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The ketogenic diet (KD) is a therapeutic option for individuals with sarcopenic obesity due to its positive effect on VAT,

adipose tissue, cytokines such as blood biochemistry, gut microbiota, and body composition. A KD’s macronutrient profile

is composed of 55 to 60% lipids, 30 to 35% protein, and 5 to 10% carbohydrates. This causes nutritional ketosis, in which

fatty acids undergo partial beta-oxidation to produce ketone bodies, which are then used as a source of energy. Ketone

bodies are used to replace glucose as a source of energy in most tissues throughout time. KD plays a role in treating

nonalcoholic fatty liver disease (NAFLD) by lowering hunger and concurrently decreasing carbohydrate consumption,

owing to two separate pathways, which include the general reduction of body weight and the modulation of insulin levels.
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1. The Effect of KD in Reduction of Inflammation

Cytokines are tiny proteins that cells produce and have a specific influence on cell interactions and communication.

Cytokines can have an autocrine or paracrine effect on the cells that secrete them, as well as on neighboring cells and, in

certain cases, distant cells (endocrine action). Pro-inflammatory and anti-inflammatory cytokines are both present .

Adipocytes and adipose tissue leukocytes release proinflammatory cytokines and leptin, which have a direct catabolic

effect on muscle cells and also act indirectly via IR, reducing the anabolic effect of insulin on muscle cells .

Lim et al.  investigated the links between the chemokine monocyte chemoattractant protein-1 (MCP-1) and sarcopenia,

obesity, and the SO characteristics in groups of older persons. Of the 143%, 25.2% were normal, 15.4% were sarcopenic,

48.3% were obese, and 11.2% were SO. MCP-1 levels were shown to be significantly higher in obese and SO patients,

validating the idea of chronic inflammation caused by excess adiposity. As a result, inflammatory cytokines appear to have

a key role in the pathogenesis of obesity.

Roubenoff et al.  found that aging is linked to increased production of catabolic cytokines, decreased circulating levels of

insulin-like growth factor-1 (IGF-1), and sarcopenia acceleration (loss of muscle with age). The findings showed that

higher levels of the catabolic cytokines TNF-alpha and interleukin-6 (IL-6), are linked to increased mortality in community-

dwelling elderly adults, whereas insulin like growth factor-1 (IGF-1) levels have the opposite effect . Chronic use of

KD, on the other hand, causes the host to synthesize adenosine triphosphate (ATP) utilizing -hydroxybutyrate and

reduces NOD-like receptor P3 (NLRP3) mediated inflammation. Similar studies indicated that the KD reduced fat mass in

numerous fat depots, including visceral fat . There-fore these findings are not applicable to all circumstances.

In diabetic and insulin-resistant conditions, elevated levels of TNF, IL-6, and IL-8 have all been recorded. Through

autocrine and paracrine signaling, obesity-induced alterations in skeletal muscle, adipose tissue, and the liver cause

localized inflammation and IR. IR in distant tissues is caused by endocrine-mediated interaction between insulin target

tissues. The net result of these alterations is systemic inflammation and IR .

2. Effect of KD on Visceral Adipose Tissue in Sarcopenic Obesity

Visceral obesity is also linked to metabolic syndrome and insulin resistance indica-tors. VAT synthesizes and secretes

various hormones to communicate with other central and peripheral organs as a metabolically active organ. Adipokines

are hormones that are directly linked to metabolic balance, emphasizing the importance of adipose tissue in the regulation

of energy homeostasis . For different malignancies, visceral fat gain and muscle loss have been recognized as

unfavorable prognostic variables .

Low muscle mass and quality, as well as visceral adiposity and sarcopenic visceral obesity, are all linked to death and

recurrence after pancreatic cancer resection . Ketone bodies are crucial alternative fuels that allow humans to survive
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in periods of glucose deficiency caused by fasting or extended activity. Chronic use of KD, on the other hand, causes the

host to generate ATP utilizing -hydroxybutyrate and reduces NLRP3-mediated inflammation .

