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Abstract

The Lancet Diabetes & Endocrinology Commission undertook the complex task of addressing limitations in existing
definitions and classification of obesity. Its consensus framework moves beyond body mass index (BMI) toward direct or
surrogate measures of excess adiposity and distinguishes “clinical obesity” (excess adiposity plus objective organ/
system dysfunction or functional limitation attributable to adiposity) from “preclinical obesity” (excess adiposity
without such evidence). The Endocrine Society (ES) recognizes the substantial effort and expertise underlying this work
and its intent to improve diagnostic precision and therefore provides an independent appraisal of the framework’s
conceptual coherence, empirical support, operational feasibility, and implications for coverage, equity, and clinical
implementation. The shift away from BMI-only screening is supported by evidence that central adiposity and fat
distribution better predict cardiometabolic risk than BMI alone. Validation studies (All of Us; UK Biobank) demonstrate
elevated risk among individuals classified with “preclinical” obesity and even higher risk among those with “clinical”
obesity, underscoring the importance of safeguards against undertreatment in the preclinical state. At the same time,
lack of standardized anthropometric measurement protocols, increased resource utilization, limited distinction between
subcutaneous and visceral fat depots, and insufficient data regarding the long-term implications of obesity-related
disease absence prompted the ES to pause before fully endorsing the Commission’s consensus. Accordingly, we outline
an evaluation framework addressing available evidence, feasibility, coverage and equity considerations, and clinical
impact. We advocate harmonization with established staging systems (EOSS, EASO), explicit measurement protocols,
age-, sex-, and ancestry-specific thresholds, integration of mental health and patient-reported outcomes, and policies
that prevent unintended care restrictions. The Commission’s reframing represents a meaningful conceptual advance;
broader adoption will require practical and equitable implementation.

Keywords obesity diagnosis, clinical obesity, preclinical obesity, central adiposity, risk stratification, organ dysfunction, anthropometric measures,
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Obesity is a major global health challenge and a leading cause of
morbidity and premature mortality (1-3). It affects cardiometa-
bolic, respiratory, musculoskeletal, hepatic, reproductive, and
neurocognitive systems, driving substantial disease burden
and health care expenditure worldwide (4, 5). The World
Health Organization (WHO) defines obesity by body mass index

(BMI) of 30 kg/m? or greater, categorized as Class | (30-34.9),
Class Il (35-39.9), and Class Il (40 or greater). This classification
is simple and reproducible, which supports its use in clinical
practice, epidemiological research, and public policy. Yet
BMI does not distinguish adipose from lean tissue, capture
fat distribution, or directly reflect organ dysfunction.
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These limitations overestimate risk in muscular individuals and
underestimate it in persons with excess visceral or ectopic fat
(6, 7). As with many biomarkers, BMI requires complementary
measures for accurate risk assessment.

To address these issues, The Lancet Diabetes & Endocrinology
Commission was established to conceptualize clinical obesity
as a chronic illness, develop more accurate diagnostic standards
extending beyond BMI, and guide evidence-based approaches to
treatment and public health policy (4). The Commission intro-
duced criteria linking excess adiposity causally to measurable
tissue and organ dysfunction to define clinical obesity. It also cre-
ated a preclinical obesity category for individuals with excess adi-
posity but no detectable metabolic or organ dysfunction.
Although the influence of fat distribution and adipose-tissue
function on disease risk is well established (8-11), the frame-
work’s novelty lies in formally codifying a disease state based
on demonstrable pathophysiologic consequences rather than
anthropometric thresholds alone (4).

This Guideline Communication is published under the auspi-
ces of the Endocrine Society to provide an independent ap-
praisal of the Lancet Commission framework. The Commission
should be commended for highlighting the diagnostic and pol-
icy challenges facing the field and for undertaking the complex
task of building consensus among diverse stakeholders.
Given the Endocrine Society’s decision not to co-sponsor the
Lancet Commission’s report, the purpose of this Guideline
Communication is to articulate a constructive appraisal of
the framework’s conceptual and operational implications and
suggest refinements that may enhance its feasibility, equity,
and clinical coherence. Definitions in this area are likely to
evolve as our understanding of adipose biology, still nascent
in many respects, continues to mature.

