
  

1 | Advances in Nutrition and Food science, Volume 2019, Issue 07 

 

 

 
 

The Mysterious Low Carb Diet – Reckon with Oncology 
 

István G Télessy* 

 

Department of Pharmaceutics, University of Pécs, 7624, Honvéd u. 3. and MedBioFit Lpt. Gödöllő, 2100, 

Fácán sor 25. Hungary 

 
 

 

 
 

 

 

Abstract 
 

       Targeted composition of daily meal and artificial nutrition 

may influence output of diseases by modification of metabolic 

pathways. Carbohydrate restriction is one of the dietary 

interventions that has proved medical impact. Ketogenic diet 

(KD), the extreme version or low carb diets (LCDs) in 

epilepsy treatment became a standard treatment modality in 

drug-resistant forms. Based on the safety of its use over 20 

years attempts have been made to influence other diseases, 

too. Here we review the results in neurology, metabolic 

diseases (metabolic syndrome), the cardiovascular diseases 

and others. One of the most controversial is its use in cancer 

patients therefore we survey the relevant preclinical and 

clinical research activities. We summarize the recent results 

and highlight the limitations.  
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Introduction 
 

       Appropriately tailored diet regimens may help 

maintaining health additionally might be useful in weight 

reduction and, in many other disease states. Regular western-

type food contains ca. 55% carbohydrate, 30% fat and 15-20% 

protein. Healthy diet recommendation of US Dietary 

Association is 45-65% carbohydrate + 20-35% fat + 10-35% 

protein [1]. Consensus statement of ADA emphasize the 

importance of medical nutrition therapy for management 

(prevention and treatment) of diabetes however does not 

recommend macronutrient proportions [2]. Even the UK 

Government Dietary Recommendations contain similar data to 

USDA figures [3]. Notwithstanding, therapeutic nutrition with 

isocaloric low carbohydrate/high fat containing food (eg. 

modified Atkins diet) or nutrients recently became a popular 

theme in the nutrition research. In general, low carbohydrate 

diet (often called as low carb diet; LCD) means all diets and 

enteral nutrition modalities containing less than 50% 

carbohydrate (50-150 g/day) and more than 35% fat, including 

the ketogenic diet (KD)/ ketogenic enteral nutrition (KEN). 

KD and KEN are used as standard nutritional therapeutic tools 

in intractable epilepsy since 1921 however they are used in 

various treatment approaches. Along with calorie restriction 

low carb diet can be recommended for weight control and the 

ketogenic diet for certain forms of neurological disorders, 

inclusive migraine headache. Recently case reports were 

published about beneficial effect of ketogenic diet in heart 

failure, and controversial experiences with certain types of 

cancer, too. Therapeutic results are variable, according to the 

illness, the macronutrient composition, the adherence and 

many other factors. Metabolic background and practical use of 

this nutrition is discussed in the article. 

 

 

Brief Overview of Physiology and Pathophysiology of 

Ketogenic Diet  
 

       In non-fasting individuals blood ketone concentration is 

below 0, 3 mmol/L. When patients are fasting or permanently 

eat food with drastically reduced catbohydrate content, serum 
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ketone levels rise to 2-8 mmol/L. This is the transient ketosis 

that is a normal physiological condition, called also 

„physiological ketosis”. As in this instance natural sources of 

glucose production are missing, glucose reserves are 

exhausted and the necessary glucose is made from aminoacids 

(glucogenic AAs) and from glycerol originates from fat 

decomposition. This is the situation in conditions of ketogenic 

diet as well. Dominantly the liver produces ketone bodies, 

mainly acetoacetate that convert to acetone and beta-

hydroxybutyrate (BHB). The former one is volatile therefore it 

is exhaled but BHB can turn back with help of beta-

hydroxybutyrate dehidrogenase to acetoacetate and further on 

to two molecules of acetyl-CoA (Figure 1). 

 

 
 

Figure 1: Recirculation of Ac-CoA in ketone body formation pathway. 

