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BOX 1: Considerations for dosing adjustments.

Example 1: Day 1

Consider dose reductions based on the lowest recent blood glucose, e.g.
BG > 250 mg/dL (or > 14 mmol/L) - no dose change.

BG 200 mg/dL — 249 mg/dL (or 11 mmol/L — 13.9 mmol/L) - reduce basal insulin
by 25% and prandial insulin by 50%.

Example 2: Day 1

Consider dose reduction based on the amount of carbohydrate reduction
and lowest BG. In severe carbohydrate reduction (e.g. < 30 g/day) with lowest
BG < 150 mg/dL, consider reducing basal insulin by 50%.

Example 3: Early days - If hyperglycaemia occurs

Patients’ blood glucose should be reassessed for careful insulin titration.
Increase basal insulin by 10% — 20% every 3-4 days (weekly U300 glargine).
Consider discontinuation of extra-long-acting insulin, e.g. degludec, because of the
risk of hypoglycaemia.

Example 4: Early days - If no hyperglycaemia occurs

Assess for further insulin dose reduction by 10% — 20% for stable normoglycaemia
and greater reductions for hypoglycaemia.

Note: Information from the Steering committee and Delphi panel of this article (clinical
experience).
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TABLE 13: Summary of diabetes and antihypertensive medication considerations when initiating therapeutic carbohydrate reduction.

Medication

Action required

Mechanism

Comments

Insulin

Sulfonylureas (SFU) and
meglitinides (MEG)

SGLT-2 inhibitors

Thiazolidinediones'®

DPP-4 inhibitors

GLP-1 analogues
Metformin

Antihypertensives

Reduce immediately by 50%; stop
prandial insulin if starting a very
low-carbohydrate diet

Discontinue immediately

Stop or use with caution (though a
recent study suggests risks are low
with BHB monitoring)®

Note: a washout period applies.
Medication effects persist for up to a
week.

Usually stop. Weigh clinical risks and
benefits.

Safe to use

Safe to use
Safe to use

Review medications on commencing
TCR

Review every 2-4 weeks

Home monitoring and logging for
review is beneficial

Insulin demand falls with reduced
dietary carbohydrate

Insulin demand falls with reduced
dietary carbohydrate

May exacerbate dehydration

Have been associated with euglycaemic
DKA

May contribute to weight gain via fluid
retention. IGF downregulation may
impact osteoblast function.

Allow incretin hormones to persist for
longer duration

Add incretin effects
Insulin sensitiser

TCR reduces insulin concentration
causing natriuresis and diuresis and
influencing RAAS

Some drugs exacerbate hyponatraemia
(see Table 12)

May interfere with ketosis and lipolysis

Risk of hypoglycaemia.

Titrate insulin as clinically indicated, e.g. 10% — 20% up or down
until stable normoglycaemia.

Risk of hypoglycaemia. If blood glucose is very high on initiating
TCR, a graded reduction may be considered, e.g. where the lowest
blood glucose is:

« <200 mg/dL (< 11 mmol/L): stop SFU or MEG

* 200 mg/dL — 299 mg/dL (11 mmol/L - 16 mmol/L): reduce SFU
or MEG by 50%

« 300 mg/dL (2 16 mmol/L): continue same dose

Weigh use against persisting hyperglycaemia even with TCR and
potential CVD and/or kidney benefits.

If SGLT2i is continued, monitor ketones and establish safety
protocol, including hydration and hygiene (yeast infection and UTI
risk).

Clinically assess to ensure the patient is not insulin deficient.

Unlikely to cause hypoglycaemia. While this is an insulin sensitiser,
fluid retention may lead to weight gain in some (also associated
with increased heart failure risk) and increased fracture risk.

No hypoglycaemia risk. Weigh clinical risks and benefits.

Low hypoglycaemia risk. Weigh clinical risks and benefits.
No hypoglycaemia risk. Weigh clinical risks and benefits.