Definition of preclinical and clinical
obesity

As outlined by The Lancet Diabetes & Endocrinology
Commission, diagnosing clinical obesity requires meeting 2 cri-
teria. First, an anthropometric criterion: excess body fat must
be demonstrated via direct measurement or by at least one
additional anthropometric index alongside BMI—waist circum-
ference (WC), waist-to-hip ratio, or waist-to-height ratio
(WHtR)—using validated techniques and cutoffs tailored to
age, sex, and ethnicity. For BMI >40 kg/m?, excess adiposity
is presumed. For BMI near but below conventional thresholds,
direct fat assessment or concordant abnormalities in 2 an-
thropometric indicators may establish excess adiposity irre-
spective of BMI. Second, a clinical criterion: evidence of (1)
dysfunction in one or more organ systems due to excess adi-
posity or (2) age-adjusted impairment in mobility or basic ac-
tivities of daily living (4).

Preclinical obesity denotes excess adiposity identified by an-
thropometric measures in the absence of detectable organ dys-
function, yet with increased risk of progression to clinical obesity
and to conditions such as type 2 diabetes (T2DM), cardiovascular
disease (CVD), and certain cancers (12-16). The Commission
frames this state as heightened future risk rather than present ill-
ness and notes that no single measure currently has sufficient ac-
curacy to function as a stand-alone clinical test.

Empirical applications of the
Lancet Commission framework

Analyses from nationally representative and large cohort data-
sets illustrate how the Commission’s criteria reshape obesity
prevalence estimates and risk stratification. In NHANES among
US adults aged 20 to 59, obesity prevalence defined by BMI alone
(39.7%) nearly matched prevalence after confirming excess adi-
posity with WC or body fat measures (39.1%); nearly all individ-
uals classified as having obesity by BMI alone (98.4%) also had
confirmed excess adiposity by additional measures (17).

In All of Us, applying the Commission framework increased
obesity prevalence from 42.9% to 68.6%, driven largely by
anthropometric-only obesity (25.9%) (12). In UK Biobank, the
framework classified 33.1% of participants as having obesity vs
24.4% by BMI alone, with another analysis estimating prevalence
at 67.8% (14, 15). Nearly all individuals identified as having obes-
ity by BMI were captured within the Commission’s BMI-plus-
anthropometric category (12). Together, these findings suggest
that BMI performs well as an indicator of excess adiposity
in US adults and that additional anthropometric testing
provides limited value for individuals already exceeding the
BMI > 30 kg/m? threshold.

Across cohorts, the Commission framework provided sharper
risk stratification than BMI alone. In All of Us, adjusted hazard ra-
tios (HRs) for incident diabetes, CVD, and mortality were 3.21,
1.70, and 1.21, respectively, under the Commission criteria, com-
pared with 2.60, 1.39, and 1.10 using BMI alone. Clinical obesity
carried the highest risk (HRs: T2DM 6.11; CVD 5.88; mortality
2.71), whereas preclinical obesity showed intermediate diabetes
risk and modest CVD risk without excess mortality. Importantly,
organ dysfunction in the absence of obesity conferred substan-
tial hazard (HRs: 2.50 for T2DM; 4.68 for CVD; 2.82 for mortality),
underscoring the prognostic weight of dysfunction itself (12).

Among individuals with clinical obesity, the most frequent
manifestations were hypertension (64.6%), physical limitation
(28.8%), and obstructive sleep apnea (22.8%) (12, 17). The
anthropometric-only phenotype tended to be older, more often
male, and within US data—of higher socioeconomic status and
more frequently White (12, 17). UK Biobank showed clearer mor-
tality risk separation using the Lancet framework, particularly for
CV mortality (13). For cancer mortality, both frameworks show
smaller, broadly similar risk elevations (HRs <2) (14).

