
deleterious or more dangerous. 
—Gary R. Lichtenstein, MD

Efficacy and Safety of the First Co-Antibody Therapy, JNJ-78934804, 
in Patients With Moderately to Severely Active Ulcerative Colitis 
Refractory to Systemic Therapies

Figure 4. Clinical remission at 48 weeks in a refractory population of patients with 
moderately to severely active ulcerative colitis in the phase 2b DUET-UC trial, which 
evaluated JNJ-4804 compared with the component monotherapies. Clinical remission was 
defined as stool frequency subscore of 0 or 1, rectal bleeding subscore of 0, and endoscopy 
subscore of 0 or 1 per central review of the video endoscopy. aStatistically significant; 
all other P values are nominal. Adapted from Abreu MT et al. DDW abstract 1058d. 
Gastroenterology. 2026;170(6):S-2857-S-2858.2

Overall population

100

80

60

40

20

0

Pa
ti

en
ts

 (%
) 

2/52 12/104 35/103 23/103 28/105 43/105

3.8

22.3

34.0

11.5

41.0

26.7

∆ = 37.3 (95% CI, 26.6-48.0)
P<.001

∆ = 6.3 (95% CI, -6.6-19.1)
P=.339

∆ = 28.4 (95% CI, 17.2-39.5)
P<.001a

Placebo

Golimumab

Guselkumab

JNJ-4804 low

JNJ-4804 mid

JNJ-4804 high

A novel therapeutic approach 
being evaluated for inflam-
matory bowel disease involves 

use of co-antibody therapy that 
includes a fixed-dose combination 
of guselkumab and the anti–tumor 
necrosis factor antibody golimumab. 
In a proof-of-concept trial, the com-
bination appeared to have enhanced 
efficacy, supporting its evaluating in a 
larger trial.1 

In the phase 2b DUET-UC trial, 
Abreu and colleagues evaluated the 
fixed-dose guselkumab and golim-
umab combination JNJ-78934804 
(also known as JNJ-4804) in 3 differ-
ent doses and compared with single-
agent therapy and placebo in patients 
with moderately to severely active UC 
with an inadequate response or intol-
erance to at least 1 systemic therapy 
mechanism.2 Among the 572 patients 
enrolled, 44.6% were refractory to 2 or 
more systemic therapy mechanisms.

The primary endpoint, clinical 
remission rate at week 48, was 41.0% 
with high-dose JNJ-4804, 26.7% with 
intermediate-dose JNJ-4804, and 
22.3% with low-dose JNJ-4804, com-
pared with 34.0% with single-agent 
guselkumab, 11.5% with single-agent 
golimumab, and 3.8% with placebo 
(Figure 4). Clinical remission rates 
were significantly higher with high-
dose JNJ-4804 compared with goli-
mumab and numerically higher than 
with guselkumab. 

In patients refractory to 2 or more 
systemic therapy mechanisms, JNJ-
4804 was more effective than either 
single antibody, and exceeded the addi-
tive effects of each antibody, among the 
clinical, endoscopic, and histologic-
endoscopic endpoints assessed at week 
48. Clinical remissions were attained 
at week 48 in 26.7% of patients refrac-
tory to 2 or more systemic therapy 
mechanisms (12 of 45 patients), and 
91.7% of those patients (11 of 12) 
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attained a corticosteroid-free clinical 
remission at week 48. 

In the safety analysis, the most 
common TEAEs were UC and naso-
phyngitis. The overall rate of infections 
ranged across arms from 82.3 to 109.8 
per 100 patient-years and was highest 
in the placebo arm. Most infections 
did not result in treatment discontinu-
ation. Two opportunistic infections 

were reported, including 1 case of 
active tuberculosis in the intermediate-
dose JNJ-4804 group and 1 case of 
esophageal candidiasis in the gusel-
kumab arm. Malignancies included 
3 new cases of basal cell carcinomas 
in patients with no prior history; all 
patients underwent excision and con-
tinued on the trial. 
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Figure 5. Clinical remission in biologic/Janus kinase inhibitor–naïve patients with mildly 
to moderately active ulcerative colitis in the GLADIATOR trial, which compared once 
daily etrasimod vs placebo. Clinical remission was defined as a stool frequency subscore of 
0 or 1 and no greater than baseline, rectal bleeding subscore of 0, and endoscopic score ≤1 
(excluding friability). Adapted from Yarur AJ et al. DDW abstract 728. Gastroenterology. 
2026;170(6):S-895.2

