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Abstract
Background: This double-blind, active-controlled, randomized, multicenter phase III study evaluated the e�cacy,
safety and immunogenicity of GB242, an in�iximab biosimilar, vs in�iximab (Remicade®) reference product in
patients with moderate to severe active rheumatoid arthritis (RA) combination with methotrexate (MTX) therapy.

Methods: Patients randomised in a 1:1 ratio to receive either GB242 or INF (3 mg/kg intravenous at weeks 0, 2, 6,
14 and 22). MTX was given as an oral weekly dose of 10–25 mg/week with folic acid of 5–10 mg/week, 30
times totally. The primary end point was the American College of Rheumatology 20% (ACR20) response rate at
week 30. Therapeutic equivalence of clinical response according to ACR20 criteria was declared if the two-sided
95% CI for the treatment difference was within ±14%. Statistical analysis was also performed with a two-sided
95% CI using ±14% margin. Secondary endpoints included the proportion of patients achieving a week 30 ACR
50 response, ACR70 response, change in Disease Activity Score 28 (DAS28), as well as safety and
immunogenicity of GB242.

Results: 570 subjects were randomized into GB242 (N=285) or INF (N=285). Finally, 283 subjects in each group
were analysed. The primary endpoint was the ACR20 response. In the full analysis population, 177 (62.54%) of
283 patients in the GB242 group (95% CI 56.62% – 68.20%) and 161 (56.89%) of 283 patients in the INF group
(95% CI 50.90% – 62.74%) reached ACR20 at week 30. The difference between the two groups was 5.65% with a
95% CI of -2.48 to 13.74, which was within the prede�ned equivalence margin. The ACR20 response was also
similarly shown in the PPS; ACR20 was 71.73% for GB242 and 66.52% for INF, respectively. The difference
between the two groups was 5.21% with a 95% CI of -3.33 to 13.6, which was within the prede�ned equivalence
margin. The second endpoints outcomes such as ACR50 response rate, ACR70 response rate and DAS28 were
similar between GB242 and INF. ACR50 response for the FAS was 37.12% for GB242 and 32.86% for INF ACR50
response for the PPS was 42.62% for GB242 and 38.63% for INF. ACR70 response for the FAS was 19.79% for
GB242 and 16.96% for INF, ACR70 response for the PPS was 22.78% for GB242 and 20.63% for INF, respectively.
The incidence of treatment-emergent adverse events was comparable (77.4% in GB242 vs 80.2% in INF) and
detection of antidrug antibodies (ADA) to in�iximab up to week 30 (60.8% in GB242 vs 59.4% in INF) was
comparable.

Conclusions: The e�cacy of GB242 appeared to be slightly better than that of INF in terms of ACR20, ACR50,
ACR70 at week 30, but the difference was not statistically signi�cant. Moreover, GB242 was well tolerated, with a
similar immunogenicity and safety pro�le comparable to INF. 

Trial registration: CTR20170127, registered 28 July 2017; NCT04178850, registered 26 Nov 2017-Retrospectively
registered, https://clinicaltrials.gov/ct2/show/NCT04178850?term=GB242&draw=2&rank=1

Research In Context
Evidence before this study

Preclinical data and phase I study of GB242 support that GB242 could be an effective therapy in patients with
moderate to severe active rheumatoid arthritis. Globally, several clinical studies are ongoing to �nd a more
economical therapy of rheumatoid arthritis than in�iximab.

https://clinicaltrials.gov/ct2/show/NCT04178850?term=GB242&draw=2&rank=1
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Added value of this study

GB242 phase III clinical study evaluate the e�cacy and safety of GB242, an in�iximab biosimilar, vs in�iximab
(Remicade®) reference product in patients with moderate to severe active rheumatoid arthritis (RA). The data
show that GB242 demonstrate equivalent e�cacy to INF at week 30, with a similar immunogenicity. Moreover,
GB242 is well tolerated, with a safety pro�le comparable to in�iximab. 

Implications of all the available evidence

Our �ndings suggest GB242 is clinically active and well tolerated in patients with moderate to severe active RA.
GB242 is a low-cost biosimilar drug with the potential to have a large impact on RA outcomes globally.

