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Abstract: The introduction of biological agents has revolutionized the management of many 

life-threatening and debilitating immune-mediated diseases. Because of the high cost of 

biological drugs and their patent expiration, the market has opened to biosimilar agents, copy 

versions of the originators, which can lead to reduced health care expenditure and increase 

treatment access worldwide. CT-P13 is the first biosimilar of infliximab (IFX) and has been 

approved for the same indications as its originator drug. It obtained regulatory approval by the 

European Medicines Agency in September 2013 and by the US Food and Drug Administration 

in April 2016. The Phase I and Phase III clinical trials conducted in ankylosing spondylitis 

and rheumatoid arthritis have demonstrated pharmacokinetic and efficacy equivalence with 

comparable safety and immunogenicity to IFX. For these reasons, the use of CT-P13 has 

been extrapolated also to inflammatory bowel disease. There have been some initial concerns 

regarding the use of CT-P13 in inflammatory bowel disease patients, because of the lack of 

randomized controlled trials. However, emerging real-world data have further confirmed the 

comparability between CT-P13 and its reference product in terms of efficacy, safety, and 

immunogenicity, in patients naïve to the anti-tumor necrosis factor alpha agents and after 

switching from IFX, and will be summarized in this review. 
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Introduction
Inflammatory bowel diseases (IBDs), which include Crohn’s disease (CD) and 

ulcerative colitis (UC), are chronic immune-mediated inflammatory gastrointestinal 

disorders that lead to impaired quality of life, disease complications, and frequent 

surgery and hospitalization.1,2 They represent a global public health problem, and 

their prevalence is expected to increase because of the earlier age of onset and lower 

mortality rate of patients. Considering their social and economic long-term burden, 

the accurate control of these diseases is essential.

The introduction of biological therapies .15 years ago, such as the anti-tumor 

necrosis factor alpha (anti-TNFα) monoclonal antibodies (mAbs), has led to the 

achievement of important therapeutic targets although increasing the direct costs.3 

These treatments induce mucosal healing (MH), prolonged periods of remission, 

and improve quality of life, leading to the reduction of hospitalizations and surgery.4 

However, the high cost of biological drugs and their patent expiration have led to 

the development of biosimilar agents.5 They may lead to significant cost savings and 

consequently larger access to biologicals with affordable cost of care.6

CT-P13 has been the first mAb biosimilar evaluated by European Medicines Agency 

(EMA), and today over 34,000 patients in .40 countries worldwide have been treated 

with this drug.7 This review focuses on the development of the CT-P13 and on the 

main studies that have supported its use in IBD patients. 
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Biologics and biosimilars
Biologics are defined as active substances derived from living 