Advise of symptoms of hypotension e.g. light-headedness upon
standing or severe fatigue symptoms and/or systolic blood
pressure below 120 mm/Hg during active weight loss should
prompt reduction of antihypertensive medication.

Source: Cucuzzella M, Riley K, Isaacs D. Adapting medication for type 2 diabetes to a low carbohydrate diet. Front Nutr. 2021;8:688540. https://doi.org/10.3389/fnut.2021.688540 ™

Note: Please see the full reference list of the article, Rice SM, Buchanan LA, Calkins MW, et al. A Delphi consensus-based guideline for the implementation of therapeutic carbohydrate reduction
in metabolic disorders. J. metab. health. 2026;9(1), a152. https://doi.org/10.4102/jmh.v9i1.152, for more information. Information from steering committee and Delphi panel of this article.

SGLT, Sodium-glucose co-transporter; BHP, beta-hydroxybutyrate; UTI, urinary tract infection; DKA, diabetic ketoacidosis; IGF, insulin-like growth factor; DPP, dipeptidyl peptidase; GLP, glucagon-like
peptide; RAAS, renin-angiotensin—aldosterone system.
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TABLE 12: Examples of drugs that may exacerbate hyponatraemia.

Drug class

Examples

Diuretics
Anticonvulsants

Antipsychotics
Atypical antipsychotics

Antidepressants

Antidiabetic agents

Anticancer/immunosuppressant

Antibiotics
Analgesics/anti-inflammatory
Antiarrhythmic
Lipid-lowering agents
Psychoactive substances
Dopamine agonists

General Anaesthetics

SGLT2 inhibitors, thiazides and loop diuretics
Carbamazepine and oxcarbazepine

Haloperidol, thiothixene, thioridazine and
phenothiazines

Olanzapine, risperidone, aripiprazole,
quetiapine and clozapine

Amitriptyline, monoamine oxidase inhibitors
(MAOIs), serctonin-norepinephrine reuptake
inhibitors (SNRIs), serotonin reuptake inhibitors
(SSRIs), tricyclic antidepressants (TCAs) and
mirtazapine (lower risk)

Sulfonylureas and SGLT2 inhibitors

Cyclophosphamide, Vincristine, vinblastine,
cisplatin and cyclosporine

Trimethoprim
NSAIDs, narcotics and opiates
Amiodarone

Clofibrate

Ecstasy

Bromocriptine

General anaesthesia

Source: Hite A, Cavan D, Cucuzzella M, et al. TCR implementation guide [homepage on the
Internet]. Society of Metabolic Health Practitioners; 2022 [cited 2021 Feb 25]. Available
from: https://www.metabolicpractitioners.org/clinical-guidelines/ ”; Capinha M, Lavrador
M, Liberato J, et al. Drug-induced Hyponatremia: Insights into pharmacological mechanisms
and clinical practice management. J Clin Med. 2025;14(18):6584. https://doi.org/10.3390/
jcm14186584 15, Gheysens T, Van den Eede F, De Picker L. The risk of antidepressant-induced
hyponatremia: A meta-analysis of antidepressant classes and compounds. Eur Psychiatry.
2024;67(1):e20. https://doi.org/10.1192/j.eurpsy.2024.1117

SGLT2, sodium-glucose co-transporter; NSAID, nonsteroidal anti-inflammatory drug.
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TABLE 11: An overview of low-carbohydrate implementation approaches.

Setting

Overview

Article

Inpatient

Outpatient (US)

NHS General Practice (UK)
Remote monitoring and support
Digital low-carb programme
Employee health initiative

CGM focus

Community group coaching

Rural Veterans Affairs primary care clinic

Seven-stage protocol, CHO < 50 g/day

Description of approach and food list, CHO < 20 g/day (ketogenic)

Description of approach, food list, CHO target not specified

Description of approach, measurement of ketosis, CHO < 30 g/day

10-week programme, weekly topic list, CHO < 130 g/day

Description of ketogenic approach, optional intermittent fasting, CHO < 30 g/day
Education booklet included, CHO reduction and exercise timing

6-week programme, CHO < 10% or 10% — 26% TEI depending on goals

Brief clinical education of approximately 10-15 min. Educational resources provided

(food lists, booklet)

Cucuzzella et al.’**
Westman et al.’s¢
Oliver and Andrews™”
Hallberg et al.*7; Wilis et al.
Saslow et al.’s*

Buchanan et al.'®®

Oser etal !