 

      

This compound is precursor for the Krebs-cycle (citric acid 

cycle) in order to make energy via oxidative phosphorylation. 

Should this pathway blocked due to lack of carbohydrates or 

because too much fats are oxidized thus too much acetyl-CoA 

were produced, the ketogenetic pathway becomes the 

dominant way and acetoacetate is produced in surplus (Table 

1).  

 

100 g of: glucos

e 

acetoacet

ate 

beta-hydroxybutyrate 

generates g 

ATP 

8.7 9.4 10.5 

Modified after [4]. 

 

Table 1: Amounts of ATP generated from different sources. 

 

       In the group of LCDs classical ketogenic diet plays a 

specific role. The selective capacity of neurons in utilization 

of ketone bodies make this type of food and enteral nutrition 

able to support anti-seizure therapy. KD and KEN usually 

contains less than 20% (or 20 g/day) carbohydrate and more 

than 50% fat counted in energy density. During the past 60-80 

years this type of aggressive therapeutic intervention regularly 

became a preferred or dispreferred choice of treatment apart of 

the representatives of modern pharmacotherapy. General 

safety of this type of treatment is, however, not questioned and 

several developed artificial nutrients based on this concept in 

order to make this nutrient palatable. After therapeutic success 

of ketogenic diet in epilepsy attempts have been made to cure 

also patients with several other illnesses incl. forms of cancer 

disease. Patients with obesity, NAFLD/NASH, heart failure, 

neurological and neurodegenerative diseases, inborn errors of 

metabolism and exercise performance were the subjects of 

clinical trials with LCD [5]. 

  

Ketogenic Diet as Treatment Option 
 

       Classical ketogenic diet of 4:1 ratio refers to 4g fat to 1g 

carbohydrate + protein composition. This means 32 kcal fat 

and 4 kcal (carbohydrate plus protein) where the total daily 

protein content should be not less than 1 g/kgBW. For a 70 kg 

body weight outpatient requiring ca. 2.500 kcal energy per 

day, this recommendation suggests a dose of ca. 70 g protein, 

50 g carbohydrate and 225 g fat (triglycerides of long-chain 

fatty acids) each day. Due to the low adherence with this 

composition 3:1 and 2:1 macronutrient ratios were also 

recommended by various authors. Different ketogenic diets 

(Table 2) were tested as non-pharmacological treatment 

option in several illness in the past.  
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 Carbohydrate Protein Fat/Lipid 

Classical 

Ketogenic Diet 

2 8 90 

Mild Ketogenic 

Diet (FedPract) 

5 20 75 

Modified Atkins 

Diet 

5-10 30-35 55-65 

Medium Chain 

Triglyceride Diet 

35 20 45 

Western-Type Diet 55 15 30 

Standard Diet 50 15 35 

  

Table 2: Some of the therapeutic low carbohydrate diet 

compositions in calorie %. 

 

      Earliest attempts have been registered in the field of 

neurological disorders, inclusive epilepsy, where low carb diet 

and the classical KD is still accepted therapeutic modality [6]. 

Some types of epilepsy, especially certain drug-therapy 

resistant and inborn error induced epilepsies can only be 

treated by this intervention. Honestly, the mechanism of action 

is even today poorly understood but it works. There are 

several suggestions, among others microbiota affected by the 

ketogenic diet also raised as a possible theory [7]. To date, 

ketogenic diet is used as treatment option of other pathological 

conditions like cardiovascular diseases, obesity (metabolic 

syndrome), etc. as well. Main features of this therapies are as 

follows: 

 

Obesity and Related Disorders 

 