The misclassification problem in
obesity assessment

Clinical assessment of obesity still begins with BMI, yet this met-
ric captures only a limited dimension of adiposity. Although BMI
correlates with Dual X-ray Absorptiometry (DXA) measured fat
mass, it cannot distinguish lean from fat tissue or account for
fat distribution, which drives much of the cardiometabolic risk.
Direct fat measures are more accurate but impractical at scale,
leading guidelines to rely on anthropometric combinations with
numerical cut points that vary across age, sex, and ancestry and
introduce inconsistency. Using fixed thresholds for a continuous
physiologic trait is likely to generate some misclassification.
Central adiposity better reflects visceral and ectopic fat burden
and therefore provides more specific risk information (18-20).
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WC and WHtR capture this biology more effectively than BMI, yet
they also rely on fixed cut points (9). Historically, US WC thresholds
were anchored to a BMI of 30 in White adults rather than outcome
data. Newer analyses show that BMI-stratified WC thresholds im-
prove risk identification (9). These differences support sex- and
ancestry-specific standards, while highlighting that race functions
as a proxy for environmental and biological heterogeneity (21, 22).
Data gaps remain substantial in many populations, particularly
children, making it difficult to apply population-level standards
consistently (23, 24). Nevertheless, evidence from the All of Us
Research Program shows how these thresholds produce substan-
tial reclassification, creating a large “anthropometric-only” obes-
ity group driven entirely by the chosen cut point (12).

Indeed, “anthropometric-only” obesity reclassification in old-
er adults reintroduces some of the same limitations seen with
BMI: it equates body size with excess adiposity despite
age-related height loss, fat redistribution, and most importantly
declines in lean mass. These anthropometric criteria systematic-
ally misclassify heavier, higher-lean-mass individuals as “obese”
and miss adults with “normal” measurements with low lean
mass who face the highest mortality risk (25), reproducing the
same misclassification error seen with BMI alone.

The European Association for the Study of Obesity (EASO) re-
classified adults with BMI 25 to 30 kg/m?, WHtR above 0.5, and
a comorbidity as having obesity (10), paralleling aspects of the
Commission’s model. In NHANES, this shifted 18.8% of adults
from overweight to obesity, yet their mortality risk was indistin-
guishable from normal-weight adults with comorbid illness (26).
This pattern, also observed in the All of Us study, suggests that
the excess risk reflects underlying disease burden (organ dys-
function) rather than additional adiposity beyond what BMI
and existing comorbidities already capture (12). Because current
guidelines already consider WC and comorbidities in guiding
therapeutic management of obesity, the incremental value of an-
thropometric measures is unclear. Likewise, in 2 large UK co-
horts, substituting BMI with waist-based measures did not
substantially improve the prediction of multiple long-term con-
ditions or mortality when BMI was >30 kg/m? (27).

These findings are consistent with prior evidence showing
cardiometabolic risk increasing continuously with adiposity
and lacking a natural inflection point. Adding BMI or WC to
pooled CVD risk equations marginally improves discrimination,
and site-to-site measurement variation of several centimeters
further undermines classification (28-30). A more coherent ap-
proach would use direct or composite adiposity measures
when feasible, apply population-specific thresholds only when
empirically justified, and interpret anthropometric values pri-
marily as continuous indicators, not fixed diagnostic categories.

Practical limits of causal
attribution in the diagnosis of
clinical obesity

According to the Lancet Commission, “the definition of clinical obes-
ity implies the combination of an obesity phenotype with objective
and specific evidence of ongoing illness due to obesity. Importantly,
all diagnostic criteria of clinical obesity assume exclusion of obvious
other causes of organ dysfunction or signs and symptoms.” This

framing elevates the clinical threshold from excess adiposity plus
risk to demonstrable illness “due” to adiposity, thereby embedding
causal attribution into the diagnostic construct (4). Although de-
signed to balance sensitivity for illness detection with specificity
for adiposity-driven dysfunction, this standard may have limited
relevance for guiding treatment decisions in routine practice.

Evidence shows that individuals with obesity benefit from timely
weight-management interventions regardless of demonstrated
etiologic pathways. Regulatory labeling permits pharmacotherapy
at defined BMI thresholds with comorbidities, and clinical guide-
lines support surgical and nonsurgical treatment without requiring
proof that obesity caused the associated condition. Weight reduc-
tion lowers blood pressure, decreases atrial fibrillation burden,
and improves functional capacity in obesity-heart failure with pre-
served ejection fraction (HFpEF)—benefits that also apply in older
adults with anthropometric obesity and prevalent hypertension.
Requiring causal adjudication in such settings delays treatment, in-
troduces inequities through differential access to diagnostics, and
does not meaningfully change eligibility.