Pujol-Busquets et al s

Cucuzzella et al.***

Note: Please see the full reference list of the article, Rice SM, Buchanan LA, Calkins MW, et al. A Delphi consensus-based guideline for the implementation of therapeutic carbohydrate reduction

in metabolic disorders. J. metab. health. 2026;9(1), a152. https://doi.org/10.4102/jmh.vSi1.152, for more information.

NHS, National Health Service; CGM, continuous glucose monitoring.
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TABLE 10: Carbohydrate and protein levels in therapeutic carbohydrate reduction approaches used in studies of patients with chronic kidney disease.

Study Carbohydrate in TCR arm Protein in TCR arm CKD stages at baseline Comments
Tirosh et al.1 20 g/day, increasing after 22% of energy (recorded intake 13 No adverse effects; some
8 weeks to 120 — unrestricted fat and protein) improvements
Friedman et al."2* 20 g/day, increasing after Unrestricted fat and protein 0 (healthy with obesity) No adverse effects
12 weeks to maintain weight
Athinarayanan etal®  <30g/day 1.5 g/kg of reference body weight ~ Mixed No adverse effects; some
individuals improved CKD stage
Tay et al <50g/day 28% TEI No existing renal disease No adverse effects and no
difference between groups
Colledge et al.* <30g/day Not specified 3and4 Stable

Note: Please see the full reference list of the article, Rice SM, Buchanan LA, Calkins MW, et al. A Delphi consensus-based guideline for the implementation of therapeutic carbohydrate
reduction in metabolic disorders. J. metab. health. 2026;9(1), a152. https://doi.org/10.4102/jmh.v9i1.152, for more information.

TCR, therapeutic carbohydrate reduction; CKD, chronic kidney disease; TEI, total energy intake.
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TABLE 14: Psychiatric medications and potential interaction with therapeutic
carbohydrate reduction (particularly when ketogenic ratios are applied).

Medications

Effect

Carbamazepine, Clobazam

Valproic acid

Lamotrigine

Oxcarbazepine
Lithium

Source: Marinescu SCN, Apetroaei MM, Nedea MIl, et al. Dietary influence on drug efficacy:

Serum concentrations may significantly decrease.

Narrow therapeutic range with possible serum
concentration changes.
May inhibit ketosis and precipitate carnitine deficiency.

May inhibit ketosis and/or lipolysis.
May precipitate carnitine deficiency.
Serum concentration may reduce.

No change in serum levels.

Narrow therapeutic range with possible serum
concentration changes.

A comprehensive review of ketogenic diet-Pharmacotherapy interactions. Nutrients.

2024:16(8):8. https://doi.

rg/10.3390/nu16081213 7
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TABLE 7: General food list.

Fish and shellfish
Eggs
Dairy — whole-fat,

unsweetened (all kinds,
including sour milk, etc.)

Leafy greens
Non-starchy vegetables
Berries

Avocados

Olives

Some individuals are sensitive
to dairy and/or are more
successful when limited

Fibre content may be
individualised

Use caution with processed
foods labelled as ‘low-carb’

Nuts

Seeds

Nut/seed butters

Possibly: legumes/beans
Starchy vegetables

Sugar alcohols are preferred;

non-nutritive sweeteners, if
necessary

According to individual
responses and carbohydrate
goals (or if tolerated)

Non-nutritive sweeteners may
be useful for treats, but data
suggest they may impact
success and can contribute to
ongoing cravings

Full-fat dairy
(cheeses, Paneer and cream)
Tofu

Tempeh

Hemp hearts

Nutritional yeast
Legumes/beans

Often required:

Whey protein

Plant-based protein

May need to supplement
Vitamin B12 and magnesium

Note: Volume required for
adequate protein intake may
influence carbohydrate
content

Note: Information from the Steering committee and Delphi panel of this article (clinical experience).

avocado oil, full-fat dairy

For cooking, also use
tallow, lard and ghee

Low-carb mayonnaise
(egg and olive oil),
avocados, olives and fatty

Category  Allowed foods Optional or caution Vegetarian protein sources  Fats/fat sources Restricted foods
(carbohydrate content or may
overeat)
Meat (all kinds, including offal)  Low-sugar fruit Eges Olive oil, coconut oil, All grains and pseudograins (rice,

wheat, corn, oats, millet, barley,
quinoa and buckwheat)

Grain-based products (cereals,
bread, biscuits, oatmeal, pasta
and crackers)

Sweetened dairy products (fruit
yogurts and flavoured milk
products)

Desserts (gelatins, puddings and
cakes)

High-sugar fruit (especially
tropical)

Low-carb versions of bread and
other treats may be useful. Take
care with shop-bought and
processed versions where
labelling can be misleading





OPS/JMH-9-152-T8.jpg
TABLE 8: Absolute contraindications.
Absolute contraindications

Mechanisms

Primary carnitine deficiency and
associated enzyme deficiencies

« Carnitine palmitoyltransferase (CPT
I'or Il) deficiency

« Carnitine translocase deficiency
Porphyria

Beta oxidation disorders.

Medium-chain acyl-CoA
dehydrogenase deficiency (MCAD)

Long-chain acyl-CoA dehydrogenase
deficiency (LCAD)

Short-chain acyl-CoA dehydrogenase
deficiency (SCAD)

Long-chain 3-hydroxyacyl-CoA
deficiency

Medium-chain 3-hydroxyacyl-CoA
deficiency

Pyruvate carboxylase deficiency

GSD type | (Von Gierke’s disease)

Prevents fatty acid transport into
mitochondria.

May be exacerbated by ketogenesis.

Leads to an inability to metabolise fats for
energy, increasing the risk of hypoglycaemia
and metabolic crises.

Impairs gluconeogenesis, leading to severe
metabolic disturbances.

Decreased ability to enter ketosis. Ketogenic
interventions have been associated with
poor outcomes.

Source: Adapted from Rice SM, Reynolds DB. Practical guidelines for addressing common
questions and misconceptions about the ketogenic diet. J Metab Health. 2025;8(1):1.
https://doi.org/10.4102/jmh.v8i1.113%%; Kossoff EH, Zupec-Kania BA, Auvin S, et al. Optimal
clinical management of children receiving dietary therapies for epilepsy: Updated
recommendations of the International Ketogenic Diet Study Group. Epilepsia Open.
2018;3(2):175-192. https://doi.org/10.1002/epi4.12225%

Note: Please see the full reference list of the article, Rice SM, Buchanan LA, Calkins MW, et al.

A Delphi consensus-based guideline for the implementation of therapeutic carbohydrate
reduction in metabolic disorders. J. metab. health. 2026;9(1), a152. https://doi.org/10.4102/

jmh.v9i1.152, for more information.
GSD, glycogen storage disease.
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TABLE 5: The mechanisms of action of therapeutic carbohydrate reduction for
metabolic disorders: Obesity, insulin resistance, type 2 diabetes and cardiovascular

diseases risk factors.

Improved metrics

Mechanism of action of TCR

Glucose and insulin
regulation®®+77

Body composition”s?*

Inflammation®#*

Metabolic flexibility*

CVD risk factorsts2737483

B-cell function®*ss

Delayed gastric
emptying and
satietyomss

Hormone profiles®”

« Reduced glycaemic burden and hyperinsulinaemia
and/or insulin response.

Increased insulin sensitivity.

Improved hepatic metabolism and hepatic insulin
resistance (enhanced oxidation of FFAs and reduced de
novo lipogenesis).

