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It is our intent to support a comprehensive, innovative,
and engaging initiative that educates on the disease
burden and pathophysiology of PF, addresses the unmet
medical needs in the diagnosis and management of PF,
and explores the correlating mechanisms, such as
LPA/LPAR1 signaling, and recent clinical trial data for
new and emerging therapies.

Educational Design

Bristol Myers Squibb is interested in supporting a
comprehensive educational initiative. Various formats
and designs will be considered, with priority given to
those that are most innovative, engaging, and provide
resources/tools that will further aid pulmonologists and
the multidisciplinary team in their practice, as well as
patient educational resources.

The activity(ies) should measure improvement of
learners’ knowledge, confidence, competence, and
performance and should achieve at least a Moore’s Level
4 impact. Activities that achieve Moore’s Levels 5 and 6
outcomes are highly favored and recommended when
possible.

A successful proposal should include:

e Clear and concise statement of the goal, learning
objectives, and expected outcomes of the
educational initiative

e Instructional design that incorporates innovative
techniques designed to engage learners, promotes
application of education into practice, and
incorporates a patient-centered approach to care




e Tools that provide HCP learners the opportunity to
facilitate change to improve patient outcomes and
address healthcare inequities

e Measurement of outcomes, inclusive of learner
progression throughout the activity, extent to which
the activity closed the identified practice gaps, and
patient impact

Intended Audience (may Pulmonologists, Rheumatologists, Radiologists,
include, but not limited to) Pathologists, Pulmonology NPs and PAs
Budget/Budget Range The maximum amount of funding available for this RFE is

$125,000 - $200,000.

Single or multi-supported initiatives will be considered.

Accreditation ACCME, AAPA, AANP

Geographic Coverage Unites States, Spain, France, Germany, Italy

Note: UK healthcare professional learners will need to
be geoblocked from participating in the educational
activity that is granted IME support.

Deadline for Submission May 18, 2026, by 5 PM EST

Background

Pulmonary fibrosis is a complex condition characterized by repeated injury to the
alveoli, which triggers faulty epithelial cell repair, inflammation and vascular leakage, and
fibroblast expansion and activation. This cascade leads to scarring and extracellular matrix
buildup, resulting in reduced lung elasticity and impaired gas exchange.' Interstitial lung
disease (ILD) encompasses a diverse group of parenchymal chronic restrictive disorders
characterized by varying degrees of inflammation and/or fibrosis of the lung interstitium.??
Among these, idiopathic pulmonary fibrosis (IPF) and progressive pulmonary fibrosis (PPF)
significantly contribute to the overall ILD burden, with a global prevalence of 17.7 and 37.0
per 100,000 persons, respectively.*”’

Both IPF and PPF are characterized by progressive worsening of respiratory symptoms
and lung function.®"° IPF is characterized by a hallmark usual interstitial pneumonia (UIP)
pattern and probable UIP on high-resolution computed tomography (HRCT) or surgical lung
biopsy.®'" Clinically, IPF often presents with non-specific respiratory symptoms, such as
cough, dyspnea, or velcro crackles. Accurate diagnosis requires correlation of these clinical
findings with radiohistopathologic evidence, including patchy dense fibrosis with architectural
distortion, a predilection for subpleural and paraseptal lung parenchyma, fibroblast foci, and
exclusion of other causes.®'>"'* As IPF is a diagnosis of exclusion, multidisciplinary assessment
is essential, though this can contribute to delays in diagnosis.®' PPF is characterized by
radiological evidence of pulmonary fibrosis and at least two of the following within the past
year: worsening respiratory symptoms, physiologic or functional decline, and/or radiologic
disease progression.® Like IPF, delays in diagnosing PPF can negatively impact clinical
outcomes, resulting in higher hospitalization rates and worse progression-free survival.®'



While IPF and PPF share overlapping clinical features and are both progressive,
irreversible and fatal fibrotic lung diseases,?*%% " they are distinct clinical entities with
differing diagnostic criteria, treatment strategies, and progression patterns. IPF is a specific
form of chronic, progressive fibrosing ILD with no identifiable cause, whereas PPF refers to
non-IPF fibrosing ILDs (of known or unknown etiology) with a progressive phenotype.*%°

Pharmacologic options for treating IPF and PPF have historically been limited to two
antifibrotic agents — nintedanib and pirfenidone — approved over a decade ago. The joint
ATS/ERS/JRS/ALAT Clinical Practice Guidelines recommend nintedanib and pirfenidone for
IPF, while for PPF, nintedanib is conditionally recommended after the failure of standard
management of non-IPF fibrotic ILD.? Although these antifibrotics may slow the rate of
disease progression, there remain unmet needs in stabilizing disease progression, preserving
patient’s daily function and quality of life, improving survival, and ensuring tolerability.'”2°
Moreover, some patients may not receive these treatments due to concerns about efficacy,
safety, or disease severity.?>%' For example, a retrospective analysis of US claims data (2014
to 2019, N=10,996) showed that only 26.4% of IPF patients initiated treatment with nintedanib
or pirfenidone since their FDA approval, with a mean duration of only ~10 months on
antifibrotic treatment.?'