Efficacy of Etrasimod in Biologic/Janus Kinase Inhibitor-Naïve Patients 
With Mildly to Moderately Active Ulcerative Colitis: Results From the 
GLADIATOR Trial

Currently, no advanced thera-
pies are FDA approved for 
patients with mildly to mod-

erately active UC, which is defined as 
a modified Mayo score of 4 or more 
(including an endoscopic subscore 
[ES] ≥2 and an RBS ≥1).1 The selective 
S1P receptor modulator etrasimod is 
FDA approved for use in patients with 
moderately to severely active UC.

At DDW 2026, Yarur and col-
leagues presented results from the 

phase 2 GLADIATOR trial evaluat-
ing etrasimod in patients with mildly 
to moderately active UC.2 The trial 
enrolled 187 patients aged 18 to 80 
years with a modified Mayo score of 4 
to 6 (including an ES ≥2 and an RBS 
≥1). Patients were randomly assigned 
2:1 to etrasimod 2 mg or placebo, 
once daily for a 12-week induction 
period followed by a 40-week main-
tenance period. 

At week 12, clinical remission 

rates were 28.3% with etrasimod and 
11.7% with placebo (P=.007). At 
week 52, however, clinical remission 
rates were not significantly higher with 
etrasimod vs placebo, at 26.0% and 
18.3%, respectively (P=.252). Thus, 
the trial did not meet its primary end-
point of week 52 clinical remission. 

Investigators also evaluated the 
efficacy of etrasimod in a prespecified 
analysis of 150 patients without prior 
biologic or JAK inhibitor exposure 
who received etrasimod (n=104) or 
placebo (n=46). In this cohort, the 
mean age of enrolled patients was 
40 years, and the mean UC disease 
duration was approximately 6 years. 
Females comprised 34.6% of patients 
in the etrasimod arm and 54.3% in the 
placebo arm. Prior and concomitant 
therapies consisted of only 5-amino-
salicylates failure in 25.0% of patients 
in the etrasimod arm and 30.4% in 
the placebo arm. Baseline corticoste-
roid use was reported in 26.9% and 
23.9% of patients, respectively.

In the subset of biologic/JAK 
inhibitor-naïve patients, week 12 
clinical remission rates were 30.8% 
with etrasimod and 10.9% with 
placebo (P=.003) and week 52 clini-
cal remission rates were 29.8% and 
17.4%, respectively (P=.088) (Figure 
5). In contrast, in the 37 patients 
who were biologic/JAK inhibitor-
experienced, clinical remission rates 
at week 52 were 8.7% with etrasimod 
and 21.4% with placebo.
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36.5% with etrasimod and 23.9% 
with placebo (P=.120) and the pro-
portion of patients attaining endo-
scopic improvement and histologic 
remission (defined as an ES ≤1 with a 
Geboes Index score <2.0) was 27.9% 
and 19.6%, respectively (P=.279). The 
proportion of patients attaining sus-
tained clinical remission, defined as a 

clinical remission at weeks 12 and 52, 
was 19.2% with etrasimod and 4.3% 
with placebo (P=.003). 

Investigators noted that safety 
outcomes were reported previously 
and were consistent with the estab-
lished safety profile of etrasimod.3 In 
reviewing the GLADIATOR findings, 
they cautioned that outcomes could 
have been affected by the small sample 
size and the high rate of discontinua-
tion. Between weeks 12 and 52, 36.2% 
of patients in the etrasimod arm and 
46.7% of those in the placebo arm 
discontinued treatment.
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The findings of the phase 2 GLADIATOR trial suggest 
that etrasimod can be used prior to other advanced 
therapies. It is uncertain whether etrasimod should 
be introduced as treatment of patients with UC 
initially or whether mesalamine should be preferred. 
This has yet to be determined and was not the 
primary focus of this trial. Although an effective and 
safe agent in phase 2, data from a larger phase 3 
trial are needed to confirm this. 
—Gary R. Lichtenstein, MD