Insisting on exclusive causation in multifactorial diseases further
misaligns clinical priorities. Conditions such as atrial fibrillation,
HFpEF, polycystic ovary syndrome (PCOS), and hypertension arise
from interacting anatomic, neurohumoral, inflammatory, and gen-
etic influences. Adiposity is often a meaningful contributor but
rarely the sole cause, and demanding exclusive attribution pro-
vides little clinical value. Trials consistently show that weight re-
duction improves outcomes regardless of etiologic purity, likely
through shared mechanisms—hemodynamic unloading, reduced
ectopic fat, and lowered inflammation. These mechanisms justify
treatment without a singular causal narrative.

The demand for causal specificity becomes even less practical
when examined through the lens of the Commission’s own recom-
mended assessments (4). For reduced lung or diaphragmatic com-
pliance, clinicians are advised to perform spirometry or arterial
blood gas testing. For suspected lymphedema, lymphoscintigraphy
may be required (4). These investigations are resource-intensive,
often unavailable in primary care, and susceptible to overuse
when applied broadly. Expecting primary care physicians to resolve
causal chains across cardiopulmonary, lymphatic, metabolic, and
musculoskeletal domains risks delaying treatment, inflating down-
stream costs, and creating barriers for populations already facing
constrained access to specialty evaluation (31, 32).

Taken together, these considerations suggest: clinicians should
perform targeted exclusions that change management, initiate
obesity treatment when guideline criteria are met, and allow clin-
ical response to refine causal judgments retrospectively. Policy
frameworks should tie coverage to expected benefit and safety,
not proofs of exclusive causation. A pragmatic approach that pri-
oritizes expected benefit over strict causal adjudication will likely
speed care, reduce unnecessary diagnostic barriers, and promote
equitable access to effective obesity treatment.

Conceptual challenges in defining
preclinical obesity as a diagnostic
category

Consider a 42-year-old woman with marked central adiposity,
normal cardiometabolic tests, preserved exercise tolerance,
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and no functional limitations—yet newly labeled with “pre-
clinical obesity.” This category is described as not a pre-disease
but a possible early stage with “unknown” progression risk, de-
fined by excess adiposity plus the absence of dysfunction across
multiple organ systems (4, 33). This makes the label (1) diagnos-
tically indeterminate—it becomes whatever remains after failing
to detect dysfunction today—and (2) screening-dependent, be-
cause the more extensively one looks (eg, OSA testing, hepatic
fat, diastolic dysfunction, early osteoarthritis, spirometry), the
more individuals transition from “pre-clinical” to “clinical.” A
diagnostic category whose membership shifts with the intensity
of the work-up raises questions about clinically coherent diag-
nostic category; accordingly, the Commission’s definition raises
conceptual tensions.

Medicine recognizes disease before symptoms when a state
shows dysfunction plus foreseeable harm that early intervention
can mitigate. Philosophical accounts similarly link dysfunction
and harm (eg, Boorse; Wakefield’s “harmful dysfunction”) (34).
Stage 1 hypertension (130-139/80-89 mm Hg), for example, car-
ries a 38% higher CV event risk vs normotension (HR 1.38) (35).
Likewise, in All of Us, preclinical obesity—excess adiposity with-
out overt dysfunction—confers a 40% higher hazard for CV events
(HR 1.40) vs individuals without obesity and without dysfunction
(12). By the Commission’s own logic, this satisfies an “ability to
cause illness” threshold (4). Likewise, The Seventh Report of
the Joint National Committee (JNC 7) introduced the term “pre-
hypertension,” which was later replaced in the 2017 ACC/AHA
guidelines by “stage 1 hypertension.” This shift reflected growing
evidence of graded CV risk at lower blood pressure levels and
highlighted how terminology evolves as evidence accumulates
and as professional consensus changes precisely to avoid imply-
ing clinical inaction (36).