The progression of pulmonary fibrosis is driven by multiple signaling pathways and
mediators, which can be grouped into three main processes: epithelial cell repair,
inflammation/vascular leakage, and fibrosis."?2¢ Current treatments do not address the
three core processes simultaneously. Nerandomilast, a recently approved oral
phosphodiesterase 4B (PDE4B) inhibitor, has demonstrated anti-inflammatory and antifibrotic
efficacy in clinical studies, thereby targeting two of these processes.?” Several other
mediators are under investigation in phase 2 and 3 clinical trials,?>**?8 including
lysophosphatidic acid (LPA) and its receptor LPAR1, as well as prostacyclin.??4% LPA-LPAR1
signaling mediates all three processes driving fibrogenesis — impaired epithelial cell repair,
inflammation/vascular leakage, and fibroblast expansion/activation.? Elevated LPA levels in
IPF are associated with greater fibrosis and lung function decline.?*3' Similar to PDE4B,
prostacyclin mediates inflammation/vascular leakage and fibrosis; preclinical models of
prostacyclin receptor agonists show antifibrotic effects through sustained nuclear cAMP
signaling.?+32

The substantial clinical burden of IPF and PPF not only reduces patients’ quality of life
but also imposes a significant economic burden due to hospitalizations, acute exacerbations,
and the need for supportive care. Early recognition and multidisciplinary evaluation are
critical for timely diagnosis and optimal management. Education targeting pulmonologists and
the multidisciplinary care team on the underlying pathophysiology of PF, unmet needs,
diagnostic challenges and tools (e.g., high-resolution computed tomography [HRCT],
pulmonary function tests, serologic studies), clinical implications of under- and misdiagnosis
(i.e., delays in optimal care, disease progression), limitations of standard of care, and the
potential for new and emerging therapies targeting multiple pathways in fibrogenesis
(epithelial cell repair, inflammation/vascular leakage, and/or fibroblast expansion and
activation) will help enhance competence in managing PF. Keeping clinicians informed about
best practices for timely diagnosis, as well as the latest evidence and expert perspectives,
will enable them to make informed treatment decisions for their patients.



Educational Needs and Professional Practice Gaps:

BMS has identified, through insights from educational needs assessments, literature search,
learning outcomes, and other methods, the need to address the following existing
professional practice gaps:

e Describe the disease burden and pathophysiology of pulmonary fibrosis (PF), with a
focus on the signaling pathways—such as LPA/LPAR1—that drive fibrogenesis and
disease progression.

o Identify the unmet medical needs in the management of PF, including the
prevalence of under- and mis-diagnosis, associated clinical implications, and the
need for more effective and well-tolerated treatments to stabilize disease
progression.

o Apply appropriate diagnostic approaches for PF by recognizing early signs and
symptoms, utilizing advanced diagnostic tools, conducting multidisciplinary
assessments, and differentiating IPF and PPF from other ILDs.

e Discuss the novel mechanisms of action of new and emerging treatments for PF
that target multiple pathways in fibrogenesis, and summarize relevant clinical trial
data supporting their use.

The content and/or the format of the CME/CE activity and its related materials must be
current and designed in such a way that it addresses the educational needs of the intended
audiences as described in this RFE.

Grant Proposals should include, but not be limited to, the following information:
e Executive Summary: The Executive Summary should consist of 1-2 pages and
highlight the key areas as described below.

o Needs Assessment/Gaps/Barriers: Needs assessment should be referenced and
demonstrate an understanding of the specific gaps and barriers of the target
audiences. The needs assessment must be independently developed and validated by
the educational provider through triangulation.

o Target Audience and Audience Generation: Target audience for educational program
must be identified within the proposal. In addition, please describe methods for
reaching target audience(s) and any unique recruitment methods that will be utilized.
The anticipated or estimated participant reach should also be included, with a
breakdown for each modality included in the proposal, as applicable (e.g., number of
participants for the live activity, the live webcast, and enduring activity).

e Learning Objectives: The learning objectives must be written in terms of what the
learner will achieve as a result of attending. The objectives must be clearly defined,
measurable, attainable, and address the identified gaps and barriers.

e Program Evaluation and Outcomes Reporting: Description of the approach to
evaluate the quality of the educational program. Describe methods used for
determining the impact of the educational program on closing identified healthcare
gaps.

o Please refer to “Guidance for Outcomes Report” (on the BMS grants website)
for a detailed explanation of preferred outcomes reporting methods and




timelines.

o Remember that knowledge, performance and competency-based outcome
measures according to Moore’s Level 4 are required. Levels 5 and 6 outcomes
are highly favored and recommended when possible.

e Educational Design and Methods: Describe the approach used to address knowledge,
competence, and performance gaps that underlie identified healthcare gaps. The
proposal should include strategies that ensure reinforcement of learning through use
of multiple educational interventions and include practice resources and tools, as
applicable.

e Communication and Publication Plan: Provide a description of how the provider will
communicate the progress and outcomes of the educational program to the supporter.
It is highly recommended to describe how the results of the activity will be presented,
published, or disseminated.

¢ Innovation: Describe how this project is innovative and engages the learners to
improve knowledge, competence and/or performance. Further describe how this
project might build on existing work, pilot projects or ongoing projects developed
either by your institution or other institutions related to this topic.

o Budget: Detailed budget with rationale of expenses, including breakdown of costs,
content cost per activity, out-of-pocket cost per activity, and management cost per
activity.

Note: The accredited provider and, if applicable, the medical education partner (MEP) or
other third party executing the activities, are expected to comply with current ethical codes
and regulations. They must have a conflict-of-interest policy in place to identify and resolve
all conflicts of interest from all contributors and staff involved in developing the content of
the activity prior to delivery of the program and must have a separate company
providing/accrediting independent medical education if they are also performing promotional
activities.

If your organization wishes to submit an educational grant request, please use the online
application available on the Bristol Myers Squibb Independent Medical Education website.
http://www.bms.com/responsibility/grantsandgiving
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