Background
Rheumatoid arthritis (RA) is a chronic in�ammatory autoimmune disease characterized by high morbidity and
disabilities leading to a signi�cant cost to both individual and the society.[1, 2] Methotrexate (MTX) remains the
anchor drug in RA according to ACR-EULAR 2019. However, only half of the patients respond adequately to MTX.
[3, 4] While tumour necrosis factor-α (TNFα) inhibitors such as in�iximab have showed clinical bene�t in patients
with RA, the high economic burden due to hospitalisation and long term therapy is considerable.[5, 6]

A biosimilar is a biologic drug that contains a high similarity of the structure and function to a reference or
original biological medicinal product. [7, 8, 9] The de�nition of a biosimilar include three aspects: Firstly, the
similarity of molecular level in terms of a comprehensive physicochemical and biological characterisation was
demonstrated. [10] Secondly, bioequivalence of pharmacokinetic (PK) need to be proved [11], and �nally, the
safety and e�cacy of clinical equivalence are done to compare with the reference product. [12]

GB242 is an immunoglobulin (Ig) G1 chimeric human–murine monoclonal antibody biosimilar to in�iximab
reference product (INF). GB242 is produced in the same type of cell-line and has an identical amino acid
sequence to INF. The phase I study had shown that GB242 and the INF were similar on the molecular level and
bioequivalent in the healthy adult volunteers in China. [13]

Based on the data described, this study now reports a phase III study to assess efficacy equivalence and overall
safety of GB242 versus INF in active moderate to severe RA patients.

Methods
Patients

Patients who were 18-75 years old with RA according to the 2010 American College of Rheumatology (ACR)
classification criteria were recruited. Patients should ful�l the following criteria, patients had to have ≥4 swollen
and ≥6 tender joints, and with erythrocyte sedimentation rate (ESR) >28 mm/h or serum C reactive protein (CRP)
concentration >1.0 mg/dl. Patients had to have been receiving methotrexate (MTX) therapy for ≥3 months
(stable dose of 10–15 mg/week for ≥4 weeks prior to screening). Patients have discontinued other disease-
modifying antirheumatic drugs (DMARDs) for at least 4 weeks except for MTX prior to the �rst dose of study
drug. Use of le�umide also required a washout period prior to the �rst dose of study drug. Patients were
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permitted to receive oral glucocorticoids (equivalent to ≤10 mg daily prednisolone) for ≥4 weeks prior to
screening. More detailed eligibility criteria are available in the supplementary material.

Study design

This study is a phase III, randomised, double-blind, multicentre parallel group study. The study (ClinicalTrials.gov
NCT04178850) was conducted according to the Declaration of Helsinki and the International Committee on
Harmonisation good clinical practice and all applicable regulatory requirements. The study protocol was
reviewed and approved by independent ethics committees of each study site. All patients provided written
informed consent.

The study was conducted at 29 centres in China. Patients were randomized 1:1 to receive 2 h intravenous
infusion of either 3 mg/kg of GB242 (Yuxi Genor Biotechnology Co., Ltd.) or INF Cliag AG  at weeks 0, 2, 6, 14,
22, in total 5 times. MTX was given as an oral weekly dose of 10–25 mg/week with folic acid of 5–10 mg/week,
30 times totally. Non-steroidal anti-in�ammatory drugs and corticosteroids (≤10 mg prednisolone) were allowed
if taken for a stable dose for 4 weeks before randomisation. Other diseases modifying anti-rheumatic drugs
except for MTX were prohibited during the study. Other therapeutic biologic agents should be banned 3 months
before and throughout the trial.

Endpoints

The primary endpoint was the percentage of patients achieving ACR criteria for ≥ 20% clinical improvement
(ACR20) at week30 in the per-protocol set (PPS) and the full analysis set (FAS), as determined by ACR20
response criteria. Equivalence of efficacy was concluded if the 95% CIs for treatment difference were within
±14% at week 30.

Second endpoints at weeks 2, 4, 6, 12, 14 and 22 included ACR20 (other than week 30), ACR50 (≥ 50% clinical
improvement), and ACR70 (≥ 70% clinical improvement) response rates; the changes from baseline in DAS28
(CRP) at weeks 14 and 30. Patients were considered to be in DAS remission when DAS28-CRP was < 2.6, and
ACR remission was de�ned based on scores for the tender joint count, swollen joint count, CRP, ESR and HAQ-DI.
Additional secondary endpoints included immunogenicity and safety.

Immunogenicity tests were evaluated by serum antidrug antibodies (ADAs) and neutralising antibodies (NAbs) to
in�iximab and GB242 at weeks 2, 6, 14, 22 before infusion and weeks 30, respectively. ADAs were measured by a
bridging electrochemiluminescent (Bridging-ECL) immunoassay utilizing the Meso Scale Discovery platform
(MSD, Shanghai, China). Those who were ADA-positive were additionally assessed for neutralising antibodies.