cells or organisms with the aid of biotechnology methods 

(recombinant DNA, controlled gene expression, antibody 

technologies).8 The first generation of biologics was launched 

in the late 1970s and early 1980s, and this class of drugs is 

now one of the fastest growing sectors of the pharmaceuti-

cal industry.9 The high price of biological agents and their 

recent or impending patent expiration has led to develop-

ment of similar versions of these drugs, called “biosimilar 

agents.” The World Health Organization defines a biosimilar 

as a “biotherapeutic product which is similar in terms of 

quality, safety and efficacy to an already licensed reference 

biotherapeutic product.”10 Biosimilars may differ from the 

original reference drug, in particular for post-translational 

modifications like glycosylation, which are specific to the 

individual production process, but differences are accept-

able if the final molecule falls within defined “boundaries of 

tolerance”: variations in some features of the 2 molecules are 

only considered important if they are clinically relevant.11,12 

However, considering their size and complexity, biosimilars 

of biologic molecules require a more complex development 

and regulatory assessment than small-molecule generics to 

ensure that their safety and efficacy are similar to that of 

the original product. A comparability exercise is required 

to demonstrate biosimilarity.13,14 Approval of a biosimilar 

by the US Food and Drug Administration (FDA), Health 

Canada, and EMA includes extensive in vitro studies dem-

onstrating similarity to a reference product in terms of quality 

features, as well as nonclinical and clinical studies dem-

onstrating comparable pharmacokinetics, efficacy, safety, 

and immunogenicity.15–17 Subsequently, given that clinical 

efficacy of the reference drug has already been established, 

the nonclinical and clinical studies required for approval of 

a biosimilar could be reduced, and the extrapolation of data 

from one indication to another allows the approval for all 

indications held by the original drug.18,19 Indeed, EMA, FDA, 

and Health Canada have allowed the extrapolation, based on 

a number of comparability exercises although with no clinical 

data for all indications.20

Infliximab (IFX; Remicade™) and its 
biosimilar agent CT-P13
The anti-TNFα IFX was the first biologic agent used to treat 

IBD patients, and it is still widely used in these diseases. IFX is 

a chimeric human-murine mAb against the pro-inflammatory 

cytokine TNFα. Several multicenter, randomized, double-

blind clinical trials have established the efficacy and safety 

of the IFX in the treatment of IBD.21–23 The management 

and the dosage of IFX in CD patients are supported by the 

results of the ACCENT I study, while the main experience 

with IFX in UC is based on the pivotal ACT trials; ACT I 

and ACT II demonstrated that IFX induces clinical remission, 

MH, and steroid sparing in UC patients.24,25

CT-P13 (Inflectra-Hospira, Lake Forest, IL, USA; and 

Remsima-Celltrion, Incheon, South Korea) is the first bio-

similar agent of IFX. In 2012, it has been authorized for the 

treatment of autoimmune diseases and IBD in India and 

South Korea.26 

CT-P13 has the same amino acid sequence, is produced 

by the same type of cell line (Sp2/0-AG1 purchased from 

ATCC, Manassas, VA, USA), and has the identical pharma-

ceutical form, composition, and same route of administration 

as the reference IFX.27 In the EU, South Korea, and Japan, 

CT-P13 received approval for the same therapeutic indica-

tions as reference IFX, including rheumatoid arthritis (RA), 

ankylosing spondylitis (AS), CD, UC, psoriatic arthritis, and 

psoriasis.28,29 In April 2016, CT-P13 was also approved for 

the treatment of IBD by the US FDA with the generic name 

IFX-dyyb, becoming also the first biosimilar mAb to be 

licensed in the US.30 The extrapolation to IBD was initially 

held by Health Canada because of differences between 

CT-P13 and IFX observed in vitro, potential differences in 

the mechanism of action of IFX in these conditions, and the 

lack of clinical studies, but has been recently approved.31,32 

Clinical and nonclinical evaluation 
of CT-P13
Regulatory approval of CT-P13 was based on nonclinical 

and clinical comparisons with the IFX. As required by EMA, 

nonclinical evaluation includes pharmaco-toxicological 

analysis, while clinical evaluations include pharmacoki-

netic, pharmacodynamic, and efficacy studies and clinical 

safety studies also regarding the immunogenicity property 

of the biosimilar.33

Nonclinical evaluation
Several in vitro studies have demonstrated that CT-P13 and 

IFX have a comparable primary pharmacodynamic: CT-P13 

and IFX showed very similar binding affinities for soluble 

monomeric and trimeric forms of TNFα and transmembrane 

TNFα and for the Fcγ receptors FcγRI, FcγRIIa, and FcRN.34 

A difference in relative binding affinities for FcγRIIIa was 

found, but after additional analysis with serum of CD 

patients, it was seen that the difference does not influence 

biological activity and does not have clinical relevance for 
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the efficacy and safety of CT-P13. CT-P13 and IFX are 