Cunha et al.  found weight loss in the very low-calorie ketogenic (VLCK) diet group with VAT reduction in a trial of 46

patients. Another investigation on adiposity parameters and orexin-A serum profile by Valenzano et al.  found similar

results, namely that the VLCK diet reduced VAT, improving adiposity and blood biochemistry, while Orexin-A levels

considerably rose after dietary treatment.

A recent study suggests that the mechanism by which KD causes visceral fat loss could be related to the satiety-

increasing effect of higher dietary protein, and that this effect could be regulated by appetite-mediating hormones such as

leptin, which is produced by adipose cells and is involved in the regulation of energy balance and fat storage by

suppressing hunger .

Bertoli et al.  looked at how a 12-week KD altered adipose tissue activity indicators, VAT, and subcutaneous fat in

children with glucose transporter 1 deficiency syndrome. Despite being a high-fat diet, the results showed lower fasting

insulin levels, implying that KD had no effect on abdominal fat distribution over a short period of time.

3. Effect of KD on Nonalcoholic Fatty Liver Disease (NAFLD) in
Sarcopenic Obesity

NAFLD is a condition in which fat accumulates in the liver and is one of the most common types of chronic liver disease in

industrialized countries . In Western countries, the prevalence of NAFLD is estimated to be 20–30% in the general

population; in obese populations, this increases to 57.5–74% . Insulin activity affects both the liver and the muscle.

IR is thought to play a role in the pathogenesis of both NAFLD and sarcopenia. NAFLD is now recognized as both a

cause and a result of IR. Hepatic steatosis is the initial stage of NAFLD, defined by intrahepatic triglyceride (IHTG) values

greater than 55 mg/g liver (5.5%) or when more than 5% of hepatocytes show histological signs of triglyceride storage .

Petta et al.  reported the presence of fibrosis in sarcopenic patients to the extent that the prevalence of sarcopenia was

linearly associated with the severity of fibrosis (OR 2.36, CI 1.16–4.77, p = 0.01). Furthermore, the presence of

sarcopenia was seen in 48.3% of patients with severe fibrosis compared to 20.4% in the mild fibrosis group (i.e., a fibrosis

grade less than or equal to two (p < 0.01)).

Obesity and IR, which are both common in NAFLD, play a critical role in the pathogenesis of liver damage and the

advancement of cirrhosis and end-stage complications . Other potential disease progression mechanisms (vitamin D

insufficiency, hyperuricemia, industrial fructose intake, menopausal status, etc.) have been hypothesized, and they are

typically shared by NAFLD, obesity, and IR, further complicating the complicated interplay between NAFLD and metabolic

dysfunction . Tendler et al.  found that a low-carbohydrate, KD reduced mean weight by −12.8 kg and improved

histologic fatty liver disease after six months in research on the effect of low-carbohydrate, KD on NAFLD. Watanabe et al.

 recently published a study that found that a low-carbohydrate diet (LCD) improves liver fat metabolism in obese

NAFLD patients.

Browning et al.  used a carbohydrate-restricted (20 g/d) or calorie-restricted (1200–1500 kcal/d) diet on NAFLD

individuals for two weeks vs. an isocaloric formula as a placebo in a clinical investigation. The weight reduction was

observed to be similar in both groups (−4.0 1.5 kg in the calorie-restricted group and −4.6 1.5 kg in the carbohydrate-

restricted group). Although liver triglycerides reduced with weight loss, they decreased much more in carbohydrate-

restricted patients (−55 14%) than in calorie-restricted subjects (−28 23%).

Mice lose weight, develop ketosis, and produce hepatic gene expression patterns that suggest reduced de novo

lipogenesis and increased fatty acid oxidation when fed a micronutrient supplemented KD that is high in fat (93.3% kcal),

low in carbohydrate (1.8%), and low in protein (4.7%) .