By contrast, the Commission’s preclinical category is defined
in the absence of demonstrable dysfunction, reflects uncertainty
about progression risk, and raises questions about its alignment
with harm-based thresholds applied elsewhere. Individuals with
preclinical obesity already face elevated cardiometabolic and
cancer risks, yet analogies to colon polyps, monoclonal gamm-
opathy, or prediabetes may not be directly comparable (33);
those conditions have validated lesions or biomarkers, quantifi-
able progression risks, and established surveillance strategies. At
the same time, increased adiposity alone does not guarantee
progression to clinically significant disease. Risk is probabilistic
rather than deterministic, reinforcing the importance of individ-
ualized risk assessment rather than categorical assumptions.
The Commission argues that diagnosis is separable from risk
stratification and will not delay care (33). In practice, however,
coverage, care pathways, and quality metrics track diagnoses.
A label certifying “no substantial dysfunction” will be interpreted
as low acuity, reducing eligibility for disease-directed therapies
even when risk is high—as recent coverage patterns for obesity
pharmacotherapy illustrate (32, 37). Because treatment benefits,
harms, and costs vary, appropriate use depends on quantified
risk, not a binary threshold based on dysfunction or limitations.
Thus, policy should link access and treatment intensity to ex-
pected benefit. As currently defined, it may have limited explana-
tory or therapeutic value and could complicate communication
about risk and management priorities. A more coherent alterna-
tive may be explicit risk-and-harm staging grounded in patho-
physiology and calibrated event risk.

Reconsidering type 2 diabetes in
the definition of clinical obesity

A clinician who sees a patient with obesity and new-onset T2DM
instinctively recognizes an adiposity-driven disease process that
merits intensive intervention. The Commission, however, ex-
cludes T2DM from its list of obesity-induced organ dysfunctions,
despite defining clinical obesity as an obesity phenotype accom-
panied by “objective and specific evidence of ongoing illness due
to obesity,” after excluding obvious alternative causes (4). This
approach is meant to privilege causal specificity over risk associ-
ation, but when applied to T2DM it creates interpretive chal-
lenges in clinical application.

First, the Commission’s own taxonomy already uses diseases
as evidence of adiposity-induced dysfunction (4). It distinguishes
incidental comorbidities from obesity-related diseases that
share plausible causal pathways—explicitly citing T2DM as an
archetype. Yet it simultaneously lists OSA, atrial fibrillation,
HFpEF, pulmonary hypertension, and osteoarthritis as diagnostic
manifestations of clinical obesity. These conditions, like T2DM,
are heterogeneous, can occur without obesity, and have multi-
factorial causation. If “one should not diagnose a disease with
another disease” were consistently applied, these endpoints
would also be excluded. The differential treatment of T2DM
raises questions about how the framework’s criteria are applied
across conditions.

Second, T2DM meets the Commission’s selection criteria more
strongly than several included endpoints. Candidate manifesta-
tions should be frequent in obesity, mechanistically linked to adi-
posity, and of substantial health impact. Roughly 90% of adults
with T2DM are overweight or obese (38), exceeding many ac-
cepted criteria. Mendelian randomization using abdominal adi-
posity instruments supports a causal effect of adiposity on
T2DM risk (18-20, 39). Its pathophysiology is tightly coupled to
visceral and ectopic fat, insulin resistance, and beta cell dysfunc-
tion, and its vascular complications impose greater morbidity,
mortality, and cost than several listed organ dysfunctions.
Excluding it raises questions about alignment with the frame-
work’s stated rationale. Third, the decision to prefer a metabolic
cluster over the diagnosis of diabetes creates clinically counter-
intuitive diagnostic boundaries. The Commission’s metabolic
criterion requires hyperglycemia together with elevated trigly-
cerides and low HDL cholesterol (4). Under this rule, a patient
with an HbAlc of 6.1% and dyslipidemia meets the definition
of clinical obesity, whereas a patient with an HbAlc of 6.8%
and therefore diagnosed T2DM, but normal lipids may not.
When dysglycemia has emerged in parallel with weight gain
and improves with weight loss, it creates a paradoxical situation
where a milder glycemic abnormality carries more diagnostic
weight than overt diabetes solely because of lipid patterns.
Such a result may be challenging to reconcile within a framework
that seeks to identify organ dysfunction that is truly driven by
adiposity.

