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Abstract

Background—\Vedolizumab (VDZ) has demonstrated long term efficacy in Crohn’s disease
(CD) and ulcerative colitis (UC) in phase 111 trials.

Aims—Our aim was to evaluate the efficacy of VDZ at week 54 in inflammatory bowel disease
(IBD) in a multicenter cohort of patients.

Methods—Adult patients completing induction therapy with VDZ were eligible for this study.
Clinical response and remission was assessed using the Harvey Bradshaw index (HBI) for CD, the
simple clinical colitis activity index (SCCAI) for UC and physician assessment.

Results—Among 136 total patients (96 CD and 40 UC), 76 (56%) demonstrated clinical
response or remission at week 54. In univariate analysis, for patients with CD concomitant
initiation of immunomodulator therapy (2.71, 95% CI 1.11 — 6.57), the addition of an
immunomodulator (OR 11.49, 3.16 — 41.75) and CRP <3 (4.92, 95% CI 1.99 — 12.15) were
associated with increased odds of clinical response or remission at week 54. For UC patients
hospitalization after VDZ induction was associated with decreased odds of response or remission
at week 54 ( OR 0.22, 95%CI 0.05-0.88). On multivariate analysis in CD, addition of an
immunomodulator (OR 8.33, 95% CI 2.15-32.26) remained significant predictors of clinical
response or remission at week 54.
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Conclusions—Among a multicenter cohort of patients with IBD demonstrating primary
response to VDZ, the addition of combination therapy with an immunomodulator is a significant
predictor of clinical response or remission at week 54 in patients with CD.
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Introduction

Methods

Although the introduction of anti-tumor necrosis factor a (anti-TNF) therapy has
significantly changed the approach to management of patients with Inflammatory Bowel
Disease (IBD), up to 35% of patients with Ulcerative Colitis (UC) and 30% of patients with
Crohn’s Disease (CD) can demonstrate primary non-response to these therapies.[1]
Additionally, over 60% of patients treated with anti-TNF therapy will not maintain remission
at 1 year after anti-TNF initiation.[2-5] The low rate of long term remission is further
complicated by the lower rates of response to second or third anti-TNF therapies among
patients who lose response to their first anti-TNF. [6]

Vedolizumab (VDZ) is a gut selective a4p7 integrin antibody that blocks leukocyte
trafficking to the gut mucosa. Unlike an older integrin inhibitor Natalizumab that was
associated with reactivation of JC virus and development of progressive multifocal
leukoencephalopathy, VDZ binds specifically to the a4p7 integrin, and neither binds to or
inhibits the function of the a4p1 or aER7 integrins. [7] As a gut selective a4p7 integrin
antibody, VDZ has demonstrated efficacy in inducing and maintaining remission among
patients with CDI8l and UC, [¥] without association with any cases of progressive multifocal
leukoencephalopathy in a large pooled analysis of six clinical studies evaluating the safety of
vDz. [19]

While the long-term efficacy of VDZ in the treatment of patients with UC and CD has
previously been demonstrated in the GEMINI studies, [8:9] patients enrolled in clinical trials
may not be wholly representative of those encountered in clinical practice. Further
information regarding the long term efficacy of VDZ is of critical importance, as it could
significantly impact positioning of biologic therapy among patients with both UC and CD.
Our primary aim was to identify specific clinical predictors of long term clinical response
and remission among a large multicenter cohort of patients with IBD treated with VDZ.
Additionally, we sought to evaluate the efficacy and durability of VDZ, as determined by
clinical response and clinical remission at week 54.

This study included adult patients from 2 major academic hospitals in Boston, MA: Brigham
and Women’s Hospital (BWH) and Massachusetts General Hospital (MGH). Following
demonstration of clinical response or remission after a 14 week induction period, VDZ was
administered intravenously at every 8 weeks thereafter at a dose of 300 mg. Outcomes were
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assessed at week 54, at which point patients had received 5 maintenance infusions after
induction which should be adequate to assess for response.