       The use of KD in obesity based on the dual metabolic 

action of KD: the control of hunger (central satiety signaling 

effect) and on the improvement of fat oxidation [8]. Today 

more and more endocrinological background revealed e.g. that 

despite the acute changes in orexigenic ghrelin and 

anorexigenic leptin levels after 12 months of KD ingestion 

these hormones return to normal, it means the appetite-

regulating peripheral hormones are not down regulated by 

chronic ketosis [9]. Animal studies revealed that increased 

energy expenditure is due to increase in expression of genes 

involved in fatty acid oxidation and decrease in that of lipid 

synthesis [10]. It is to stress that human studies generally 

demonstrate a loss of both fat mass and lean mass only during 

low calorie low carb diet. Some authors suggest that reduced 

energy intake often accompanied with LCHF diet and this is 

responsible for weight loss plus related metabolic and 

functional improvements [11]. In trained men, however no 

decrease in lean body mass was observes beside the positive 

effects (decrease) in total fat mass and visceral adipose tissue 

measured with DEXA [12]. 

 

        Effect of LCD incl. KD in non-alcoholic fatty liver 

disease (NAFLD), which is present in 90% of obese, is 

controversial therefore use of low carb diet to improve 

NAFLD is incorrect. In contrast T2DM patients profit from 

low carb diet because of the better control of glucose 

homeostasis and reduction in antidiabetic medication [13]. 

The first mentioning of low carb diet in conjunction with 

diabetes in the PubMed database goes back to 1825 when AG 

Mitchell from Cincinatti, USA explained that children with 

diabetes mellitus should be kept on ketogenic diet consisting 

of 1g carbohydrate and 2 – 2,5 g fat per pound of body weight 

beside ample protein intake [14]. LCDs seems to be beneficial 

also to kidney function. Juraschek et al. published an RCT 

study with 163 overweight/obese patients having diabetes or 

kidney disease and learned that reducing percentage of 

carbohydrate by increasing proportion of protein and fat 

increased GFR of the patients [15]. 

 

Cardiovascular Diseases 

 

       Low carbohydrate diet in human beings exerts an 

effective anti-hyperlipidemic effect. Authors report reduction 

in total cholesterol, triglyceride and LDL-cholesterol levels 

whereast the HDL-cholesterol improves during and after 

introduction of low carb diet. de Koning concluded from a 

prospective cohort of more than 2600 patients that LCD with 

protein and fat originate from red and processed meat has the 

best LDL-cholesterine lowering effect [16]. With regards to 

the heart failure, more than 20 years ago it has been revealed 

that in congestive heart failure serum ketone body levels 

increased in proportion to the severity of dysfunction [17]. 

Today we know that ketone bodies increase myocardial blood 

flow and are important cardiac fuels and vasodilatators [18]. 

Moreover ex vivo studies demonstrated that hypertrophied and 

failure heart shifts to ketone bodies as significant source for 

oxidative ATP production [19]. 

 

Neurology Inclusive Migraine 

 

       Ketogenic diet has been found beneficial in various 

neurologic diseases. The relatively high therapeutic success 

rate in intractable epilepsy seems to be evidence for more than 

20 years. The mechanism of action is however still 

controversial because the ketone body levels often do not 

correlate with the anti-seizure effect, moreover with low 

glycemic index diet similar antiepileptic success can be 

reached without systemic ketonemia [20]. In various 

neurological diseases, like Alzheimer’s disease, stroke, 

traumatic brain injuries, amyotrophic lateral sclerosis, 

Huntington’s disease, Parkinsons’s disease multiple sclerosis 

were running more or less successful studies [21]. Some 10 

years ago successful administration of ketogenic agent (MCT 

oil) was reported in Alzheimer’s disease [22]. However the 

therapeutic exploitation has not yet been done [23]. In other 

neurological directions: research groups studied thoroughly 

the effect of ketogenic diet and ketone-body supplementation 

in patients with various migraine types and found positive [24, 

25] or moderately positive effect [26, 27], but in summary 

LCD is a useful alternative in this difficult-to-treat illness. 
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Apart from dietary intervention inducing ketogenic sequels 

administration of exogenic ketones are recently also included 

in the therapeutic armamentarium [28]. 