Fourth, specificity is applied more stringently to T2DM than to
other included conditions, despite stronger evidence of revers-
ibility. The Commission notes that diabetes includes non-
adiposity-driven forms such as autoimmune, monogenic, and
pancreatogenic subtypes. Yet obstructive sleep apnea, atrial fib-
rillation, and heart failure with preserved ejection fraction are
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also etiologically diverse, and for these, the framework accepts
reversibility with weight loss, mechanistic plausibility, and epide-
miologic strength as sufficient. Intensive weight loss programs in
primary care achieve diabetes remission in nearly half of partic-
ipants at 1 year, with durability at 2 years, and metabolic surgery
provides superior long-term glycemic control and medication in-
dependence (40, 41). Few other listed manifestations demon-
strate comparably robust within-patient reversibility.

Finally, excluding T2DM may create policy and implementa-
tion challenges, particularly in coverage decisions. For decades,
diabetes has been a principal qualifier for obesity pharmacother-
apy and metabolic surgery in guidelines and coverage decisions,
and professional societies have warned that a definitional split
between classification and treatment may confuse payers and
delay access. A pragmatic alternative is to recognize an
adiposity-driven subtype of T2DM, defined by confirmed excess
adiposity, exclusion of alternative diabetes types, evidence of
adiposity-linked mechanisms, and, where feasible, observed re-
versibility with weight loss or metabolic intervention. Such a cri-
terion would preserve specificity, align classification with clinical
evidence, and better reflect how obesity and diabetes intersect
in practice.

Excess adiposity, mental health,
and cancer risk

The Commission emphasizes stigma reduction and person-first
language but gives limited prominence to mental health and
health-related quality of life within its diagnostic criteria, despite
strong evidence linking excess adiposity to depression, anxiety,
disordered eating, and reduced quality of life (42-45). Staging
systems such as the Edmonton Obesity Staging System explicitly
include these domains because of their prognostic and thera-
peutic significance (46).

Importantly, cancer is not an organ-dysfunction criterion in
the Commission framework; it is treated as a downstream conse-
quence, so observed obesity-cancer associations are not circular
by definition. In UK Biobank, cancer risk was elevated in preclin-
ical obesity and increased further in clinical obesity, especially
for metabolically driven cancers (hepatocellular, endometrial,
colorectal, pancreatic), with inverse associations for nonfatal
prostate cancer. Together, preclinical and clinical obesity ac-
counted for a substantial share of obesity-related cancers, sug-
gesting that carcinogenesis may begin before overt dysfunction
appears (14). Growing evidence indicates that excess adiposity
may contribute to both mental health disorders and selected
cancers via shared metabolic, inflammatory, and neuroendo-
crine pathways. This underscores the need for research that
clarifies these mechanisms and determines how early detection
and intervention can mitigate risk.

Anthropometric accuracy and why
it matters

Because WC and WHtR are central to the Commission frame-
work, their measurement accuracy directly determines diagnosis
and treatment access. Yet methods are neither harmonized nor
consistently validated across populations (47, 48). There is no

consensus on the optimal protocol for WC measurement (9):
WHO recommends measurement at the midpoint between the
lower rib and iliac crest; US National Institutes of Health specifies
the iliac crest superior border. Protocol choice has little impact
on population-level associations but affects absolute values
(49). When guidelines rely on fixed cut points, protocol differen-
ces can reclassify individuals without a change in underlying
biology.

Site choice produces modest differences in men but striking
differences in women and across ethnic groups (50, 51).
Measurement mode adds further error (52). Self-measured WC
typically underestimates by 1 to 3 cm (9). Such nontrivial errors
are most consequential near treatment or screening thresholds
(47, 48, 53). WHtR inherits all WC errors plus height misreporting
(54-56). Because the Commission scheme links anthropometric
indices to organ-specific evaluation, measurement error be-
comes a source of misclassification and inequity.