Inclusion Criteria

All patients > 18 years of age, who successfully completed induction therapy with VDZ and
were receiving maintenance therapy for treatment of CD or UC were considered for
inclusion in this study.

Exclusion Criteria

Patients <18 years of age were excluded from this study. Any patient that experienced
primary non-response to VDZ initiation was not eligible for this study. Primary non-
response was defined as no clinical response to VDZ during the initial 14 week induction
period. Patients with prior history of surgery resulting in an ileal pouch anal anastomosis or
permanent stoma were also excluded. No other exclusion criteria were defined.

Data Collection Protocol

All patients initiated on therapy with VDZ were retrospectively assessed by chart review at
weeks 0, 2, 6, 14, and through week 54. In addition, the treating provider was asked to
assess the clinical response to VDZ at the end of induction at week 14 and week 54 as no
response, clinical response, or clinical remission. Additional data including laboratory tests
and other medication usage was recorded from chart review. Data collected from the record
of each visit included the Harvey Bradshaw Index (HBI) for CD, [11] the Simple Clinical
Colitis Activity Index (SCCAL), [12 serum C-reactive protein (CRP) and changes to
medication. Clinical response and clinical remission at week 54 were defined by HBI,
SCCALI, and provider evaluation. Clinical response and remission were mutually exclusive.

Variables, Outcomes, and Definitions

The electronic medical record was reviewed to confirm the diagnosis of IBD, as well as
demographic and disease related variables including age, gender, IBD subtype, surgical
history, disease duration and distribution, prior biologic therapies, concomitant
immunosuppression, and smoking history. Medication additions that occurred during the
study period were also noted as were dose adjustments.

The primary clinical outcome was defined as clinical response or clinical remission at week
54. Clinical response was defined as either a decrease in HBI = 3 or SCCAI = 3 from
baseline or by physician assessment of clinical response. Clinical remission was defined as
HBI < 4 or SCCAI < 2 or by physician assessment of clinical remission.

Statistical Analysis

Continuous variables are reported as means with corresponding standard deviations and are
compared using the student t test. Categorical variables are reported as proportions with
corresponding percentages and are compared using the Chi Square Test and Fisher Exact
Test as appropriate. Univariate analysis was performed to identify predictors of clinical
response and remission at week 54. Multivariable logistic regression analysis was then
utilized to control for potential confounders. A prior selection of variables felt to be related
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to response or remission was used for the creation of the final multivariable logistic
regression model. Odds Ratios (OR) and 95% Confidence Intervals (CI) are presented. In the
univariate and multivariable analyses, CD and UC were analyzed separately, given concerns
of potential differential results in the two subtypes of IBD. All statistical analyses were
performed using SAS (version 9.4) statistical software (SAS Institute, Cary, NC, USA).

There were a total of 136 patients in the database who demonstrated initial response or
clinical remission to VDZ at week 14 and were thus eligible for inclusion in this study.
Among these 136 patients, 73% of the patients with IBD who were initial responders to
induction therapy with VDZ remained on therapy with VDZ at week 54. When evaluating
only patients with UC, 88% remained on therapy with VVDZ at week 54 while 67% of
patients with CD remained on therapy at week 54 (p = 0.019). Among all patients with IBD,
56% demonstrated clinical response or remission at week 54. When comparing clinical
response or remission among patients with UC to patients with CD, there was no significant
difference (65% vs 52%, p = 0.188). A comparison of baseline demographic and clinical
characteristics between patients demonstrating clinical response or remission at week 54 to
those with no response or remission is seen in Table 1.

In the univariate analysis of patients with CD, concomitant initiation of immunomodulator
therapy (2.71, 95% CI 1.11 — 6.57), the addition of an immunomodulator after induction
(OR 11.49, 95% CI 3.16 — 41.75), and a CRP <3mg/L at week 54 (OR 4.92, 95% CI 1.99—
12.15) were associated with a statistically significant increased odds of clinical response or
remission at week 54, while hospitalization after induction (OR 0.41, 95% CI 0.18 — 0.92)
was associated with decreased odds of clinical response or remission (Table 2). Of note, a
CRP < 3 was considered normal at both institutions. Age, male sex, CRP at week 14, the
presence of perianal disease, smoking status, and surgery prior to initiation of VDZ were not
significant predictors of clinical response or remission at week 54 in our population of
patients with CD (Table 2). Among patients with UC, only the need for hospitalization after
induction with VDZ was significantly associated with a decrease in the odds of clinical
response or remission at week 54 (OR 0.22, 95% CI 0.05 - 0.88, Table 2).