 

Oncology 
 

       Some 100 years ago, Otto H. Warburg invented an idea, 

later called as „Warburg hypothesis” or „Warburg effect” that 

firstly intended to explain cancer cell energy metabolism. He 

stated based on his research activities that cancer cells use a 

specific glucose-utilization pathway called aerobic glycolysis, 

in presence of sufficient oxygen, to support their proliferation. 

This thesis initiated various metabolic research in the field of 

oncology in order to learn how really the cancerous cells 

work.  

 

        The metabolic pathways behind the curtains, have been 

studied intensively in the past 100 years but still not fully 

understood. Recently, Zhang et al [29] published a summary 

of contemporary interpretations of Warburg effect. The point 

of the hypothesis is that due to the metabolic switch 

recognized in all tumor cell cultures, glucose and glutamine 

metabolism changes consistently in these cells and their 

glucose consumption is many fold higher of that in normal 

cells. It means carbohydrate restriction can (temporarily?) 

limit ATP-production as well as the synthesis of building 

bricks for cancer cell proliferation. From the other side, cancer 

cells use the aerobic glycolysis that provides much less energy 

but the production process is quick in contrast to cell 

respiration thus energy production per time-unit is nearly the 

same [30].  

 

        Unfortunately, some cancer-cell line adapt to the changed 

circumstances after carbohydrate restriction and remain 

proliferative even under glucose-poor conditions. This is 

similar reaction to that of resistance toward classical 

anticancer interventions. Studies demonstrate that á priori 

majority of tumors are glycotropic and only a minority of that 

cell-lines are non-glucotropic, therefore at early phase of the 

LCD mitigation of tumor cell proliferation is expected. Later 

on, due tot he pentose-phosphate shunt and the improved 

lactat utilization the energy deficit can be compensated, 

moreover acetate originating from the accelerated glutamate 

consumption, can be utilized by cancer cells for proliferation. 

Additionally, certain cancer cells are able to let produce 

energy by adjacent healthy cells. All these cellular alterations 

explain the diverse results seen in various preclinical studies 

made with LCDs. The real driver of the switch is not 

discovered yet. 

 

The Preclinical Studies with Cancer Models 
 

        Tumor cell culture experiments as well as animal models 

were developed for test the effect of LCD to tumor 

metabolism for decades. To date much more publications were 

published with use of extreme low carbohydrate content than 

with the moderate carbohydrate consumption. The results 

published till the end of 2017 were summarized by Weber et 

al. They review 13 animal studies with various cancer types 

and it is demonstrated that some of them respond not at all 

(e.g. medulloblastoma, melanoma, kidney cc.), some respond 

partly (eg. glioblastoma, medulloblastoma, protate cancer, 

pancreas cc.) and others respont well (e.g. colon tumor, 

neuroblastoma, lung- and breast cancer) on ketogenic 

nutritional interventions [31]. However, in another study 

glioblastoma responded well to low carb diet in animal studies 

[32]. Other animal studies with neuroblastoma resulted in 

synergistic effect with chemotherapy (cyclophosphamide) in 

xenografted mice [33]. The peritoneal dissemination of tumor 

cells was decreased and the KD-fed mice had longer survival 

time, smaller ascites-production, improved behavior and also 

blood cell count, hematocrite and hemoglobin improved [34]. 

It seems that not only composition of diet or nutrition and the 

type of cancer but genetic predisposition plays a key factor as 

well. In case of melanomas it was demonstrated that different 

melanoma cell-lines react differently to the same nutritional 

interventions. Moreover, recent study revealed the signaling 

basis of high lipid nutrition and the potential pathogenic role 

of dietary fat related ketone body acetoacetate in certain types 

of mutant melanoma cells [35]. In experimental multiple 

prostate cancer models 0% – 10% – 20% carbohydrate 

containing ketogenic diets supported the hypothesis that 

ketogenic diet slows down the tumor growth [36]. Based on 

the finding maybe precision diet/cancer-dependent dietary 

therapy could prevent or attenuate cancer risk and/or the 

cancer progression of patients based on individual genetic 

background. 