Safety endpoints included incidence and type of adverse events (AEs) and serious AEs, clinical laboratory
abnormalities, including incidence, severity, type, infusion-related reactions. Other safety assessments included
vital signs and abornamalities of other physical examinations. AEs were coded by the Medical Dictionary for
Regulatory Activities, version 22.0 and severity was classi�ed as 1- 5 according to Common Terminology Criteria
for Adverse Events (CTCAE) version 4.03. Treatment-emergent AEs (TEAEs) were assessed throughout the study
and de�ned as any AE that occurred, or any pre-existing AE that worsened, after the beginning of study
treatment. Latent or active tuberculosis (TB) were screened by an interferon γ-release assay using QuantiFERON-
TB Gold in tube (QTF-TB Gold-IT, Genor, China) and chest x-ray at screening, weeks 14 and 30.
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Statistical analysis

All primary e�cacy analyses were performed on both the PPS and the FAS. Sample size was calculated
according to the following criterion: the randomized equivalence trial to INF is based on the expected response
rate of 60%.[14] Sample size was calculated by specifying a two-sided α level of 0.05, power of 80% and a two-
sided equivalence margin of 15%, a sample size required 516 patients in the per-protocol (PP) population final
analysis. With a 10% dropout rate, a sample size of at least 568 randomised patients were required for the PPS.
The equivalence margin was determined using data from several INF studies [15-16] and regulatory guidelines
[17-18].

All e�cacy outcome was analysed using the PPS and FAS [19]. FAS included all randomised patients who
received at least one dose of GB242 or INF. The primary e�cacy was to measure equivalence of ACR20 of
GB242 and INF at week 30. Analysis of ACR50 and ACR70 was also done in PPS and FAS; DAS28 was
performed in the PPS and FAS and DAS28 was analysed by using MMRM to calculate the mean value and the
corresponding 95% con�dence interval.

Safety analysis was done in the number of patients who had a particular AE in the safety analysis set (SS; those
who received at least one dose of GB242 or INF). ADA analysis was also done in those patients having incident
ADA up to weeks 30 from the SS.

Results
Patients

The �rst patient was screened in October 2017; the last week 30 evaluation was performed in March 2020.
Baseline demographics and disease status were comparable between GB242 and INF (table 1). Of the 570
randomized patients, 491 completed the 30-week study period and, of these, 65 patients were excluded from the
PP population due to major protocol violations. Discontinuation in randomized patients was primarily due to AEs
(8.9%) and patient withdrawal of consent (4.1%) (Figure 1).

E�cacy

The ACR20 response over time is shown in �gure 2. The ACR20 response at each visit was similar between
GB242 and INF; the two time-response curves were determined to be equivalent. Moreover, the primary endpoint
of ACR20 response at week 30 was equivalent between GB242 and INF group. The ACR20 response for the FAS
was 62.54% for GB242 and 56.89% for INF, respectively. The 95% CI for the rate difference was -2.48% to 13.74%,
which was within the prespeci�ed equivalence margin of ±14%. The ACR20 response was also similarly shown
in the PPS; ACR20 was 71.73% for GB242 and 66.52% for INF, respectively. Thus, the equivalence of GB242
compared with INF was concluded. Other e�cacy outcomes such as ACR50 or ACR70 were also similar in the
FAS and PPS (�gure 3). ACR50 response for the FAS was 37.12% for GB242 and 32.86% for INF ACR50
response for the PPS was 42.62% for GB242 and 38.63% for INF. ACR70 response for the FAS was 19.79% for
GB242 and 16.96% for INF, ACR70 response for the PPS was 22.78% for GB242 and 20.63% for INF, respectively.

The data shows that from baseline to week 30, the changes of each e�cacy component used for calculating
ACR responses or DAS28 activity were similar between GB242 and INF (supplementary appendix S1). The overall
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ACR20 response rate was lower in the ADA-positive subgroup compared with the ADA-negative subgroup, but
was also similar between GB242 and INF within each ADA subgroup (58.67% vs 54.26%, ADA- positive subgroup;
74.68% vs 65.88%, ADA- negative subgroup supple- mentary appendix S2), and there was not signi�cant
(P=0.7408) between the ADA- positive subgroup and ADA- negative subgroup .