also comparable in terms of the lack of binding activity to 

TNFβ and TNFα from different species known not to bind 

to infliximab and in terms of relative binding affinities to 

complement protein C1q. They are also comparable when 

considering complement-dependent cytotoxicity effects 

and apoptotic effects against a Jurkat T-cell line expressing 

TNFα. Pharmacokinetic analysis comparing CT-P13 and IFX 

and repeat-dose toxicity studies of intravenous CT-P13 have 

been conducted in rats: the pharmacokinetics of 2 drugs at 

the doses of 10 and 50 mg/kg in rats were similar, and there 

were no toxicity concerns with CT-P13.35

Some minor differences, compared to IFX, including 

FcγRIIIa receptor binding, the level of α-fucosylation 

and some antibody-dependent cell-medicated cytotoxicity 

(ADCC), have been recorded.36 However, the initial differ-

ences observed on ADCC were only seen in vitro by using 

target cells overexpressing membrane TNF and by using 

enriched natural killer cells from CD patients with the high-

affinity genotypes of the FcR. When ADCC activity was 

tested by using more physiologic cells, such as whole blood 

or isolated peripheral blood mononuclear cells, the difference 

in fucosylation for CT-P13 and the innovator drug did not 

impact ADCC; therefore, the clinical significance of these 

differences is questioned.37

Clinical evaluation
Data on the efficacy and safety of CT-P13 come from 2 ran-

domized controlled trials (RCTs) in rheumatic disease, which 

demonstrated pharmacokinetic and efficacy equivalence and 

comparable safety and immunogenicity of CT-P13 and IFX 

in patients with active RA or AS.38–41

In the first (randomized, Phase I, double-blind) 

study (PLANETAS), efficacy and safety of CT-P13 and 

IFX 3 mg/kg were compared in 250 patients with AS. 

At 30 weeks, the pharmacokinetic profiles of the 2 agents 

(the primary outcome of the trial) were considered equivalent; 

CT-P13 and original IFX also displayed comparable efficacy 

and safety profiles. 

The second (Phase III, double-blind) trial (PLANETRA) 

was conducted in 604 patients affected by RA with 

active disease despite methotrexate (MTX) treatment 

(12.5–25 mg/week). They were randomized to receive 

3 mg/kg of CT-P13 (Remsima) (n=302) or IFX (n=302) with 

MTX and folic acid. At 30 weeks, the 2 treatment groups pre-

sented similar rates of the American College Rheumatology 

20% responses (the primary end point of the trial), drug-

related adverse events, and anti-drug antibodies (ADAs). 

Extension studies of these 2 RCTs have also demon-

strated that the treatment efficacy, safety, and immunoge-

nicity were not affected when patients were switched from 

reference product (RP) to CT-P13 at week 54 of treatment 

and followed up to week 102.42,43 However, the number 

of mild or moderate treatment-emergent adverse event 

and rate of ADAs seem to be slightly higher in patients 

switching therapy than in patients continuously treated 

with CT-P13 in AS patients and not in AR patients, sug-

gesting that safety and immunogenicity after switching 

from an originator product to biosimilar could be influenced 

by different kinds of patient populations. 

It is well known that immunogenicity is common in 

most biologics including IFX. It is associated with the loss 

of response, infusion reactions, and other adverse events.44 

The degree of immunogenicity is not the same for all biolog-

ics, and only minor differences in the formulation, purity, or 

packaging of a biological drug can affect its immunogenic-

ity profile. In both PLANETAS and PLANETRA studies, 

ADAs against CT-P13 and IFX were measured with similar 

findings for the 2 agents. During the extension phase, ADA 

incidence was comparable between maintenance and switch 

groups and did not increase significantly. 

CT-P13 in IBD
The overall comparability testing of CT-P13 to IFX has led 

to the extrapolation of CT-P13 approval to all other indica-

tions for which reference IFX is approved, including IBD; 

however, when CT-P13 received the approval, its use in 

IBD was supported by data reported in the rheumatological 

trials and only by a small study of 25 IBD patients and 

some in vitro experiments. This has initially led to some 

concerns regarding the use of CT-P13 in IBD patients. 

It has been largely established that the efficacy of a biologic 

drug in IBD cannot be always predicted by effectiveness 

in other indications, such as RA.45 In addition, the dose of 

infliximab for IBD, 5 mg/kg, is different from that used for 

RA, 3 mg/kg. Moreover, biological drugs are more often used 

as monotherapy in IBD compared with rheumatic diseases. 