 

        The most predictive studies show actually positive (anti-

cancer) response in certain cancer types [37]. Strong 

transferable evidences, however are scarce behind the use of 

ketogenic diet in oncology. 

 

Clinical Experiences 
 

        Ketogenic diet exert beneficial effect in various diseases 

models as described above. More than 10 years ago various 

industrial manufacturers developed low carb clinical nutrition 

products to support the ketogenic nutrition [38]. After this 

action several relatives of patients and oncologists started to 

try this nutritional support in their patients. The tolerability of 

the classical ketogenic diet is generally poor in contrast to the 

normal diet but the success in epilepsy flashed a hope. Not 

groundlessly. A very recent publication reported about a 

randomized controlled study in ovarian and endometrial 

cancer patients treated with ketogenic diet (70% fat, 25% 

protein and 5% carbohydrate [39]. Their statement is that 

adherence of KD and standard diet patients ranged from 57% 

to 80% respectively after 12 weeks and there were no changes 

in blood lipid values between the test-meal and control meal 

groups. In another group of patients (ovarial and endometrial 

cancer) 67% and 56% were the adherence rate in the same 
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sequence, it means more KD nourished patients were adherent 

to the special diet after 12 weeks than in the control group 

[40]. What the effectiveness concerns, recently positive 

therapeutic effects (overall survival) were reported. In a RCT 

involving 40 breast cancer patients taking KD and 40 controls 

under conventional chemotherapy. LCD-fed patients received 

in this trial MCT-fortified ketogenic diet of 75% fat, 19% 

protein and 6% carbohydrate. In this homogenous cancer 

group overall survival was better after 12 week MCT-KD-

nutrition therapy than in control group [41]. Another study 

from 2014 also confirmed the good tolerability of the LCD, 

and displayed a positive interaction with bevacizumab therapy 

[42]. Another recently published clinical trial demonstrated 

synergic effect of LCD with other conventional cancer-

therapeutic modalities. In this metabolically supported 

chemotherapy treatment (MSCT) KD artificially induced 

hypoglycemic condition during the chemotheraputic 

treatment. This was successfully tested in feasibility study (44 

patients with metastatic non-small cell lung cancer) with 

additional ketogenic diet, hyperthermia and hyperbaric oxygen 

therapy [43]. 

 

        Gliomas are metabolically active tumors therefore the 

ketogenic diet is very interesting research target within the 

neuro-oncologists [44]. As early as 1995 there were 

information about positive oncological results and since that 

more publications appeared in this regard [42, 45, 46]. 

    

        The ESPEN Guidelines of 2016 advice: „in weight-losing 

cancer patients with insulin resistance we recommend to 

increase the ratio of energy from fat to energy from 

carbohydrates. This is intended to increase the energy density 

of the diet and to reduce the glycemic load” [47]. This is a 

careful formulation which comprise the positive result we 

realized in increasing number of studies at the same time 

average of the missing evidences. It is clear that more and 

more experiences preferably ensue from RCTs are needed 

with various types of cancer. Maybe this is not so far away. 

 