Multivariate logistic regression analysis was performed assessing the outcome of clinical
response or remission at week 54. In a multivariate analysis of patients with CD, the addition
of an immumodulator after induction remained a significant predictor of clinical response or
remission at week 54 (OR 8.33, 95% CI 2.15 — 32.26, Table 3). In a multivariate analysis of
patients with UC, there were no significant predictors of clinical response or remission,
although the need for hospitalization while on vedolizumab therapy demonstrated a trend
towards decreased odds of response or remission (OR 0.28, 95% CI 0.06 — 1.21, Table 3).

Among those patients who failed VDZ between weeks 14 and 54, VDZ was discontinued
due to a flare of disease requiring a change in therapy in 36% of patients. Twenty-eight
percent of patients discontinued VDZ due to worsening disease that required IBD related
surgery while 11% of patients stopped VVDZ therapy due to an adverse drug reaction. The
drug reactions experienced were a type I11 hypersensitivity reaction consisting of back pain
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and shortness of breath, butterfly rash, joint pain, and asthma. After discontinuation of VDZ,
22% of patients were started on an anti-TNF agent, 11% were initiated on ustekinumab, and
8% were initiated on steroid therapy. Of note, 40% of patients experienced a hospitalization
after the induction period. However, 63% of patients who were hospitalized remained on
VDZ at one year and therefore hospitalization itself was not considered VDZ failure.

It is important to note that of the 99 patients who remained on VDZ at week 54 only 76
(77%) were found to have clinical response or be in clinical remission at week 54. Twenty-
three patients remained on VDZ despite not meeting the definitions for response or
remission. The reasons cited by both physicians and patients included: fear of surgery,
partial response and lack of other options for therapy.

Discussion

Among 136 patients with IBD, we were able to identify several clinically meaningful
predictors of clinical response or remission including the addition of immunomodulator
therapy and the lack of need for hospitalization after VDZ initiation. Among a population of
patients who demonstrated an initial response to VDZ at week 14, a significant portion of
patients with both UC (65%) and CD (52%) demonstrated continued clinical response or
remission at week 54.

The benefits of long term clinical response and remission among patients with UC and CD
treated with VDZ were originally demonstrated in the GEMINI-1[%1 and GEMINI-2[8] trials
respectively. While a prior “real-world” study from our two academic medical centers have
demonstrated that VDZ was both effective and safe as an induction therapy for patients with
both CD and UC, [3] further evidence of the longer duration of efficacy of VDZ in this
population is an important finding. We chose to evaluate the end point of clinical response or
remission at week 54, at which point patients had received 5 maintenance infusions after
induction which should be adequate to assess for response.

In the GEMINI-1 study, among patients treated with every 8 week dosing of VDZ, age = 35
years, treatment with prior anti-TNF or immunosuppressive failure, male sex, and a baseline
fecal calprotectin of > 500 pg/g were associated with some of the most significant
differences in clinical remission at 52 weeks when compared to placebo. [ In the
GEMINI-2 study, among patients treated with every 8 week dosing of VDZ, male gender,
baseline fecal calprotectin of > 500 pg/g, ileocolonic disease location, and prior anti-TNF
failure were among the factors associated with significant differences in clinical remission at
52 weeks when compared to placebo. [8] In the univariate analysis of our population, there
was no significant difference in clinical response or remission among patients with CD or
UC who had received prior treatment with more than 1 biologic. Similarly, there was no
significant difference when comparing male or female sex. Among patients with CD
however, a lower CRP was associated with a significant increase in odds of clinical response
or remission at week 54.