The concomitant use of MTX in the PLANETRA study 

may have reduced the risk of immunogenicity, compromis-

ing the validity of extrapolation of safety and efficacy data. 

Finally, the exact downstream effects of anti-TNFα agents 

in rheumatological diseases and in IBD are potentially dif-

ferent, and the immunogenicity of the biosimilar compared 

to originator could probably be different in different clinical 

settings.46 Regarding the mechanism of action, in RA IFX 

is thought to act predominantly through the neutralization 
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of soluble and transmembrane TNFα; in other diseases, like 

CD, signaling through membrane-associated forms of TNFα 

and Fcg receptor (triggering apoptosis or ADCC) may play a 

more important role.47,48 For all these reasons, extrapolation 

across indications is not well established for biosimilars, 

and the following post-marketing studies have been crucial 

to provide useful insights into its efficacy and safety and to 

further support the use of CT-P13 in IBD patients. 

CT-P13: post-marketing experience 
in IBD
An open-label, retrospective, multicenter study has evalu-

ated the safety and the efficacy of CT-P13 (Remsima®) in 

173 patients with IBD in South Korea49 (Table 1). In total, 

60 patients switched from the IFX to CT-P13 and 113 patients 

were biologic naïve. Treatment-related adverse events 

(TEAEs) occurred in 10% of patients and were mostly mild-

to-moderate in severity, and no significant differences were 

observed in TEAE incidence between naïve patients and 

the switch group. The study reports positive outcomes for 

response and remission, confirming that CT-P13 was well 

tolerated and efficacious in patients with IBD.

Another retrospective multicenter study from South 

Korea has evaluated CD and UC patients treated with 

IFX biosimilar (both IFX-naïve patients and patients who 

switched to CT-P13 from its originator) by using Crohn’s 

Disease Activity Index and partial Mayo score.50 In CD and 

UC IFX-naive patients, clinical response and remission were 

obtained in 85% and 58% at week 8, in 93% and 62% at week 

30, and in 95% and 60% at week 54, respectively. There was 

also a significant reduction in C-reactive protein (CRP) from 

baseline to week 30 in both the patient groups. After switch-

ing from IFX, the efficacy of CT-P13 was maintained in 93% 

and 67% of CD and UC patients, respectively, and only 2 CD 

patients and 1 UC patient stopped therapy after the switch 

because of lack of efficacy, suggesting that CT-P13 may be 

interchangeable with its originator in IBD patients. 

A case series of 17 IBD patients (8 CD and 9 UC) has been 

conducted in a tertiary center in South Korea.51 Although the 

sample size was too small to allow statistical comparison 

and despite several limitations of this study, the results on 

the efficacy of CT-P13 are comparable to those of earlier 

controlled trials.

A prospective observational study was conducted in Czech 

Republic in 52 IBD patients treated with 5 mg/kg CT-P13 for 

up to 14 weeks: there were statistically significant improve-

ments in Crohn’s Disease Activity Index, and CRP serum 

levels after 14 weeks of therapy, and body weight increased, 

confirming the effectiveness of CT-P13 in IBD.52

Recently, a study has also evaluated the efficacy of 

CT-P13 induction therapy on MH in UC patients, demon-

strating that MH is achieved in two-thirds of UC patients at 

the end of the induction treatment with CT-P13.53

Even if most of the reported studies demonstrate no differ-

ences between biosimilar IFX and the originator, contrasting 

data were reported by a single study in abstract form, which 

Table 1 Clinical studies on CT-P13 efficacy

Study Design Number of patients Disease Assessment of efficacy

Park et al,49  
(South Korea)

Open-label, retrospective, multicenter 173 95 CD
78 UC

CDAi, Mayo score

Jung et al,50  
(South Korea)

Open-label, retrospective, multicenter 110 59 CD
51 UC

CRP, CDAi, Mayo score

Kang et al,51  
(South Korea)