The response for DAS28 over time, the proportion of remission, low disease activity (LDA), moderate and high
disease activity by DAS28 is shown in �gure 4. The change of DAS28 (CRP) and DAS28 (ESR) over time was
similar between GB242 and INF (Figure 4A), and the proportion of remission, LDA, moderate and high disease
activity by DAS28 (CRP) at weeks 30 was 43% for GB242 and 42.5% for INF, 19.8% for GB242 and 18% for INF,
34.6% for GB242 and 36.9% for INF, 2.5% for GB242 and 2.6% for INF, respectively (Figure 4B). Overall, the
e�cacy of GB242 appeared to be slightly better than that of INF, but the difference was not statistically
signi�cant.

Immunogenicity

The incidence of ADA was similar between GB242 and INF at all measured time points (supplementary appendix
S3). At baseline, 2.1% 6/283 patients in GB242 and 2.8% 8/283 patients in INF group tested positive for ADA.
Patients who developed ADA up to week 6 were 7.4% (21/ 283) in the GB242 treatment group and 11.0%
(31/283) in the INF treatment group and 60.8% (172/ 283) in the GB242 treatment group and 59.4% (168/283) in
the INF treatment group, respectively, at week 30. Patients also were tested NAb-positive. The incidence of NAb
was similar between GB242 and INF treatment group at all measured time points (supplementary appendix S3).
There was a similar trend between two treatment groups. NAb positive rate at baseline was 0.7% in the GB242
treatment group and 0 in the INF treatment group, at week 30, 25.4% (72/283) in the GB242 treatment group and
23% (65/283) in the INF treatment group, respectively.

Safety

In the safety analysis set, overall treatment-emergent AEs (TEAEs) occurred in 219 (77.4%) patients in the GB242
treatment group and 227 (80.2%) patients in the INF treatment group (table 2). The most common TEAEs
that occurred were upper respiratory tract infection, increase of white blood cell count and Urinary tract infection.
The majority of TEAEs was mild to moderate in severity. The proportion of TEAEs reported in the two groups was
similar (GB242 54.1% vs INF 54.4%). 

All patients with latent TB were undergone prophylactic TB medication, and only one patient with latent TB
developed active TB, who was in the INF group.

Infusion-related reactions occurred in 27 (9.5%) and 23 (8.1%) patients for GB242 and INF, respectively. There
were 1 death reported in GB242 (dead of Traumatic brain injury) and one case of suicide from INF. Overall, the
safety pro�le was comparable between GB242 and INF.

Predictors of treatment response

Patients who had DAS28 (CRP)<2.6 in weeks 30 were associated with a rapid increase and then stabilization of
CD19+ peripheral B cells in GB242 group as well as in the INF group (Figure 5A). Differently, CD19+ peripheral B
cell percentage rose slowly and then remained stable in GB242 group and increased �rstly and then fell down in
the INF group in patients with DAS28(CRP) ≥ 2.6 in week 30 (Figure 5B). In both the two groups, CD19+ B cell in
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the DAS28 (CRP)<2.6 group showed a greater increase at week 30 than that at baseline (p<0.05). Meanwhile,
mean immunoglobulin (IgG and IgA) levels showed signi�cant decrease between week 30 and baseline in
DAS28<2.6 group (p<0.05).

Discussion
In this randomised, double-blind study, the equivalence of e�cacy, safety and immunogenicity pro�les between
GB242 and INF was demonstrated.

The primary endpoint was ACR20 response at week 30, where GB242 was shown to be slightly higher than that
of INF in the FAS and PPS, the 95% CIs for treatment difference were within the prede�ned margins for
equivalence of ±14%. Moreover, the e�cacy endpoints at all visits were compared, and this study has
demonstrated the equivalence of ACR20 response over time. To ensure a credible comparison between GB242
and INF data, we also observe other e�cacy outcomes besides the ACR 20 response such as ACR50, ACR70
responses.

all of them showed GB242 seems has slightly higher than INF, but the difference was not statistically signi�cant.
Moreover, DAS28 was similar between GB242 and INF, further supporting the biosimilarity of GB242 to INF.
E�cacy criteria was also measured according to ADA positive rate and NAb positive rate at week 30, and no
statistically signi�cant differences in responses between GB242 and INF groups were found.