In a population pharmacokinetic and pharmacodynamic analysis, use of concomitant
immunosuppression was not associated with any clinically meaningful impact. [16] In a
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separate real-world consortium of academic medical centers where 54% of patients were
treated with concomitant immunomodulators or concomitant immunomodulators and
steroids, no differences were noted when comparing clinical response or clinical remission
among those patients treated with concomitant immunosuppression and those treated with
VDZ alone. [171 When analyzed in phase 111 trials, concomitant use of immunosuppressive
therapy with VDZ in patients with both CD and UC was associated with a reduction in
immunogenicity, though there was no overall effect on efficacy of VDZ at 52

weeks. [8:914.15] |n our evaluation of patients with CD, the use of combination
immunosuppressive therapies was associated with a significant benefit in the univariate
analyses, including both concomitant immunomodulator therapy at induction and when
those agents were added after the induction period. Given the improved odds of clinical
response or remission at week 54 among CD patients who had an immunomodulator added
after induction when analyzed in multivariate analysis, the addition of immunomodulator
therapy may represent a salvage therapy for patients demonstrating less than adequate
response after induction with VDZ or may offer a pharmacokinetic benefit similar to that
seen with other biologic agents such as anti-TNF therapies. [18]

Although the need for hospitalization is a predictor that may not be modifiable, recognition
of the need for hospitalization after the induction period as a predictor of worse outcomes at
week 54 is potentially clinically meaningful. A majority of the patients hospitalized
remained on VDZ therapy, and thus the need for inpatient admission alone should not be
viewed as a failure of VDZ. Patients requiring hospitalization after induction may represent
a population where therapy modification or closer monitoring may be of benefit.

Overall, the rates of clinical response or remission were relatively high in this cohort, which
is also noteworthy given the concern of a potential bias given the presumed burden of illness
associated with patients being seen in two tertiary care referral centers. A considerable
proportion of patients with both UC (26%) and CD (22%) remained on VDZ therapy at
week 54, despite no evidence of clinical response or remission. Given that both the response
and failure populations documented prior therapy with a mean of approximately 2 biologic
therapies, this may indicate a hesitancy to switch therapies given prior failures. Particularly
among patients with UC, the continued therapy with VDZ could represent an attempt to
avoid colectomy, although this area likely needs further exploration.

Our study has multiple limitations that should be outlined. The most significant limitation is
that our study was conducted with retrospective data collection. We collected data from two
different centers, and although we would expect the patient populations to be similar given
the geographic similarities and similarities between medical centers, heterogeneity remains
in the collection of data and potentially in the populations of the two centers. Additionally
the smaller population of patients with UC may partially explain the inability to identify
significant predictors of clinical response and/or remission at 54 weeks.

It has previously been established that many patients with IBD would not be eligible for
clinical trials assessing biologic therapies. [2°] For this reason, we feel that a real-world
assessment of both the efficacy of VDZ as a maintenance therapy in the treatment of patients
with IBD, as well as an evaluation of the predictors of response and remission to VDZ at
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week 54 is important. The appropriate positioning of biologics in the therapeutic
armamentarium of patients with UC and CD and choices between individual biologic agents
remains a topic of considerable discussion. [22-24] Earlier introduction of VDZ in the
treatment of some patients may be appropriate, however strategies for the appropriate
selection of these patients have not been identified to this point.

In a population of patients with IBD that have previously been refractory to prior therapy
including anti-TNF agents, VDZ is an effective maintenance therapy with sustained response
at week 54. Among patients with CD that demonstrated clinical response or remission to
VDZ during the 14 week induction period, the addition of immunomodulator therapy is a
significant predictor of clinical response or remission at week 54. These findings may help
in guiding clinical practice, particularly regarding the use of combination therapy with a
thiopurine or MTX among patients initiated on VDZ.