Open-label, case series, tertiary center 17 8 CD 
9 UC

CDAi, Mayo score

Keil et al,52  
(Czech Republic)

Open-label, prospective, multicenter 52 30 CD
22 UC

CDAi, Mayo score CRP

Farkas et al,53  
(Czech Republic, Hungary)

Open-label, prospective, multicenter 63 63 UC Mucosal healing with Mayo subscore

Gecse et al,55  
(Hungary)

Open-label, prospective, observational, 
multicenter

210 126 CD
84 UC

Mayo score, CRP, platelet count

Farkas et al,56  
(Hungary)

Open-label, prospective, observational, 
tertiary center

39 18 CD
21 UC

CDAi, Mayo score

Jahnsen et al,57  
(Norway)

Open-label, prospective, observational, 
single center

78 46 CD
32 UC

Mayo score, CRP, calprotectin

Schulze et al,58  
(Germany)

Open-label, prospective, multicenter 86 iFX
33 CT-P13

iBD Serum levels and drug antibodies

Fiorino et al,60  
(italy)

Open-label, prospective, multicenter, 
tertiary center

547 313 CD
234 UC

Mayo score
Harvey–Bradshaw

Abbreviations: CD, Crohn’s disease; CDAI, Crohn’s Disease Activity Index; UC, ulcerative colitis; CRP, C-reactive protein; IBD, inflammatory bowel disease; IFX, infliximab.
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has showed higher rates of surgery and more difficult disease 

control in patients treated with CT-P13 compared with those 

treated with IFX RP. However, the 2 cohorts included dif-

ferent kinds of patients in different study periods; rates of 

response and remission were not reported, and no descrip-

tions of baseline characteristics are available.54

A Hungarian prospective, multicenter, observational 

study has evaluated 210 IBD (126 CD and 84 UC) patients. 

Twenty-two percentage of CD patients and 10% of UC 

patients had previously received therapy with the origina-

tor IFX, but not during the last 12 months.55 In this study, 

therapeutic drug levels were monitored, and ADAs were 

measured by using conventional and bridging enzyme-linked 

immunosorbent assay (ELISA) methods. This study showed 

that CT-P13 induces and maintains high clinical remission 

and response rates in both CD and UC patients up to week 30, 

while early response and remission rates were significantly 

different between patients previously exposed to the IFX as 

compared with the naïve patients. This was associated with 

significantly higher baseline ADA positivity in both CD 

and UC patients previously exposed to the originator drug. 

In conclusion, this study showed that patients with previ-

ous IFX exposure had a tendency toward lower early mean 

trough levels of the drug, decreased response rates, and more 

frequent allergic reactions.

Another Hungarian observational, prospective study has 

enrolled 39 IBD (18 CD and 21 UC) patients to evaluate effi-

cacy, safety, and immunogenicity of CT-P13.56 Immunogenic-

ity was determined in half of the patients by determination of 

serum IFX and ADA levels, and a significant difference was 

found between patients who had developed ADAs or not. The 

study reported a mild arthralgia and an anaphylactic reaction 

after the second infusion of CT-P13 in a patient with high 

ADA levels and previously treated with the originator IFX. 

A prospective observational study performed in a single 

center in Norway has evaluated the efficacy, tolerability, 

and safety of CT-P13 in 78 patients with moderate-to-severe 

disease (46 CD, 32 UC).57 A total of 18 patients had previously 

been treated with TNFα inhibitors, without direct switching 

from IFX. In this study, CT-P13 was effective in both CD 

and UC patients, achieving similar clinical responses to those 

observed with the original IFX in large randomized studies, 

without unexpected adverse events. Immunogenicity, con-

sidered as the combination of ADA formation and a trough 

level of 0 mg/L, was seen in 8 patients (4 CD and 4 UC), and 

it led to discontinuation of treatment in 7 patients. 