Reduced insulin levels promote lipolysis with
preferential reduction in central adiposity and
preservation of lean body mass.

Improved immune signalling.
Inhibition of the NLRP3 inflammasome.
Reduced pro-inflammatory cytokines.

Reduced plasma glucose reduces insulin levels, promotes
increased glucagon and lipolysis and drives the
production of ketone bodies as an alternative fuel source.

Metabolism switches efficiently from glucocentric
(glucose-driven) to lipocentric (fatty acids and ketone
bodies).

Reduced insulin resistance.

Reduced triglycerides.

Increased HDL-c.

Improved LDL subtypes.

Improved blood pressure.
Reduced inflammation.

Enhanced ketone oxidation (in models of heart failure).

Reduced glucose burden and inflammation.

Improved proinsulin-to-insulin conversion.

Increased fat content delays gastric emptying (also
impacts dopamine tone and satiety signalling).

Increased postprandial glucagon.

May increase satiety hormones (glucagon-like peptide 1
[GLP-1] and cholecystokinin [CCK]).

Increased sensitivity to leptin (absolute concentration
may decrease).

Nutritional ketosis may directly suppress appetite and
influence body weight.

Reduced insulin resistance positively modulates
hormones in women with polyendocrine metabolic
ovarian syndrome (PMOS), formerly known as polycystic
ovary syndrome (LH/FSH ratio, LH, total and free
testosterone and DHEAS levels) and men with
hypogonadism (increased testosterone).

* Improved metabolic health markers.

Note: Please see the full reference list of the article, Rice SM, Buchanan LA, Calkins MW,
et al. A Delphi consensus-based guideline for the implementation of therapeutic
carbohydrate reduction in metabolic disorders. J. metab. health. 2026;9(1), a152. https://
doi.org/10.4102/jmh.v9i1.152, for more information.

NLRP3, NOD-like receptor family pyrin domain-containing 3; HDL-c, high-density lipoprotein
cholesterol; LDL, low-density lipoprotein; LH/FSH; luteinizing hormone (LH) to follicle-
stimulating hormone (FSH); DHEAS, dehydroepiandrosterone sulfate; TCR, therapeutic
carbohydrate reduction; FFA, free fatty acid; CVD, cardiovascular diseases.
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TABLE 6: Emerging and investigational applications for therapeutic carbohydrate

reduction.

Emerging application

Overview of mechanisms

Metabolic-associated steatotic
liver disease (MASLD)%

(See ‘Liver disease’ section)

Kidney disease®* (See ‘Kidney
disease’ section)

Autoimmune disorders
andinflammation®#*

Neurologicalf (includes
psychiatric conditions)2<12

Oncology?

* Reduces insulin resistance.

Reduces de novo lipogenesis.
Reduces NEFA in circulation.

Increases cellular NEFA use.

« Improved insulin resistance.

Reduced inflammation.

Reduced oxidative stress.

Fibrosis inhibition via B-hydroxybutyrate.

Improved mitochondrial function (health).

Decreased insulin.

Decreased oxidative stress.

Modulation of T-cell function.

Improved immune signalling.
Inhibition of the NLRP3 inflammasome.

Reduced pro-inflammatory cytokines.

Improved brain energy metabolism via increased
ketone availability for neuronal ATP production.

May help mitigate brain insulin resistance.

Reduced inflammation.

Regulation of neurotransmitters.

Increased neuroprotection via repair and autophagy.

Increased neurotrophic factors.

Adjunct to SOC — preclinical and emerging
clinical evidence.

Reduced insulin signalling.

Reduced IGF-1 and mitogenic activity.

Reduced adipokines and inflammatory cascades.
Reduced glucose availability while in nutritional
ketosis impairs ATP synthesis in dysfunctional
cancer cells in glucose-dependent cancer
phenotypes.