The objective with regard to safety was to demonstrate a comparable safety pro�le of GB242 and INF. Overall,
the incidence of AEs associated with treatments such as upper respiratory tract infection, increasement of white
blood cell counts, and latent TB were comparable between GB242 and INF. It is notable that the incidence of
active TB was very low (only one patient in INF group), which might be attributed to universal TB prophylaxis for
patients with latent TB at screening. The rate of infusion reactions in both treatment groups (4.6% vs 6.4%) was
comparable. The safety results were similar to those previous studies.

In terms of Immunogenicity, GB242 has demonstrated a comparable pro�le at all measured time points to that
of INF. The incidence of ADA (∼60%) is similar with recent INF studies. [20-23].  

In terms of predictors of treatment response, Increase of CD19 + B cell was regarded as a reliable clinical
response biomarkers of RA patients [24]. In patients who achieved disease remission at 30 weeks, the increase in
CD19 from baseline at 30 weeks was statistically signi�cant (p<0.05), while in patients who did not achieve
disease remission at 30 weeks, the increase in CD19 from baseline at 30 weeks was not statistically signi�cant
(p=0.273). This suggests that the increase CD19 expression was predictive of a faster control
of pathological activity in patients treated with GB242 and INF, especially in patients who achieved DAS28<2.6 at
weeks 30.

Conclusion
In conclusion, the e�cacy of GB242 appeared to be slightly better than that of INF  in terms of ACR20, ACR50,
ACR70 at week 30 in active moderate to severe RA patients, but the difference was not statistically signi�cant.
Other e�cacy end points also show consistently similar results when compared with the originator product.
Moreover, GB242 was well tolerated and the safety, immunogenicity pro�les were comparable with those of INF.
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Abbreviations
ACR: American College of Rheumatology

ADA: Antidrug antibodies

AE: Adverse event

CI: Con�dence interval

CRP: C-reactive protein

CTCAE: Common Terminology Criteria for Adverse Events

DAS28-CRP: 28-Joint Disease Activity Score based on C-reactive protein

DAS28-ESR: 28-Joint Disease Activity Score based on erythrocyte sedimentation rate

DMARD: Disease-modifying antirheumatic drug

ESR: Erythrocyte sedimentation rate

EULAR: European League Against Rheumatism

HAQ-DI: Health Assessment Questionnaire–Disability Index

INF: In�iximab

IV: Intravenous

LDA: Low disease activity

MTX: Methotrexate

Nabs: Neutralising antibodies

PK: Pharmacokinetic(s)

Q#W: Every # weeks

RA: rheumatoid arthritis

RCT: Randomised controlled trial

SD: Standard deviation

SAE: Serious adverse event

TB: tuberculosis

TEAE: Treatment-emergent adverse event
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TNFα: Tumour necrosis factor-α
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Table 1. Baseline characteristics the study population.
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  GB242

3mg/kg (N=283)

INF

3mg/kg (N=283)

Total (N=566)

Age (years)      

Median (IQR) 49 (18-72) 49 (21-74) 49 (18-74)

Gender, no (%)      

Male 42 (14.8) 47 (16.6) 89 (15.7)

Female 241 (85.2) 236 (83.4) 477 (84.3)

BMI (kg/m2), median (IQR) 22.670 (15.99 -
38.86)

22.480 (15.22 -
33.91)

22.505 (15.22 -
38.86)

Disease duration (years 6.691 (6.7319) 5.813 (5.8444) 6.253 (6.3143)

SJC median (IQR) 9 (1-28) 9 (0-28) 9 (0-28)

TJC median (IQR) 14 (2-28) 13 (2-28) 14 (2-28)

Patient’s assessment of pain, VAS (cm) 7.03 (1.783) 6.99 (1.650) 7.01 (1.716)

Patient global assessment of disease activity
VAS (cm)

7.03 (1.797) 7.01 (1.613) 7.02 (1.706)

Physician global assessment of disease
activity VAS (cm)

6.867 (1.5362) 6.849 (1.3855) 6.858 (1.4615)

ESR (mm/h) 51.1 (23.56) 47.9 (23.18) 49.5 (23.41)

CRP (mg/dl) 3.3391 (5.6292) 3.1331 (3.3707) 3.2361 (4.6365)

Duration of prior MTX therapy (years) 3.652 (3.7027) 3.395 (3.9367) 3.523 (3.8205)

*Except where indicated otherwise, values are the mean (SD).
BMI, body mass index; CRP, C reactive protein; ESR, erythrocyte sedimentation rate; INF, innovator in�iximab;
MTX, methotrexate; SJC, swollen joint count; TJC, tender joint count.

