Analyze. Reset. Revolutionize.
RHEUMATOID ARTHRITIS
We aim to revolutionize the treatment landscape for rheumatoid arthritis (RA)
RA is a chronic inflammatory autoimmune disease characterized by swelling,
stiffness and pain in the joints, but it can also affect other tissues.

Roughly 1.3 million
people in the US have
RA1, making it one of the
largest therapeutic areas
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worldwide.

What drives RA?
RA occurs when the immune system mistakenly attacks its own
tissues, affecting the joint lining and causing painful swelling that can
lead to joint deformity and bone erosion.
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In RA, inflammatory T cells, called T effector cells, infiltrate joint tissues
leading to tissue destruction and excessive production of inflammatory
molecules (pro-inflammatory cytokines) in the local environment.
T effector cells and an array of inflammatory cytokines play a critical
role in initiating and perpetuating the chronic autoimmune response
characteristic of RA.
Cytokines including tumor necrosis factor (TNF), IL-6, and IL-1 are key
drivers of the complex pathophysiology of RA, contributing to immune
system overreaction and persistent inflammation that can exacerbate
tissue and bone destruction.

Early disease control is critical to avoid unreversible damage to joints and other tissues.

Existing therapies
Options that exist for RA treatment, including steroids, immunosuppressants, and biologics aim to reduce
inflammatory cells and certain pro-inflammatory cytokines downstream, leading to limited response rates
(ie: 25 – 40%)2, immune system suppression, low rates of sustained disease remission and an array of side effects
resulting in poor patient compliance. In addition, inhibitors of inflammatory pathways such as janus kinase inhibitors
(JAKs) have been associated with severe life-threatening side effects, limiting clinical applicability.

60 to70% of patients
in the US fail to achieve
remission with available
treatments3 and ~20%do
not respond to available
therapies.2
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Resetting the immune system for long-term RA disease remission.
Revolo’s clinical drug candidate ‘1805 is a modified analogue of
the endogenous immune regulatory binding protein (BiP).
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How is ‘1805 different from existing
therapies?
‘1805 resets the immune system “upstream” or before the
inflammatory cascade.
It increases the number and function of cells that regulate the
immune system (T regulatory cells) and restore its balance,
preventing proliferation of T effector cells and inflammatory
molecules. As a result, ‘1805 avoids chronic inflammation without
suppressing the immune system.
Effects are seen up to 8 weeks following a single dose, easing the
burdens of frequent therapies for patients.

‘1805 – unique disease-modifying and safety profile versus current therapies
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A Phase 2 TRIAL for patients with moderate to severe RA is ongoing.
In another PHASE 2 TRIAL, ’1805 is being evaluated in patients with non-infectious uveitis.
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