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Kathy C.
“ I’ve been on a TNFα inhibitor but, over the 
past 3 months, it’s been harder to keep up 
with my kids.”

Hypothetical patient profile.

Models are used for representative purposes only and not actual RA patients.

PHYSICAL FINDINGS/LABORATORY 
MEASUREMENTS:

•  Swollen joint count: 19
•  Tender joint count: 28
•  C-reactive protein (CRP) level: 39 mg/L
•  

•  

•  

INDICATION
Kevzara in combination with methotrexate (MTX) is indicated for the treatment of moderately to 
severely active rheumatoid arthritis (RA) in adult patients who have responded inadequately to, 
or who are intolerant to one or more disease modifying anti rheumatic drugs (DMARDs). Kevzara 
can be given as monotherapy in case of intolerance to MTX or when treatment with MTX is 
inappropriate 

KEVZARA Israeli SPC as approved / updated in accordance with the instructions of the Ministry of Health

MAT-IL-2000533

CONSIDER KEVZARA® FOR PATIENTS 
WHOSE RA PROGRESSION IS UNCONTROLLED

Age 46, uncontrolled on a TNF α inhibitor plus methotrexate



SIGNS AND SYMPTOMS

DISEASE ACTIVITY

PHYSICAL FUNCTION

What the most recent ACR and EULAR RA treatment guidelines† have 
conditionally recommended7,8

If treatment target of remission or low disease activity is not achieved in patients with moderate 
or high disease activity7,8:

•  Despite the use of methotrexate (MTX) or TNFα inhibitor, treat with a biologic agent with  
another mode of action or a second TNFα inhibitor

†2019 EULAR Recommendations and 2015 American College of Rheumatology Guidelines.

Patients not reaching their goals may benefit from a new treatment approach1-5,7,8

*Real-world studies did not include sarilumab.

SWITCHING TO A DIFFERENT MECHANISM OF ACTION (MOA) 
MAY HELP TO ACHIEVE IMPROVED PATIENT OUTCOMES 1

Prospective and observational real-world studies have suggested1-5*:
Patients with RA who switch to a biologic with an alternative MOA can achieve greater improvement 
than switching to another TNFα inhibitor in measures such as1-5:

When considering a switch from a TNFα inhibitor

 



IL-6 PLAYS A CENTRAL ROLE IN RA: PATHOPHYSIOLOGY
•

IL-6 HAS A CENTRAL ROLE IN THE INFLAMMATORY PATHWAYS  
THAT LEAD TO DISEASE PROGRESSION10-12*

Cytokine signaling pathways central to RA12
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- Modulating adaptive and innate immune responses

When treating RA, take a closer look at the role of IL-6

IL-6=interleukin-6; JAK=janus kinase; MAPK=mitogen-activated protein kinase; NFκB=nuclear factor κB; STAT=signal 
transducer and activator of transcription; TNF=tumor necrosis factor. 

IL-6 is one of the most abundant cytokines in the synovial fluid of
the inflamed joints of patients with RA9 



KEVZARA  - TARGETING THE 
 MULTIFUNCTIONAL CYTOKINE IL-6

®

Associated with articular and certain systemic RA symptoms6,9,13-16 

sIL-6R

KEVZARA
X

IL-6

KEVZARA

mIL-6R X IL-6
GP130 GP130

SOLUBLE SIGNALING MEMBRANE-BOUND SIGNALING 

KEVZARA is a human monoclonal antibody that inhibits IL-6 receptor signaling. KEVZARA 

receptors (mIL-6R) 6,13

 

Elevated levels of IL-6 play
a direct role in inflammation
and autoimmunity in RA17,18 



KEVZARA  -  DEMONSTRATED SUPERIORITY IN 
 DISEASE ACTIVITY (DAS28-ESR) VS ADALIMUMAB

®

 

With KEVZARA,
more patients achieved 
clinical remission compared 
to adalimumab6 

Monotherapy in MTX-IR patients (MONARCH)
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KEVZARA 200 mg 
q2w (n=184)
adalimumab 40 mg
q2w (n=185)

-2.20

* Primary end point; †Reported P ‡  
with adalimumab was 3.8 times.  
 
MONARCH Study Design6:
KEVZARA 200 mg q2w monotherapy versus adalimumab 40 mg q2w monotherapy in patients with RA (N=369) who were 
intolerant of or had an inadequate response to MTX (≥3 months disease duration). Primary objective was to demonstrate  
KEVZARA superiority to adalimumab, both administered as monotherapy, with respect to signs and symptoms. Change from 
baseline in DAS28-ESR at week 24 was the primary end point.

CHANGE IN DAS28-ESR AT WEEK 24*,†

•  Nearly 4 times‡ as many patients achieved clinical remission with KEVZARA (27%) than 
with adalimumab (7%)

(P<0.0001)

LS=least squares.

greater improvement
in DAS28-ESR than

adalimumab at week 24

49%



KEVZARA  -  200 MG OR 150 MG SUBCUTANEOUS INJECTION: 
 EVERY 2 WEEK DOSING AND ADMINISTRATION

®

 

•  Should not be stored above 25°C. Do not freeze6 

•  After taking out of refrigerator, do not store back in the refrigerator.

•  Prefilled pen should be brought to room temperature 60 minutes prior to use6

The most frequent adverse reactions observed with Kevzara in clinical studies were neutropenia, 
increased ALT, injection site erythema, upper respiratory infections, and urinary tract infections. 
The most common serious adverse reactions were infections.

*Pen not actual size.

 

PREFILLED PEN

KEVZARA comes in a prefilled
pen that should be stored in 
the refrigerator, but can be
kept at room temperature for
up to 14 days6

•  Recommended starting dose is 200 mg every 2 weeks as a subcutaneous injection 
•  Reduction of dose from 200 mg once every 2 weeks to 150 mg once every 2 weeks is 

recommended for management of neutropenia, thrombocytopenia, and liver enzyme elevations6

AVAILABLE IN 2 DOSAGE STRENGTHS 
DELIVERED BY PREFILLED PEN*
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קבזרה כלולה בסל הבריאות וזמינה בכל קופות החולים