A German single-center study has evaluated the role of 

drug monitoring in IBD patients treated with biosimilar of 

IFX; this study included 86 IBD patients treated with IFX and 

33 treated with CT-P13.58 In the study, CT-P13 serum levels, 

IFX serum levels, and ADA serum levels were measured in 

both groups to investigate the possible differences in anti-

drug immunogenicity. No significant differences in anti-drug 

immunogenicity in patients receiving Remsima or Inflectra 

and Remicade have been demonstrated, thus confirming 

the feasibility of drug monitoring in IBD patients treated 

with the IFX biosimilar CT-P13. Another recent study has 

demonstrated that anti-Remicade antibodies in IBD patients 

recognize and functionally inhibit Remsima to a similar 

degree, suggesting similar immunogenicity profile.59

Recently, the clinical outcome of 547 IBD consecutive 

patients (313 CD and 234 UC) enrolled from 31 referral cen-

ters has been reported; 311 patients were naive to anti-TNFα 

agents, 139 had a previous exposure to biologics, and the 

remaining 97 were switched to CT-P13 after a mean of 18±14 

infusions of IFX.60 The mean follow-up was 4.3±2.8 months, 

and the total follow-up time was 195 patient-years. The 

efficacy of the biosimilar was evaluated in 434 patients who 

received treatment for at least 8 weeks, by using time-to-event 

methods for censored observations: 35 patients were primary 

failures (8.1%). After further 8, 16, and 24 weeks, the efficacy 

estimations were 95.7%, 86.4%, and 73.7% for naive; 97.2%, 

85.2%, and 62.2% for pre-exposed; and 94.5%, 90.8%, and 

78.9% for switch, respectively (log-rank P=0.64). Sixty-six 

serious adverse events were reported (12.1%), 38 (6.9%) of 

them were infusion-related reactions. Although no direct 

comparison was performed, preliminary data of the largest 

cohort of IBD patients treated with CT-P13 described so far 

demonstrate that the efficacy and safety were in line with 

those of IFX.

Switching and alternation of 
biosimilars
Following approval of biosimilars, it was important to evalu-

ate the possibility to alternate or switch from the original 

product to the biosimilar or vice versa in clinical practice or 

also to switch between different biosimilars. However, con-

cepts of interchangeability and switchability have not been 

sufficiently studied not only in the context of biosimilars but 

also with originator biologics in general. 

According to the US FDA, an interchangeable biological 

product refers to a biosimilar that “meets additional standards 

for interchangeability” and “may be substituted for the 

reference product by a pharmacist without the intervention 

of the health care provider.”61 Currently, no biosimilar agents 

have received approval for “interchangeable” status and 
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interchangeability cannot be supported for any biosimilar. 

The “interchangeability” should be distinguished from the 

“transition” or switching that is the physician’s decision to 

switch between a reference biologic (RP) and its biosimilar, 

or vice versa. With regard to single switching from original 

drug to biosimilar CT-P13 during maintenance therapy, 

positive evidence came from clinical trials and real-world 

cohorts, demonstrating no new safety signals or immuno-

genicity changes. In contrast, multiple repeated transitions 

between a RP and its biosimilar or other biosimilars of the 

same RP are not recommended due to lack of data about 

the safety. 