4. Gut Microbiota in Sarcopenic Patients and Effect of Ketogenic Diet

There are up to 1014 bacteria, viruses, fungi, protozoa, and Archaea in the human gut microbiota. This gene pool has

been predicted to be 150 times larger than the host’s, weighing between 175 g and 1.5 kg . Early childhood influences

the composition of the gut microbiota, which is influenced by geographical factors, the method of delivery (vaginal or

cesarean), breastfeeding, weaning age, antibiotic exposure, and dietary regimens . Even though two phyla

(Bacteroidetes and Firmicutes) account for up to 99% of species, the healthy adult gut microbiota contains bacteria from

ten phyla. Bacteroidetes’ average relative abundance is generally inversely proportional to Firmicutes’, and vice versa .
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According to studies, the gut microbiota’s resilience declines around the age of 65, making its overall composition more

sensitive to lifestyle changes, pharmacological therapy such as antibiotics, and disease . Aging is linked to decreased

microbiota richness, higher inter-individual variability, and pathobiont overrepresentation. Given that changes in the

quality, quantity, and function of gut microbiota with age may contribute to chronic inflammation and anabolic resistance,

its role in the development of aging sarcopenia should be explored. Furthermore, therapies that improve microbiome

expression and function may help to reduce age-related decreased muscle performance and the associated negative

clinical outcomes .

Rondanelli et al.  consolidate the present knowledge regarding the human microbiota in the elderly and the effects of

probiotics in the elderly population in a systematic review. The results show that, when compared to the adult population,

elderly people have a lower diversity of microbiota, with lower numbers of Firmicutes, Bifidobacteria, Clostridium cluster

XIV, Faecalibacterium Prausnitzii, Blautia coccoides-Eubacterium rectal, and a higher presence of Enterobacteriaceae

and Bacteroidetes, and a higher presence of Enterobacteriacea It was concluded that differences in the intestinal

microbiota of the elderly may not be caused solely by aging, but may be linked to a decline in general health, malnutrition,

and an increased need for medication, such as antibiotics and nonsteroidal anti-inflammatory drugs, all of which are

common in the elderly .

The age-related changes in gut microbiota composition have been found to promote intestinal mucosa permeability in

experimental models of aging. This phenomenon causes increased systemic absorption of bacterial products, such as

lipopolysaccharide, which activates the inflammatory response and leads to higher levels of pro-inflammatory cytokines

including IL-6 and TNF-alpha in the bloodstream .

Newell et al.  found that feeding a KD to juvenile male C57BL/6 (B6) and BTBR mice for 10–14 days exhibited an

antimicrobial-like effect by considerably lowering overall host bacterial abundance in cecal and fecal waste. KD was also

shown to reverse high Akkermansia muciniphila concentration in BTBR animals’ cecal and fecal matter. In two seizure

mouse models, KD affects the gut microbiome. Seizure protection is conferred through changes in the microbiota, which

are both essential and sufficient. KD decreased gut bacterial alpha diversity in mice while increasing A. muciniphila and

Parabacteroides relative abundance .

KD also raised the relative abundance of putatively beneficial gut microbiota (Akkermansia muciniphila and Lactobacillus)

while decreasing the relative abundance of pu-tatively pro-inflammatory taxa (Akkermansia muciniphila and Lactobacillus)

(Desulfovibrio and Turicibacter). KD also decreased blood glucose levels and body weight while increasing blood ketone

levels, which could be linked to changes in the gut microbiome . The LCD causes fast changes in the gut microbiota,

which raises circulating folate levels and upregulates gene expression in the liver involved in folate-dependent one-carbon

metabolism. Increases in folate-dependent one-carbon metabolism gene expression in the liver appear to be the added

value of LCD. Since folate mediates the conversion of sarcosine to glycine, circulating sarcosine may increase in the

presence of a folate shortage. In mouse fibroblasts, sarcosine stimulates autophagy in a dose-dependent manner, and

changes in myocyte quality control mechanisms (including autophagy) may contribute to sarcopenia .