Source: Adapted from Rice SM, Reynolds DB. Practical guidelines for addressing common
questions and misconceptions about the ketogenic diet. J Metab Health. 2025;8(1):1.
https://doi.org/10.4102/jmh.v8i1.113 =

Note: Please see the full reference list of the article, Rice SM, Buchanan LA, Calkins MW,
et al. A Delphi consensus-based guideline for the implementation of therapeutic
carbohydrate reduction in metabolic disorders. J. metab. health. 2026;9(1), a152. https://
doi.org/10.4102/jmh.v9i1.152, for more information.

NEFA, non-esterified fatty acids; ATP, adenosine triphosphate; SOC, standard of care; IGF-1,
insulin-like growth factor 1; NLRP3, NOD-like receptor family pyrin domain-containing 3.

+. Higher concentrations of ketones may be required for optimal therapeutic effect.
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TABLE 3: Definitions of therapeutic carbohydrate reduction.

Description Carbohydrate Carbohydrate Ketones ~ Comments
(g/day) (% TEI) (mmol/L)

Low-carbohydrate diets* 50-129 10-25 + Ketosis is less likely, though it has been shown to occur over a range of
carbohydrate reduction (~20 g/day to > 70 g/day).
Deliberate restriction of energy intake is not typically recommended but may
oceur (potentially less likely at the higher end of the range of carbohydrate
intake).

Low-carbohydrate ketogenic diets®® <50 <10 >05  Some individuals may not achieve ketosis. If this is the therapeutic goal, ketones
may need to be measured.
Deliberate restriction of energy intake is not typically recommended but may
oceur spontaneously.

Very low-carbohydrate ketogenic <30 <6 05-3  More reliably associated with nutritional ketosis.

diets"# Deliberate restriction of energy intake is not typically recommended but often
occurs spontaneously.

Animal-based, zero-carbohydrate Zero or nearzero  Zero or near zero >05  Emerging nutritional therapy that may offer benefits beyond standard approaches

(or carnivore) ketogenic diets?*s05152

Ketogenic dietary therapy or ketogenic <50 <10 35
metabolic therapy (typically used for

neurological disorders, psychiatry and

oncology) =

Source: Adapted from Rice SM, Reynolds DB. Practical guidelines for addressing common questions and misconceptions about the ketogenic diet. ) Metab Health. 2025;8(1):1. https://do

0rg/10.4102/jmh.v8i1.113

to carbohydrate reduction for a selection of patients and clinical indications.

Targets a higher level of ketones. Macronutrient ratios and dietary composition
are adjusted based on therapeutic goals and the patient’s metabolic response,
requiring regular monitoring. Intervention could include exogenous ketone
suppol

Note: Please see the full reference list of the article, Rice SM, Buchanan LA, Calkins MW, et al. A Delphi consensus-based guideline for the implementation of therapeutic carbohydrate reduction
in metabolic disorders. J. metab. health. 2026;9(1), a152. https://doi.org/10.4102/jmh.vSi1.152, for more information.

TEI total energy intake.
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TABLE 4: Physiological ketosis versus pathological ketoacidosis.

Status Mechanism Ketones (mmol/L) Blood glucose PlasmapH  Symptoms Comments
Nutritional ketosis ~ Carbohydrate reduction Usually <3 Remains normal (e.g. Normal Asymptomatic (may be mild  Medication
(physiological) fasting BG < 100 mg/dL symptoms during adjustments may be
or < 5.6 mmol/L) adaptation) required
Diabetic Occurs with insulin deficiencyin ~ Usually >3 Usually high (> 200 Metabolic ~ Abdominal pain, nausea, The most common
ketoacidosis T1DM; occasionally in T2DM. mg/dLor> 11 mmol/L). ~ acidosis vomiting, fatigue, confusion,  type of ketoacidosis
Unregulated lipolysis and high No threshold in the (PH<7.3)  vision changes, dehydration,
ketone levels setting of known polyuria, polydipsia and
diabetes® rapid breathing
Pharmacological SGLT2 inhibitors (and others, >3 Normal or elevated Metabolic ~ Keep a low threshold to Rare complication®
(often euglycaemic e.g. acetazolamide) acidosis check for diabetic Use of ketone metres
ketoacidosis) More likely to occur with other ketoacidosis (DKA) if a for higher-risk patients
See ‘Medicationand  metabolic stressors such as patient on SGLT2 inhibitor (establish normal
monitoring’ section  illness or prolonged fasting® reports feeling unwell, with ~ range)
(medication nausea or vomiting for no
interactions) apparent reason, even if