Table 2 Treatment-emergent adverse events (TEAEs) that were reported in at least 1% of patients in GB242 and
INF group, no (%).
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TEAEs    GB242

  (N=283)

    n (%)

     INF

  (N=283)

    n (%)

     Total

  (N=566)

    n (%)

Any TEAEs, patients (%)  219 (77.4)  227 (80.2)  446 (78.8)

Upper respiratory tract infection   60 (21.2)   68 (24.0)  128 (22.6)

White blood cell count increased   20 (7.1)   30 (10.6)   50 (8.8)

Urinary tract infection   18 (6.4)   23 (8.1)   41 (7.2)

Anemia   16 (5.7)   14 (4.9)   30 (5.3)

Hyperlipemia   14 (4.9)    4 (1.4)   18 (3.2)

Abnormal liver function test   14 (4.9)   19 (6.7)   33 (5.8)

Weight increase   11 (3.9)    8 (2.8)   19 (3.4)

Aspartate aminotransferase increased   11 (3.9)   11 (3.9)   22 (3.9)

Pyrexia   11 (3.9)   10 (3.5)   21 (3.7)

Alanine aminotransferase increased   10 (3.5)   13 (4.6)   23 (4.1)

Toothache    9 (3.2)    1 (0.4)   10 (1.8)

Cough    9 (3.2)   16 (5.7)   25 (4.4)

Hyperuricemia    7 (2.5)    5 (1.8)   12 (2.1)

Drug-induced hypersensitivity reaction    7 (2.5)    1 (0.4)    8 (1.4)

Neutrophil count decreased    6 (2.1)    7 (2.5)   13 (2.3)

Pneumonia    6 (2.1)    5 (1.8)   11 (1.9)

Rash    6 (2.1)    4 (1.4)   10 (1.8)

Dizziness    6 (2.1)    5 (1.8)   11 (1.9)

Rheumatoid arthritis    4 (1.4)    7 (2.5)   11 (1.9)

Hypertension    4 (1.4)    6 (2.1)   10 (1.8)

Lymphocyte count decreased    3 (1.1)    6 (2.1)    9 (1.6)

Nausea    3 (1.1)    7 (2.5)   10 (1.8)

Allergic dermatitis    2 (0.7)    7 (2.5)    9 (1.6)

Chest discomfort    2 (0.7)    6 (2.1)    8 (1.4)

Infusion related reactions 27 (9.5) 23 (8.1) 50 (8.8)

The total number of treatment-emergent adverse events count included all related patient events.
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*In GB242 group for safety analyses included patients who received at least one (full or partial) dose of GB242,
irrespective of their randomisation. INF, in�iximab; RA, rheumatoid arthritis.

Figures

Figure 1

Disposition �ow chart of the study population. A total of 905 patients were screened for the study, and 566
eligible patients were randomised into a GB242 group (n=283) or an in�iximab reference product (INF) group
(n=283) to receive 3mg/kg of GB242 or INX, respectively, coadministered with methotrexate (MTX) and folic
acid. The full analysis set (FAS) for GB242 is n=283 and in�iximab reference product (INF) n=283. The per-
protocol set (PPS) for GB242 is n=237 and INF n=233.
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Figure 2

ACR20 response pattern over time. Note: INF: in�iximab reference product
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Figure 3

American College of Rheumatology (ACR) response rates at week 30. (A) ACR20, 50 and 70 responses for GB242
and INF in the full analysis set (FAS). (B) ACR20, 50 and 70 responses for GB242 and in�iximab reference
product (INF) in the per-protocol set (PPS).
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Figure 4

DAS28 responses in the per-protocol population. (A) Mean DAS28 score based on C reactive protein (CRP) and
erythrocyte sedimentation rate (ESR) by baseline, weeks 14 and 30 for GB242 and in�iximab reference product
(INF). (B) Disease activity classi�cation by DAS28. Remission is de�ned as DAS28<2.6, LDA is de�ned as DAS28
2.6≤to<3.2, Moderate is de�ned as DAS28 3.2≤to≤5.1 and high is de�ned as DAS28 >5.1.

Figure 5

CD19 response pattern overtime. (A) Mean CD19 percentage based on DAS28<2.6 at weeks 30 for GB242 and
in�iximab reference product (INF). (B) Mean CD19 percentage based on DAS28≥2.6 at weeks 30 for GB242 and
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