In the subset of biologic/JAK 
inhibitor-naïve patients, endoscopic 
and histologic outcomes were sig-
nificantly higher with etrasimod vs 
placebo at week 12 and numerically 
higher at week 52. Specifically, at week 
52, the proportion of patients with 
endoscopic improvement (defined 
as an ES ≤1 excluding friability) was 

Being able to self-administer treatment 
subcutaneously on a regular basis in an effort to 
induce and maintain remission is a favorable way to 
administer medication. The large phase 3 ASTRO 
trial tested the hypothesis with guselkumab. The 
results showed benefit for induction, maintenance, 
and persistence on medication. Importantly, the 
therapy is convenient and safe and will require only 
one insurance benefit approval rather than two, thus 
likely leading to a more rapid patient medication 
administration. In the future, most if not all biologics 
will likely utilize the same approach.
—Gary R. Lichtenstein, MD

Efficacy of Subcutaneous Guselkumab in Moderately to Severely 
Active Ulcerative Colitis by Induction Week 12 Clinical Response 
Status: Week 48 Results From the Phase 3 ASTRO Study

The randomized double-blind 
ASTRO trial demonstrated 
the efficacy of subcutaneous 

guselkumab as induction and main-
tenance treatment in patients with 
moderately to severely active UC.1 The 
phase 3 trial included a treat-through 
design, in which patients in the gusel-
kumab arms were assigned to a specific 
induction and maintenance regimen 
and continued that regimen through 
the 48-week extension phase regardless 
of their clinical response status after 
the 12-week induction period.

At DDW 2026, Danese and 
colleagues presented results of an 
exploratory analysis of the ASTRO 
trial evaluating week 48 clinical and 
endoscopic outcomes based on clini-
cal responses at week 12.2 The analysis 
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included 267 patients who all received 
guselkumab 400 mg Q4W for 12 
weeks as induction and were randomly 
assigned to maintenance guselkumab 
at 100 mg Q8W or 200 mg Q4W.

After 12 weeks of guselkumab 
induction, the clinical response rate was 
67.4%. Clinical outcomes at week 48 
were more favorable in patients attain-
ing a clinical response after induction 
than in patients not attaining a clini-
cal response after induction. Week 48 
clinical response rates were 74.7% 
with guselkumab 100 mg Q8W and 
82% with guselkumab 200 mg Q4W. 
However, a proportion of patients who 
did not attain a clinical response after 
induction therapy did attain clinical 
and endoscopic endpoints at week 48. 

Among patients without a response to 
induction therapy, the week 48 clinical 
response rate was 56.8% with gusel-
kumab 100 mg Q8W and 48.8% with 
guselkumab 200 mg Q4W (Figure 6). 

Week 48 clinical remission rates 
followed a similar pattern and were 
51.6% with guselkumab 100 mg Q8W 
and 60.7% with guselkumab 200 mg 
Q4W among induction responders, 
and 25.0% and 25.6%, respectively for 
the two dose levels, among induction 
nonresponders. 

Endoscopic outcomes at week 
48 were also better in those attaining 
clinical response to induction therapy 
than in those without a response. 
Rates of endoscopic improvement 
among patients with a week 12 clini-

cal response were 59.3% with gusel-
kumab 100 mg Q8W and 66.3% with 
guselkumab 200 mg Q4W, and rates 
of endoscopic remission were 40.9% 
and 32.6%, respectively. In contrast, 
in patients without a response to 
induction therapy, rates of endoscopic 
improvement at week 48 at the 2 dose 
levels were 40.9% and 32.6%, and 
rates of endoscopic remission were 
25.0% and 7.0%, respectively. 

An analysis of baseline factors 
found that modified Mayo scores and 
Mayo endoscopy scores were higher 
among week 12 nonresponders, and 
these patients also appeared to be 
more refractory to newer agents than 
responders. Among patients without 
a response to induction therapy, there 
was no single factor that differentiated 
patients who went on to attain clinical 
remission from those who did not.

Investigators concluded that 
patients with a clinical response after 
guselkumab induction had better clin-
ical and endoscopic outcomes at week 
48. However, the observation of clini-
cal and endoscopic endpoints at week 
48 in a proportion of patients who did 
not attain a clinical response to induc-
tion suggests that continuing gusel-
kumab after 12 weeks of induction 
therapy could be beneficial, regardless 
of whether a clinical response to induc-
tion therapy is achieved. 
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