Many primary-care settings lack training, time, and infrastruc-
ture for accurate anthropometry (57, 58). A staged implementa-
tion—adopting improved measures where feasible while
retaining simple BMI-plus-comorbidity criteria in resource-
limited settings—may be more realistic than mandating compre-
hensive anthropometry universally.

Operational and policy
implications of the Commission’s
framework

Coverage and affordability in US payer systems: In cash-pay mar-
kets, demand for weight loss, convenience, and price will domin-
ate, and detailed phenotyping is unlikely to shape practice. In
reimbursed systems, however, the Commission criteria may re-
strict eligibility for obesity treatments to individuals with demon-
strable functional impairment, excluding those with preclinical
obesity and limiting early pharmacologic intervention. Because
detailed assessment is less available in low-income, rural, and
minority-serving settings, stringent criteria may exacerbate exist-
ing disparities.

In Medicare, broad BMI-based eligibility (BMI >30 kg/m? or
27-29.9 kg/m2 with an obesity-related condition) identifies the
largest pool of nondiabetic beneficiaries (59, 60). Limiting cover-
age to individuals who meet the Commission’s definition of clin-
ical obesity reduces this population by roughly one-fifth (12). Yet
when the Congressional Budget Office’s (CBQO’s) assumptions
about treatment initiation, discontinuation, and long-term ad-
herence are applied, these large eligibility differences yield
only modest differences in realized medication use (59). With a
CBO estimated 13% of newly eligible beneficiaries still on ther-
apy by year 10 (59), Medicare’s projected spending varies by
about 20% between the broadest and most restrictive
frameworks.

A similar pattern appears in commercially insured popula-
tions. Under broad BMI-based criteria, roughly 45% of
diabetes-excluded commercially insured adults (approximately
63-70 million people) would qualify for treatment, although
meaningful access is largely confined to employer-sponsored in-
surance. Using the Commission’s clinical obesity definition re-
duces eligibility by about half, with BMI-plus-comorbidity
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criteria falling in between (4). These estimates scale All of Us
prevalence to the insured population, introducing uncertainty,
but the core conclusion remains.

It is reasonable to interpret part of the Commission’s intent as
prioritizing treatment for individuals with the greatest demon-
strable health burden, particularly in the context of constrained
payer resources. Targeting therapy toward those most likely to
benefit is a defensible policy goal. Our concern is less about pri-
oritization itself and more about whether the proposed diagnos-
tic structure is the optimal mechanism for achieving that goal,
particularly given the central role of price and affordability in de-
termining real-world access.

When Institute for Clinical and Economic Review’s (ICER’s) an-
nual affordability threshold of $880 million is applied, eligibility
differences have minimal practical impact (61-63). At current
net prices, <1% of eligible individuals could be treated before ex-
ceeding this threshold; the affordable share increases only slight-
ly under the narrower clinical-obesity criteria (0.14% to 0.28%).
Thus, regardless of definition, more than 99.7% of eligible adults
would remain untreated.

Taken together, the Medicare and commercial analyses both
demonstrate that eligibility definitions influence the size of the
potential treatment population but have limited impact on ac-
tual use or spending once real-world uptake and affordability
constraints are incorporated. The Administration’s recently pro-
posed most-favored-nation (MFN) pricing initiative (64) would
cut net prices by roughly half for Medicare and by two-thirds
for many commercially purchased GLP-1-based medications,
substantially reducing projected federal spending. However,
even if these historic price reductions are realized, affordability
constraints remain severe: the MFN cuts lower total costs but
do not expand affordable treatment capacity meaningfully under
ICER’s threshold, leaving more than 99% of eligible commercial-
market adults still unable to be treated at scale. Across both set-
tings, the core policy insight is the same: the binding constraint is
price, not eligibility.

Finally, the Commission’s framework presumes routine con-
firmation of excess adiposity and systematic assessment of or-
gan or functional limitations—requirements that exceed the
diagnostic capacity of many primary-care settings. As a result,
BMI combined with comorbidity status will remain the default
classification tool because of its simplicity, scalability, and inte-
gration into electronic health records. Moreover, real-world data
and electronic documentation rarely include the standardized
adiposity or functional metrics necessary for strict implementa-
tion, reinforcing disparities between data-rich and data-poor
systems.