References

1. Allez M, Karmiris K, Louis E, et al. Report of the ECCO pathogenesis workshop on anti-TNF
therapy failures in inflammatory bowel diseases: Definitions, frequency and pharmacological
aspects. J Crohn’s Colitis. 2010; 4(4):355-66. [PubMed: 21122530]
2. Hanauer SB, Feagan BG, Lichtenstein GR, et al. Maintenance infliximab for Crohn’s disease: The
ACCENT I randomised trial. Lancet. 2002; 359(9317):1541-9. [PubMed: 12047962]
3. Rutgeerts P, Sandborn WJ, Feagan BG, et al. Infliximab for Induction and Maintenance Therapy for
Ulcerative Colitis. N Engl J Med. 2005; 353(23):2462-76. [PubMed: 16339095]
4. Colombel JF, Sandborn WJ, Rutgeerts P, et al. Adalimumab for Maintenance of Clinical Response
and Remission in Patients With Crohn’s Disease: The CHARM Trial. Gastroenterology. 2007;
132(1):52-65. [PubMed: 17241859]
5. Sandborn WJ, Van Assche G, Reinisch W, et al. Adalimumab induces and maintains clinical
remission in patients with moderate-to-severe ulcerative colitis. Gastroenterology. 2012; 142(2):
257-65. e3. [PubMed: 22062358]
6. Sandborn WJ, Rutgeerts P, Enns R, et al. Adalimumab Induction Therapy for Crohn Disease
Previously Treated with Infliximab. Ann Intern Med. 2007; 146(12):829. [PubMed: 17470824]
7. Soler D, Chapman T, Yang L-L, Wyant T, Egan R, Fedyk ER. The binding specificity and selective
antagonism of vedolizumab, an anti-alphadbeta7 integrin therapeutic antibody in development for
inflammatory bowel diseases. J Pharmacol Exp Ther. 2009; 330(3):864—75. [PubMed: 19509315]
8. Sandborn WJ, Feagan BG, Rutgeerts P, et al. Vedolizumab as induction and maintenance therapy for
Crohn’s disease. N Engl J Med. 2013; 369(8):711-21. [PubMed: 23964933]
9. Feagan BG, Rutgeerts P, Sands BE, et al. Vedolizumab as Induction and Maintenance Therapy for
Ulcerative Colitis. N Engl J Med. 2013; 369(8):699-710. [PubMed: 23964932]
10. Colombel J-F, Sands BE, Rutgeerts P, et al. The safety of vedolizumab for ulcerative colitis and
Crohn’s disease. Gut. 2016:1-13. (Cd).

11. Harvey RF, Bradshaw JM. A Simple Index of Crohn’S-Disease Activity. Lancet. 1980; 315(8167):
514,

12. Walmsley RS, Ayres RC, Pounder RE, Allan RN. A simple clinical colitis activity index. Gut.
1998; 43(1):29-32. [PubMed: 9771402]

13. Shelton E, Allegretti JR, Stevens B, et al. Efficacy of Vedolizumab as Induction Therapy in
Refractory IBD Patients. Inflamm Bowel Dis. 2015; 0(0):1.

14. Colombel J-F, Loftus EV, Siegel CA, et al. P528 Efficacy of vedolizumab with concomitant
corticosteroid or immunomodulator use in patients with Crohn’s disease in GEMINI 2. J Crohn’s
Colitis. 2015; 9(suppl 1):S344-S344.

Dig Dis Sci. Author manuscript; available in PMC 2018 June 01.



1duosnue Joyiny 1duosnuey Joyiny 1duosnue Joyiny

1duosnuen Joyiny

Allegretti et al.

15.

16.

17.

18.

19.

20.

21.

22.

23.

24.

Page 8

Colombel J-F, Loftus EV, Siegel CA, et al. P433. Efficacy of vedolizumab with concomitant
corticosteroid or immunomodulator use in patients with ulcerative colitis from GEMINI 1. J
Crohn’s Colitis. 2015; 9(suppl 1):5296-7.