5. The Effect of KD on Physical Performance in Sarcopenic Obesity

Individuals who resistance train recreationally have been interested in dietary approaches that aid body fat loss while

maintaining or leading to an increase in muscle mass. As a result, there is substantial evidence that increased protein

diets can improve muscle mass increases while having little effect on body fat . Recent research in rats , as well as

prior findings in humans , suggests that following a low-carbohydrate, moderate-protein, high-fat KD can help sustain

muscle mass growth while also reducing adiposity. As a result, the KD is advocated as an obesity-fighting therapy.

After a 12-week KD, obese adults lost weight, improved physical performance, cognitive function, eating behavior, and

metabolic profile, according to a study conducted by Mohorko et al. . The study found a significant reduction in appetite

and body weight (men 18 9 kg vs. women −11 3 kg; p = 0.001), as well as enhanced physical performance (p = 0.001).

Similarly, after a dietary carbohydrate restriction intervention experiment, Anguah et al.  investigated changes in food

cravings and eating behavior. The researchers expected that even after a brief (four-week) period of low-carbohydrate

restriction, decreases in food cravings and improved eating habits would be noticeable. In adult participants, dietary

constraint was shown to be 102% higher, whereas disinhibition and hunger scores were lowered (17% and 22%,

respectively).

Gregory et al.  looked at how a 6-week low-carbohydrate KD and CrossFit program affected body composition and

performance. In comparison to the control group, the low-carbohydrate KD group lost weight, had a lower BMI, and had a

[32]

[33]

[34]

[35]

[36]

[37]

[38]

[39]

[30]

[30] [40]

[30]

[41]

[42]

[43]



lower % body fat. The findings suggest that combining an low-carbohydrate KD with six weeks of CrossFit exercise can

result in significant reductions in percent body fat, fat mass, weight, and BMI while preserving lean body mass and

performance.

References

1. Lim, J.P.; Leung, B.P.; Ding, Y.Y.; Tay, L.; Ismail, N.H.; Yeo, A.; Yew, S.; Chong, M.S. Monocyte chemoattractant protein-
1: A proinflammatory cytokine elevated in sarcopenic obesity. Clin. Interv. Aging 2015, 10, 605–609.

2. Cohen, C.W.; Fontaine, K.R.; Arend, R.C.; Alvarez, R.D.; Leath, C.A., III; Huh, W.K.; Bevis, K.S.; Kim, K.H.; Straughn,
J.M., Jr.; Gower, B.A. A ketogenic diet reduces central obesity and serum insulin in women with ovarian or endometrial
cancer. J. Nutr. 2018, 148, 1253–1260.

3. Roubenoff, R.; Parise, H.; Payette, H.A.; Abad, L.W.; D’Agostino, R.; Jacques, P.F.; Wilson, P.W.F.; Dinarello, C.A.;
Harris, T.B. Cytokines, insulin-like growth factor 1, sarcopenia, and mortality in very old community-dwelling men and
women: The Framingham Heart Study. Am. J. Med. 2003, 115, 429–435.

4. Bertoli, S.; Neri, I.G.; Trentani, C.; Ferraris, C.; De Amicis, R.; Battezzati, A.; Veggiotti, P.; De Giorgis, V.; Tagliabue, A.
Short-term effects of ketogenic diet on anthropometric parameters, body fat distribution, and inflammatory cytokine
production in GLUT1 deficiency syndrome. Nutrition 2015, 31, 981–987.

5. Paoli, A. Ketogenic diet for obesity: Friend or foe? Int. J. Environ. Res. Public Health 2014, 11, 2092–2107.

6. Todoric, J.; Löffler, M.; Huber, J.; Bilban, M.; Reimers, M.; Kadl, A.; Zeyda, M.; Waldhäusl, W.; Stulnig, T.M. Adipose
tissue inflammation induced by high-fat diet in obese diabetic mice is prevented by n−3 polyunsaturated fatty acids.
Diabetologia 2006, 49, 2109–2119.

7. Kinzig, K.P.; Honors, M.A.; Hargrave, S. Insulin sensitivity and glucose tolerance are altered by maintenance on a
ketogenic diet. Endocrinology 2010, 151, 3105–3114.