The effects of switching to CT-P13 from original IFX 

have been investigated in a small prospective observa-

tional study from Poland in 39 pediatric IBD patients (32 

CD, 7 UC).62 In the CD group, 69% were in remission 

at the time of switching and 31% had mild-to-moderate 

disease activity. After a further mean follow-up period 

of 8 months after switching, 88% of the patients were in 

clinical remission. Remission was also observed in some 

UC patients, although this subgroup was too small for 

reliable efficacy comparisons. Adverse event rate did not 

differ significantly before and after the switch from IFX 

to CT-P13. This study has several limitations such as the 

small sample size, the heterogeneity of time of switch-

ing during therapy, and the great variation in length of 

the individual follow-up period, but it demonstrates that 

switching from IFX to CT-P13 seems to be well tolerated 

in children with CD (Table 2).60,63–65

The Norway government have commissioned a 

clinical trial, the NOR-SWITCH study (ClinicalTrials.gov 

NCT02148640), which is a randomized, double-blind, par-

allel-group, noninferiority study that compares the originator 

IFX with CT-P13 in patients with 6 immune-mediated 

inflammatory diseases, including RA, spondyloarthritis, 

psoriatic arthritis, UC, CD, and chronic plaque psoriasis.66 

This study assesses the safety, efficacy, and the immuno-

genicity of continued originator IFX treatment compared to 

the switching from originator IFX to CT-P13 in about 500 

patients with immune-mediated disease. Patients enrolled 

have been in a stable remission with IFX RP for at least 6 

months prior to inclusion; then they receive an equivalent 

dose of CT-P13 or continue to receive originator IFX for 

additional 52 weeks. The primary study end point is disease 

worsening that is defined in CD as an increase in Harvey 

Bradshaw Index of $4 points from randomization and a 

minimum HBI score of 7 points and in UC as an increase in 

partial Mayo score of $3 points from randomization and a 

minimum partial Mayo score of $5 points. The preliminary 

results were presented during the recent United European 

Gastroenterology Week in Vienna: all reported end points 

(disease worsening, incidence of ADAs, frequency of adverse 

events) have confirmed the noninferiority of the biosimilar 

versus the originator.67 However, the NOR-SWITCH study 

has significant design limitations. The variety of included 

patients is both a strength of the study, with results applicable 

to a larger number of patients and diseases which already rep-

resent an indication of the drug. However, this variety is also 

a weakness. The study lacks clarity in definitions, including 

inclusion/exclusion criteria, end points, and use and impact 

of concomitant medications. 

Ongoing studies – Phase III 
Some Phase III studies of CT-P13 in IBD patients are still 

ongoing. A randomized parallel-group, Phase III study 

(ClinicalTrials.gov identifier: NCT02096861) should 

be completed in February 2017, and it will investigate 

the efficacy and the safety of CT-P13 in patients with 

Table 2 Summary of published studies reporting the outcome of patients switched from infliximab to CT-P13

Study/authors Disease of interest Number of  
patients 

Evaluation of efficacy Evaluation of 
safety after switch

PLANeTAS39 Ankylosing spondylitis 86 Similar efficacy Comparable safety 
and immunogenicity

PLANeTRA41 Rheumatoid arthritis 144 Similar efficacy Comparable safety
and immunogenicity

Park et al49 iBD 40 CD, 16 UC 81% CD, 45.5% UC Not specified
Jung et al50 iBD 27 CD, 9 UC 93% CD, 67% UC Not specified
Kang et al51 iBD 5 CD, 4 UC 89% Not specified
Nikiphorou et al64 Rheumatoid arthritis 39 No statistical difference for  

symptoms and lab tests
No difference

Fiorino et al60 iBD 53 CD, 44 UC 79% at 32 weeks No difference
Sieczkowska et al62 Paediatric iBD 32 CD, 7 UC 80% CD, 100% UC No difference

Abbreviations: IBD, inflammatory bowel disease; CD, Crohn’s disease; UC, ulcerative colitis.
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active CD. A global registry study in IBD has also been 

initiated (ClinicalTrials.gov identifier: NCT02326155), 

and it will be completed in 2026. The study is recruiting 

adults or children aged $6 years with active CD and 

adults with fistulizing CD or UC. The main aim is to 

monitor the safety of CT-P13 in IBD patients, but efficacy 

and health economic parameters will also be assessed 

during the study.

Conclusion
CT-P13 has been largely evaluated in immune-mediated 

diseases, particularly in rheumatologic diseases, where 

it has demonstrated its equivalency in terms of efficacy 

and safety compared to the original product Remicade. 

Its adoption can lead, as for the other biosimilar agents, 

to cost savings with larger access to biological therapies. 

Emerging results from prospective observational studies 

support the short-term clinical efficacy and safety of CT-P13 

in patients with IBD, including those who switched from 

the originator IFX. However, implementation of national 

registries of IBD patients on biological therapies and pro-

spective long-term real-world data on clinical efficacy and 

safety are awaited. 
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