Safety 
 

        Safety data of low carb diet and its extreme form the 

ketogenic diet go back to ca. 100 years ago. During this time 

periode plenty of experiences were gethered in order to state 

safety of this therapeutic option. Accumulated information 

concluded in reliable efficacy and relative safety. There are 

known contraindications, eg. it is not recommended for 

patients having uncontrolled diabetes, and pancreatitis, liver 

failure, dysfunction of fat-metabolism, carnitine deficiency are 

also among mentioned reasonds to avoid ketogenic diet. And 

there are side effects, too, they will be discussed below. In the 

field of KD induced adverse reactions there are several 

published studies. Earlier there was an obscurity whether KD 

represents an increased risk for hypoglycemia in patients 

especially having instable carbohydrate metabolism like 

diabetes. Recently Loew and coworkes published a study with 

T1DM patients taking less than 55 g carbohydrate per day for 

several years (mean 2,6 years). The study resulted in positive 

outcome from safety point of view as HbA1c levels of the 

patients decreased and time on euglycemic state increased 

while a moderate increase in episodes of hypoglycemia was 

observed [48]. In contranst to the fear based on animal studies, 

in humans KD-induced starvation pseudo-diabetes is a 

benevolent effect and does not mean low carb diet provoke 

T2DM but just on the contrary [49] Despite the positive 

effects a lot of patients discontinuate the KD therapy because 

of the unpalatability of this food. This can be ameliorated with 

various kitchen-techniques. The unpleasant taste of KD 

encourage scientist to find alternative ways to produce and 

maintain ketotic internal conditions. One of these approaches 

is the use of ketogenic drinks [50]. The drinks reported in the 

publication contain ketogenic salt (Na or K salt of BHB), or 

ketone ester (3-hydroxybutyl-3-hydroxybutyrate). Both drinks 

resulted in effective serum ketone body levels. It should be, 

however, mentioned that effects of ketogenic diet show high 

inter-individual differences. Therefore in certain cases (eg. 

epilepsy) the measurement of ketotic state may be necessasry. 

For this reason several tests were developed, best of all seems 

to be the measurement of exhaled acetone that is in good 

correlation with the serum ketone levels [51]. 

 

         Longer lasting KD therapy usually accompanied with 

significant and negative changes in arterial morphology and 

lipid metabolism resulting in dyslipidemia, according to the 

experience in epileptic children [52]. These symptoms are 

mostly reversible if the diet is stopped after 1-2 years [53]. In 

contrast, obese patients on shorter course of low carb diet 

present improvement (decrease) in se-cholesterin levels. 

Interestingly, the lipid profile differs between rodents and 

humans insomach as KD in rodent models associate with 

worsening of lipid parameters [54]. In a 10 years follow-up of 

consistently KD-treated patients there were no lipid-alterations 

and the risk for atherosclerosis did not increased at al [55]. KD 

was considered as increased risk factor for kidney/urinary 

stone formation especially if carboanhydrase inhibitor is 

administered simultaneously. Study of Kossoff could not 

confirm this concerns nevertheless ample hydration is 

recommended for patients on classical KD therapy [56]. 

 

        However, KD may be too drastic metabolic intervention 

in other disorders therefore some scholars suggest to use low 

carb diet (named also as moderately low carbohydrate diet or 

modified Atkins diet (MAD) as well) instead. According to 

Rezaei et al. its efficacy seems to be similar to KD in epileptic 

children [57]. 

  

         It should be, however mentioned that long-term low carb 

high fat diet often leads to vitamin deficiencies due to the 

limited vitamin intake and the subsequent exhaustion of 

reserves. For this reasons during the long lasting LCD therapy 

vitamin supplementation is recommended. 
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Conclusions 
 

        Low carb diet is known therapeutic modality in 

neurology as well as additive therapy in several other 

disorders. Here we reviewed most important fields of 

concerning experiences and trial results. In oncology much 

attempts have been made in order to improve the knowledge 

regarding therapeutic feasibility. Unfortunately, preclinical 

studies are with limited transferability to human beings, 

further there is no two of the LCD trials are alike therefor no 

conclusion can be drown. However strong arguments support 

the safety of this intervention and the individual results are 

very promising. RCTs are badly needed with patients suffering 

from same/very similar forms of diseases and treated with 

same/very similar conventional therapies. 

 

Reference 

 
1. USDA U.S. Department of Health and Human Services 

and U.S. Department of Agriculture. 2015–2020 Dietary 

Guidelines for Americans. 8th Edition. December 2015.  

2. Evert AB, Dennison M, Gardner CD, Garvey WT, Ka 

Hei, et al. (2019) Nutrition therapy for adults with 

diabetes or prediabetes: a consensus report. Diab Care 42: 

731-754.  