Comparing the Commission with
staging systems used in practice

Several staging systems already characterize obesity severity,
guide treatment decisions, and communicate risk. These frame-
works predate or parallel the Commission work and highlight
both convergences and divergences.

The Edmonton Obesity Staging System (EOSS) similarly shifts
focus from adiposity quantity to illness severity (46). Using stages
0 through 4, it incorporates clinical risk factors, established co-
morbidities, end-organ damage, functional limitations, and

mental health. EOSS shows strong predictive validity for mortality,
cardiovascular events, and health care utilization, outperforming
BMI alone. It is explicitly prognostic and treatment-guiding rather
than definitional. This outcome-based orientation is important: it
treats obesity staging as a prognostic tool rather than a definition-
al one.

The AACE Adiposity-Based Chronic Disease (ABCD) model la-
bels obesity as chronic disease and divides it into stages based
on the presence and severity of complications (65). The
Commission’s preclinical obesity corresponds roughly to an early
ABCD stage without complications, and clinical obesity to more
advanced stages. AACE emphasizes evidence-based interven-
tions at all stages, including prevention and early obesity.

The European Association for the Study of Obesity (EASO)
diagnostic and treatment framework defines obesity as BMI
>30 kg/m? or BMI 25 to 29.9 kg/m? with WHtR >0.5 plus medical,
functional, or psychological impairment (10). Its management al-
gorithm separates body weight management from complica-
tions management and recognizes both “fat mass disease” (eg,
sleep apnea, osteoarthritis) and “sick fat disease” (eg, T2DM,
CVD, heart failure, metabolic dysfunction, steatotic liver disease).

Compared with the Commission’s binary preclinical/clinical
model, these staging systems offer several advantages. They pro-
vide graded severity across the full spectrum of risk rather than a
sharp health-illness divide. They avoid causal adjudication, there-
by eliminating the need to determine whether each comorbidity is
mechanistically attributable to adiposity. They are more directly
actionable because staging maps onto treatment pathways and
intensity. They also integrate psychosocial and functional do-
mains more fully, reflecting obesity’s multidimensional nature.

From a policy perspective, frameworks that anchor diagnosis in
demonstrable medical, functional, or psychological impairment
are easier to implement across diverse settings and less depend-
ent on resource-intensive diagnostics. Their impairment-based
criteria align more closely with evolving coverage decisions for
pharmacologic and surgical treatments, which increasingly de-
pend on documented functional impact rather than BMI thresh-
olds alone.

Overall, staging systems such as EOSS and EASO remain, in
many respects, better suited for routine clinical use and more
empirically grounded than an etiologically stringent, 2-state
structure that demands extensive causal adjudication.

Achieving harmonization across frameworks will require struc-
tured collaboration among professional societies, patient repre-
sentatives, payers, and regulators. Practical steps could include:
(1) development of shared minimum diagnostic data elements;
(2) agreement on standardized anthropometric measurement
protocols; (3) creation of cross-walk tables aligning stages across
systems (eg, EOSS, ABCD, Commission categories); and (4) pro-
spective validation studies applying multiple staging systems
within the same cohorts to compare prognostic performance.
Pragmatic alignment may be more achievable than full definition-
al consensus and would reduce variability in clinical practice.

Conclusion

The Lancet Commission framework represents a constructive
shift toward diagnosing obesity by assessing whether
excess adiposity is contributing to clinically meaningful illness.
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However, its dependence on detailed causal adjudication, the
conceptual ambiguity of the preclinical obesity category, and
the extensive diagnostic requirements limit its feasibility and
carry a risk of exacerbating existing inequities. A more sustain-
able approach would prioritize early identification of central adi-
posity through simple, scalable measures; emphasize functional
impairment and quantifiable risk rather than rigid diagnostic
thresholds; and align treatment access with expected clinical
benefit and safety rather than with definitive causal attribution.
Future diagnostic frameworks should integrate biological nu-
ance with operational practicality to ensure that refinements
in classification broaden, rather than restrict, equitable access
to effective, evidence-based obesity care.
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