8. Spranger, J.; Kroke, A.; Möhlig, M.; Hoffmann, K.; Bergmann, M.M.; Ristow, M.; Boeing, H.; Pfeiffer, A.F. Inflammatory
cytokines and the risk to develop type 2 diabetes: Results of the prospective population-based European Prospective
Investigation into Cancer and Nutrition (EPIC)—Potsdam Study. Diabetes 2003, 52, 812–817.

9. Alexopoulos, N.; Katritsis, D.; Raggi, P. Visceral adipose tissue as a source of inflammation and promoter of
atherosclerosis. Atherosclerosis 2014, 233, 104–112.

10. Okumura, S.; Kaido, T.; Hamaguchi, Y.; Kobayashi, A.; Shirai, H.; Yao, S.; Yagi, S.; Kamo, N.; Hatano, E.; Okajima, H.;
et al. Visceral Adiposity and Sarcopenic Visceral Obesity are Associated with Poor Prognosis After Resection of
Pancreatic Cancer. Ann. Surg. Oncol. 2017, 24, 3732–3740.

11. Zhang, J.M.; An, J. Cytokines, inflammation, and pain. Int. Anesthesiol. Clin. 2007, 45, 27–37.

12. Baumgartner, R.N.; Wayne, S.J.; Waters, D.L.; Janssen, I.; Gallagher, D.; Morley, J.E. Sarcopenic obesity predicts
instrumental activities of daily living disability in the elderly. Obes. Res. 2004, 12, 1995–2004.

13. Goldberg, E.L.; Shchukina, I.; Asher, J.L.; Sidorov, S.; Artyomov, M.N.; Dixit, V.D. Ketogenesis activates metabolically
protective γδ T cells in visceral adipose tissue. Nat. Metab. 2020, 2, 50–61.

14. Cunha, G.M.; Correa de Mello, L.L.; Hasenstab, K.A.; Spina, L.; Bussade, I.; Prata Mesiano, J.M.; Coutinho, W.;
Guzman, G.; Sajoux, I. MRI estimated changes in visceral adipose tissue and liver fat fraction in patients with obesity
during a very low-calorie-ketogenic diet compared to a standard low-calorie diet. Clin. Radiol. 2020, 75, 526–532.

15. Valenzano, A.; Polito, R.; Trimigno, V.; Di Palma, A.; Moscatelli, F.; Corso, G.; Sessa, F.; Salerno, M.; Montana, A.; Di
Nunno, N.; et al. Effects of Very Low-Calorie Ketogenic Diet on the Orexinergic System, Visceral Adipose Tissue, and
ROS Production. Antioxidants 2019, 8, 643.

16. Kong, Z.; Sun, S.; Shi, Q.; Zhang, H.; Tong, T.K.; Nie, J. Short-Term Ketogenic Diet Improves Abdominal Obesity in
Overweight/Obese Chinese Young Females. Front. Physiol. 2020, 11, 856.

17. Takamura, T.; Misu, H.; Ota, T.; Kaneko, S. Fatty liver as a consequence and cause of insulin resistance: Lessons from
type 2 diabetic liver. Endocr. J. 2012, 59, 745–763.

18. Petta, S.; Ciminnisi, S.; Di Marco, V.; Cabibi, D.; Cammà, C.; Licata, A.; Marchesini, G.; Craxì, A. Sarcopenia is
associated with severe liver fibrosis in patients with non-alcoholic fatty liver disease. Aliment. Pharmacol. Ther. 2017,
45, 510–518.

19. Petta, S.; Cammà, C.; Cabibi, D.; Di Marco, V.; Craxì, A. Hyperuricemia is associated with histological liver damage in
patients with non-alcoholic fatty liver disease. Aliment. Pharmacol. Ther. 2011, 34, 757–766.



20. Petta, S.; Muratore, C.; Craxì, A. Non-alcoholic fatty liver disease pathogenesis: The present and the future. Dig. Liver
Dis. 2009, 41, 615–625.

