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VDO High Rheumatoid Factor Levels Impact Response to Certolizumab Pegol in Patients with Inadequately

Controlled Rheumatoid Arthritis? A Post Hoc Analysis of a Phase 3b Trial

he impact of rheumatoid factor level and prior TNFi use on efficacy outcomes over 36 weeks Iin patients
with rheumatoid arthritis who received treatment with certolizumab pegol or placebo was assessed

Mean DAS28-CRP and CDAI over time in a) overall
population, b) TNFi-IR patients, and c) TNFi-naive
patients, stratified by RF level (RF <Q3 [<180 IU/mL]
or Q4 [>180 IU/mL]) (OC)
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Proportions of patients achieving DAS28-CRP <2.6
and CDAI <2.8 in a) overall population, b) TNFi-IR
patients, and c) TNFi-naive patients, stratified by RF
level (RF <Q3 [<180 IU/mL] or Q4 [>180 IU/mL]) (OC)

PBO, RF < Q3 —e— CZP 200 mg Q2W, RF Q4 CZP 200 mg Q2W, RF < Q3
A) Overall population (N=930)

Objective Summary

To assess the impact of rheumatoid factor (RF) levels and previous therapies on
certolizumab pegol (CZP) efficacy in patients with rheumatoid arthritis (RA), in a
post hoc analysis of the REALISTIC trial.

Background

e |n patients with RA, high RF levels are associated with higher disease activity

Figure 1 Figure 2
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A) Overall population (N=930)
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o At Week 36, the proportions of CZP-randomized patients who achieved
DAS28-CRP <2.6 and CDAI <2.8 were similar across RF levels and prior TNFi use
(Figure 2).

Conclusions

Full analysis set.

Full analysis set.
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ACPA: anti-citrullinated protein antibody; anti-CCP: anti-cyclic citrullinated peptide; CDAI: clinical disease activity index; CZP: certolizumab pegol; DAS28-CRP: Disease Activity Score 28 - C-reactive protein; DMARD: disease-modifying antirheumatic drug; Fc: fragment crystallizable; IlU/mL: international units per milliliter; PBO: placebo; OC: observed case; <Q3: <4 quarter; Q4: 4™ quarter; RA: rheumatoid arthritis; RF: rhneumatoid factor; SC: subcutaneous; SD: standard deviation; TNF: tumor necrosis factor;
TNFi: tumor necrosis factor inhibitor; TNFi-IR: prior inadequate response or intolerance to tumor necrosis factor inhibitors.
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Patients with RA and high RF levels who were treated with certolizumab pegol had
similar clinical responses to those with low RF levels regardless of previous TNFi
treatment, indicating that RF level does not influence response to certolizumab
pegol. These data support previous findings,> and expand them to a TNFi-IR
population. Results may have treatment choice implications in patients with RA and
high RF levels who have had inadequate responses to previous TNFi treatment.
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