Rosario M, Dirks NL, Gastonguay MR, et al. Population pharmacokinetics-pharmacodynamics of
vedolizumab in patients with ulcerative colitis and Crohn’s disease. Aliment Pharmacol Ther.
2015; 42:188-202. [PubMed: 25996351]

Dulai PS, Singh S, Jiang X, et al. The Real-World Effectiveness and Safety of Vedolizumab for
Moderate-Severe Crohn’s Disease: Results From the US VICTORY Consortium. Am J
Gastroenterol. 2016; 111(8):1147-55. [PubMed: 27296941]

Yarur AJ, Kubiliun MJ, Czul F, et al. Concentrations of 6-Thioguanine Nucleotide Correlate With
Trough Levels of Infliximab in Patients With Inflammatory Bowel Disease on Combination
Therapy. Clin Gastroenterol Hepatol. 2015; 13(6):1118-24. e3. [PubMed: 25562796]

Sands BE, Feagan BG, Rutgeerts P, et al. Effects of Vedolizumab Induction Therapy for Patients
With Crohn’s Disease in Whom Tumor Necrosis Factor Antagonist Treatment Had Failed.
Gastroenterology. 2014; 147(3):618-27. e3. [PubMed: 24859203]

Ha C, Ullman Ta, Siegel Ca, Kornbluth A. Patients enrolled in randomized controlled trials do not
represent the inflammatory bowel disease patient population. Clin Gastroenterol Hepatol. 2012;
10(9):1002-7. quiz e78. [PubMed: 22343692]

Hazlewood GS, Rezaie A, Borman M, et al. Comparative Effectiveness of Immunosuppressants
and Biologics for Inducing and Maintaining Remission in Crohn’s Disease: A Network Meta-
analysis. Gastroenterology. 2015; 148(2):344-54. [PubMed: 25448924]

McLean LP, Cross RK. Title: Integrin Antagonists as Potential Therapeutic Options for the
Treatment of Crohn’s Disease. Expert Opin Investig Drugs. 2016; 25(3):263-73.

Dulai PS, Mosli M, Khanna R, Levesque BG, Sandborn WJ, Feagan BG. Vedolizumab for the
treatment of moderately to severely active ulcerative colitis. Pharmacotherapy. 2015; 35(4):412—
23. [PubMed: 25884529]

Hanauer SB. Positioning biologic agents in the treatment of Crohn’s disease. Inflamm Bowel Dis.
2009; 15(10):1570-82. [PubMed: 19309716]

Dig Dis Sci. Author manuscript; available in PMC 2018 June 01.



1duosnuey Joyiny 1duosnuen Joyiny 1duosnuey Joyiny

1duosnuep Joyiny

Allegretti et al.

Baseline Characteristics of Patients demonstrating response or remission with Vedolizumab at week 54

Table 1

compared to those patients with no response or remission

Page 9

Response or Remission at One No Response or Remission at p-value
Year One Year

Crohn’s Disease n=50 n=46
Age (years) 42.0 36.9 0.079
Male sex 22 (44%) 21 (46%) 1.00
Duration of disease (years) 17.4 (10.3) 15.6 (11.2) 0.406
Current smoker 5 (10%) 5 (11%) 0.625
HBI score at week 14 5.1(3.8) 8.3(5.0) 0.160
HBI score at 1 year 43 (3.7) 9.4 (3.6) 0.10
CRP mg/L at week 14 11.3 (14.2) 19.6 (20.7) 0.031
CRP mg/L at week 54 11.6 (14.1) 15.3 (18.5) 0.505
Disease location 0.735

Small bowel disease 5 (10%) 2 (4%)

Colonic disease 10 (20%) 11 (24%)