21. Calvani, R.; Picca, A.; Marini, F.; Biancolillo, A.; Gervasoni, J.; Persichilli, S.; Primiano, A.; Coelho-Junior, H.J.; Bossola,
M.; Urbani, A.; et al. A Distinct Pattern of Circulating Amino Acids Characterizes Older Persons with Physical Frailty and
Sarcopenia: Results from the BIOSPHERE Study. Nutrients 2018, 10, 1691.

22. Tendler, D.; Lin, S.; Yancy, W.S.; Mavropoulos, J.; Sylvestre, P.; Rockey, D.C.; Westman, E.C. The effect of a low-
carbohydrate, ketogenic diet on nonalcoholic fatty liver disease: A pilot study. Dig. Dis. Sci. 2007, 52, 589–593.

23. Watanabe, M.; Tozzi, R.; Risi, R.; Tuccinardi, D.; Mariani, S.; Basciani, S.; Spera, G.; Lubrano, C.; Gnessi, L. Beneficial
effects of the ketogenic diet on nonalcoholic fatty liver disease: A comprehensive review of the literature. Obes. Rev.
2020, 21, e13024.

24. Watanabe, M.; Risi, R.; Camajani, E.; Contini, S.; Persichetti, A.; Tuccinardi, D.; Ernesti, I.; Mariani, S.; Lubrano, C.;
Genco, A.; et al. Baseline HOMA IR and Circulating FGF21 Levels Predict NAFLD Improvement in Patients Undergoing
a Low Carbohydrate Dietary Intervention for Weight Loss: A Prospective Observational Pilot Study. Nutrients 2020, 12,
2141.

25. Browning, J.D.; Baker, J.A.; Rogers, T.; Davis, J.; Satapati, S.; Burgess, S.C. Short-term weight loss and hepatic
triglyceride reduction: Evidence of a metabolic advantage with dietary carbohydrate restriction. Am. J. Clin. Nutr. 2011,
93, 1048–1052.

26. Kennedy, A.R.; Pissios, P.; Otu, H.; Xue, B.; Asakura, K.; Furukawa, N.; Marino, F.E.; Liu, F.F.; Kahn, B.B.; Libermann,
T.A.; et al. A high-fat, ketogenic diet induces a unique metabolic state in mice. Am. J. Physiol. Endocrinol. Metab. 2007,
292, 1724–1739.

27. Longland, T.M.; Oikawa, S.Y.; Mitchell, C.J.; DeVries, M.C.; Phillips, S.M. Higher compared with lower dietary protein
during an energy deficit combined with intense exercise promotes greater lean mass gain and fat mass loss: A
randomized trial. Am. J. Clin. Nutr. 2016, 103, 738–746.

28. Holland, A.M.; Kephart, W.C.; Mumford, P.W.; Mobley, C.B.; Lowery, R.P.; Shake, J.J.; Patel, R.K.; Healy, J.C.;
McCullough, D.J.; Kluess, H.A.; et al. Effects of a ketogenic diet on adipose tissue, liver, and serum biomarkers in
sedentary rats and rats that exercised via resisted voluntary wheel running. Am. J. Physiol.—Regul. Integr. Comp.
Physiol. 2016, 311, R337–R351.

29. Duranti, S.; Lugli, G.A.; Mancabelli, L.; Armanini, F.; Turroni, F.; James, K.; Ferretti, P.; Gorfer, V.; Ferrario, C.; Milani,
C.; et al. Maternal inheritance of bifidobacterial communities and bifidophages in infants through vertical transmission.
Microbiome 2017, 5, 66.

30. Million, M.; Journal, D.R.-H.M. Linking gut redox to human microbiome. Elsevier 2018, 10, 27–32.

31. Claesson, M.; Jeffery, I.; Conde, S.; Nature, S.P. Gut microbiota composition correlates with diet and health in the
elderly. Nature 2012, 488, 178–184.

32. Ticinesi, A.; Nouvenne, A.; Cerundolo, N.; Catania, P.; Prati, B.; Tana, C.; Meschi, T. Gut Microbiota, Muscle Mass, and
Function in Aging: A Focus on Physical Frailty and Sarcopenia. Nutrients 2019, 11, 1633.