glucose levels are normal or
better than before

Starvation ketosis Occurs after 2-3 days of total >3 Low/normal blood Normalor  Nausea, vomiting, abdominal  May overlap with
(physiological) may ~ fasting glucose progresses  pain, fatigue and dehydration  alcohol ketoacidosis,
progress to Ketoacidosis may occur in to lactation ketoacidosis
ketoacidosis®e conjunction with other metabolic

conditions, supplementation acidosis

with exogenous ketones® or
illnesses, e.g. nausea and
vomiting, dehydration,
disordered eating, pregnancy
and lactation, malnutrition and
gastric band complications

Source: Adapted from Hite A, Cavan D, Cucuzzella M, et al. TCR implementation guide [homepage on the Internet]. Society of Metabolic Health Practitioners; 2022 [cited 2021 Feb 25]. Available
from: https://www.metabolicpractitioners.org/clinical-guidelines/*”

Note: Please see the full reference list of the article, Rice SM, Buchanan LA, Calkins MW, et al. A Delphi consensus-based guideline for the implementation of therapeutic carbohydrate reduction
in metabolic disorders. J. metab. health. 2026;9(1), a152. https://doi.org/10.4102/jmh.vSi1.152, for more information.

BG, blood glucose; TIDM, type 1 diabetes; T2DM, type 2 diabetes; SGLT2, sodium-glucose co-transporter.
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TABLE 1: Summary of Delphi rounds.

Round Summary
0 The base document was submitted to the panel.

1 Structural rewrite to streamline and synthesise comments.

2 Further iteration and synthesis of comments.

3 Minor edits. No changes to core statements.

4 Anonymous survey. Panel consensus achieved. Several minor

comments submitted for consideration.

Final Steering committee approves minor clarifications and approves the

Note: This table reflects our process at each round, which was unique to this study.
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TABLE 2: Current definitions of metabolic syndrome.

Source Central adiposity Serum TG HDL-c BP (mm/Hg) Other
ATP Il Definition
Any three or more of the  WC > 102 cm in men, >150 mg/dL (17 mmol/l) <40 mg/dL(1.0mmol/l)  >130/85 Fasting serum glucose = 100
following criteria >88 cm in women in men, < 50 mg/dL mg/dL (5.6 mmol/L)
(1.3 mmol/I) in women
WHO Definition
Diabetes or IFG or IGTor  Waist-to-hip ratio: >0.90 ~ >150 mg/dL (L7 mmol/l) <35 mg/dL (0.9 mmol/l) > 140/90 Urinary albumin excretion

insulin resistance, plus at
least 2 of the following
criteria

Source: Adapted from Grundy SM, Cleeman Ji, Daniels SR, et al. Diagnosis and management of the metabolic syndrome. Circulation. 2005;112(1

in men, > 0.85 in women

in men and < 40 mg/dL
(1.0 mmol/l) in women

:2735-2752. https:,

rate > 20 pg/min or albumin/
creatinine ratio > 30 mg/g

doi.org/10.1161/

CIRCULATIONAHA.105.169404 * and Volek JS, Feinman RD. Carbohydrate restriction improves the features of metabolic syndrome. Metabolic syndrome may be defined by the response to
carbohydrate restriction. Nutr Metab (Lond). 2005;2:31. https://doi.org/10.1186/1743-7075-2-31 "

WC, waist circumference; IFG, impaired fasting glucose; IGT, impaired glucose tolerance; WHO, World Health Organization; ATP, adenosine triphosphate; BP, blood pressure; HDL-c, high-density

lipoprotein cholesterol.