Small bowel and colonic Disease 32 (64%) 28 (61%)
Prior biologic therapy

Number of prior biologics 2.4(1.4) 2.8(1.1) 0.082
Prior Natalizumab 9 (18%) 12 (26%) 0.459
Prior surgery for Crohn’s disease 33 (66%) 30 (65%) 1.00
Perianal Disease 25 (50%) 27 (59%) 0.419
Concomitant Thiopurine or Methotrexate at Induction 20 (40%) 9 (20%) 0.045
Methotrexate or Thiopurine added after Induction 20 (40%) 3 (7%) <0.001
Ulcerative colitis n=26 n=14
Age (years) 38,5 (11.6) 42.8 (14.05) 0.326
Male sex 14 (54%) 7 (50%) 1.00
Duration of disease (years) 9.3(6.3) 8.3 (4.8) 0.618
Current smoker 2 (8%) 0 0.533
SCCAI score at week 14 2.6 (2.9) 4.0 (4.6) 0.123
SCCAI score at week 54 3.09 (2.43) 4.85 (1.77) 0.117
CRP mg/L at week 54 6.76 (13.1) 4.20 (6.0) 0.416
CRP mg/L at week 54 5.18 (6.2) 4.64 (3.6) 0.818
Disease location 0.062

Rectum and sigmoid only 5 (19%) 1 (7%)

Left colon 4 (15%) 7 (50%)

Pancolitis 15 (58%) 5 (36%)
Number of prior biologics 1.81 (0.749) 2.00 (1.04) 0.504
Concomitant Thiopurine or Methotrexate at Induction 10 (38%) 5 (36%) 1.00
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Response or Remission at One No Response or Remission at p-value
Year One Year
Methotrexate or Thiopurine added after Induction 6 (24%) 6 (33%) 0.280

Continuous variables presented as mean (Standard Deviation)

Categorical variables presented as raw number (%)
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Predictors of Clinical Response or Remission to treatment with Vedolizumab at week 54, univariate analysis

Table 2

uc CD
Odds Ratio 95% ClI Odds Ratio 95% CI
Age — years .96 0.92-1.01 1.03 0.99-1.06
Male sex - no (%) 1.22 0.35-4.27 1.09 0.50-2.38
Duration of disease — years 1.03 0.92-1.14 1.02 0.97-1.05
Perianal Disease 0.72 0.33-1.58
Prior surgery 1.62 0.15-17.1 1.06 0.46-2.41
Current smoker >999 <0.001->999 1.32 0.43-4.09
More than 1 Prior biologic 1.24 0.35-4.38 0.62 0.22-1.72
Prior Natalizumab 0.66 0.25-1.75
CRP <3 mg/L at week 14 1.40 0.63-3.12 0.71 0.20-2.53
CRP < 3mg/L at week 54 2.09 0.55-7.98 4.92 1.99-12.15
Concomitant Thiopurine or Methotrexate at Induction 1.05 0.28-3.93 271 1.11-6.57
Methotrexate or Thiopurine added after Induction 0.39 0.10-1.54 11.49 3.16-41.75
Hospitalization after VDZ induction 0.22 0.05-0.88 0.41 0.18-0.92
Concomitant Thiopurine at Induction 1.27 0.27-5.84 3.32 1.09-10.05
Concomitant Methotrexate at Induction 0.75 0.11-5.06 1.40 0.41-4.74
Methotrexate added after Induction 0.27 0.04-1.84 6.46 1.73-24.11
Thiopurine added after Induction 0.64 0.12-3.35 >999 <0.001->999
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Odds of Demonstrating Clinical Response or Remission on Vedolizumab at Week 54 among Patients with

Crohn’s Disease or Ulcerative Colitis, Multivariable Analysis?

OR | 95% CI
Crohn’s Disease
Age 1.03 | 0.99-1.06
Male 0.85 | 0.34-2.13
Thiopurine or Methotrexate added after Induction | 8.33 | 2.15-32.26
Concomitant thiopurine or methotrexate at Induction 1.89 | 0.66-5.38
Hospitalization while on Vedolizumab 0.57 | 0.23-1.42
Ulcerative Colitis
Age 0.97 | 0.92-1.02
Male 1.05 | 0.26-4.16
Thiopurine or Methotrexate added after Induction 0.43 | 0.09-2.00
Concomitant thiopurine or methotrexate at Induction 1.27 | 0.27-5.96
Hospitalization while on Vedolizumab 0.28 | 0.06-1.21

a . . A - .
All variables included in final multivariable analysis are demonstrated above
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