33. Ticinesi, A.; Lauretani, F.; Milani, C.; Nouvenne, A.; Tana, C.; Del Rio, D.; Maggio, M.; Ventura, M.; Meschi, T. Aging Gut
Microbiota at the Crossroad between Nutrition, Physical Frailty, and Sarcopenia: Is There a Gut-Muscle Axis? Nutrients
2017, 9, 1303.

34. Rondanelli, M.; Giacosa, A.; Faliva, M.A.; Perna, S.; Allieri, F.; Castellazzi, A.M. Review on microbiota and effectiveness
of probiotics use in older. World J. Clin. Cases 2015, 3, 156–162.

35. Dethlefsen, L.; Huse, S.; Sogin, M.L.; Relman, D.A. The pervasive effects of an antibiotic on the human gut microbiota,
as revealed by deep 16s rRNA sequencing. PLoS Biol. 2008, 6, 2383–2400.

36. Thevaranjan, N.; Puchta, A.; Schulz, C.; Naidoo, A.; Szamosi, J.C.; Verschoor, C.P.; Loukov, D.; Schenck, L.P.; Jury, J.;
Foley, K.P.; et al. Age-Associated Microbial Dysbiosis Promotes Intestinal Permeability, Systemic Inflammation, and
Macrophage Dysfunction. Cell Host Microbe 2017, 21, 455–466.

37. Newell, C.; Bomhof, M.R.; Reimer, R.A.; Hittel, D.S.; Rho, J.M.; Shearer, J. Ketogenic diet modifies the gut microbiota
in a murine model of autism spectrum disorder. Mol. Autism 2016, 7, 37.

38. Xie, G.; Zhou, Q.; Qiu, C.Z.; Dai, W.K.; Wang, H.P.; Li, Y.H.; Liao, J.X.; Lu, X.G.; Lin, S.F.; Ye, J.H.; et al. Ketogenic diet
poses a significant effect on imbalanced gut microbiota in infants with refractory epilepsy. World J. Gastroenterol. 2017,
23, 6164–6171.

39. Tagliabue, A.; Ferraris, C.; Uggeri, F.; Trentani, C.; Bertoli, S.; de Giorgis, V.; Veggiotti, P.; Elli, M. Short-term impact of a
classical ketogenic diet on gut microbiota in GLUT1 Deficiency Syndrome: A 3-month prospective observational study.
Clin. Nutr. Eur. Soc. Clin. Nutr. Metab. 2017, 17, 33–37.



40. Wilson, J.M.; Lowery, R.P.; Roberts, M.D.; Sharp, M.H.; Joy, J.M.; Shields, K.A.; Partl, J.M.; Volek, J.S.; DʼAgostino,
D.P. Effects of Ketogenic Dieting on Body Composition, Strength, Power, and Hormonal Profiles in Resistance Training
Men. J. Strength Cond. Res. 2020, 34, 3463–3474.

41. Mohorko, N.; Černelič-Bizjak, M.; Poklar-Vatovec, T.; Grom, G.; Kenig, S.; Petelin, A.; Jenko-Pražnikar, Z. Weight loss,
improved physical performance, cognitive function, eating behavior, and metabolic profile in a 12-week ketogenic diet
in obese adults. Nutr. Res. 2019, 62, 64–77.

42. Anguah, K.; Syed-Abdul, M.; Hu, Q.; Jacome-Sosa, M.; Heimowitz, C.; Cox, V.; Parks, E. Changes in Food Cravings
and Eating Behavior after a Dietary Carbohydrate Restriction Intervention Trial. Nutrients 2019, 12, 52.

43. Gregory, R.M. A Low-Carbohydrate Ketogenic Diet Combined with 6-Weeks of Crossfit Training Improves Body
Composition and Performance. Int. J. Sport. Exerc. Med. 2017, 3, 54.

Retrieved from https://encyclopedia.pub/entry/history/show/48587