3. Nutrition Science Team, Public Health England (2016): 

Government Diet Recommendations. Crown Publ, 

London, UK.  

4. Masood W, Uppaluri KR (2019): Ketogenic diet. e-book 

published by StatPearls LLC, Treasure Island (FL). 

5. Puchalska P, Crawford PA (2017) Multi-dimensional 

roles of ketone bodies in fuel metabolism, signaling and 

therapeutics. Cell Metab 25: 262-284. 

6. Kossoff EH, Zupec-Kania BA, Auvin S, Ballaban-Gil 

KR, Bergquist AGC, et al. (2018) Optimal clinical 

management of children receiving dietary therapies for 

epilepsy: updated recommendations of the International 

Ketogenic Diet Study Group. Epilepsia Open 3: 175-192. 

7. Olson CA, Vuong HE, Yano JM,  Liang QY, Nusbaum 

DJ, et al. (2018) The gut microbiota mediates the anti-

seizure effect of the ketogenic diet. Cell 173:1728-1741. 

8. Paoli A (2014) Ketogenic diet for obesity: friend or foe? 

Int J Environ Res Public Health 11: 2092-2107.  

9. De Amicis R, Leone A, Lessa C, Foppiani A, Ravella S, 

et al. (2019) Long-term effects of a classical ketogenic 

diet on ghrelin and leptin concentrations: a 12 months 

prospective study in a cohort of italian children and adults 

with GLUT1-deficiency syndrome and drug resistant 

epilepsy. Nutrients 11: E1716-E1730. 

10. Kennedy AR, Pissios P, Otu H, Roberson R, Xue B, et al. 

(2007) A high-fat, ketogenic diet induce a unique 

metabolic state in mice. Am J Physiol Endocrinol Metab 

292: E1724-E1739. 

11. Brouns F (2018) Overweight and diabetes prevention: is a 

low-carbohydrate – high-fat diet recommendable? Eur J 

Nutr 57: 1301-1312. 

12. Vargas S, Romance R, Petro JL, Bonilla DA, Galancho I, 

et al. (2018) Efficacy of ketogenic diet on body 

composition during resistance training in trained men: a 

randomized controlled trial. I Int Soc Sports Nutr 15: 31-

40. 

13. Walton CM, PerryK, Hart RH, Berry SL, Bikman BT 

(2019) Improvement in glycemic and lipod profiles in 

type 2 diabetes with a 90-day ketogenic diet. J Diab Res 

2019. 

14. MitchelL AG (1925) The treatment of diabetes mellitus in 

children. Calif Western Med 23: 873. 

15. Juraschek SP, Chang AR, Appel LJ, Anderson CA, Crews 

DC, et al. (2016) Effect of glycemic index and 

carbohydrate intake on kidney function in healthy adults. 

BMC Nephrology 17: 70-79. 

16. de Koning L, Fung TT, Liao X, Chiuve SE, Rimm EB, et 

al.  (2011)  Low-carbohydrate diet scores and risk of type 

2 diabetes in men. Am J Clin Nutr 93: 844-850. 

17. Lommi Y, Kuoari M, Koskinen P, Naveri H, Leininen H, 

et al. (1996) Blood ketone bodies in congestive heart 

failure. J Am Coll Cardiol 26: 665-672. 

18. Gormsen LC, Svart M, Thomsen HH, Sondergaard E, 

Vendelbo MH, et al. (2017) Ketone body infusion with 3-

hydroxybutyrate reduces myocardial glucose uptake and 

increases blood fow in humans: a positron emission 

tomography study. J Am Heart Assoc 6: e005066. 

19. Aubert G, Martin OJ, Horton JL, Lai L, Vega RB, et al. 

(2016) The failing heart relies on ketone bodies as a fuel. 

Circulation 133: 698-705. 

20. Simeone TA, Simeone KA, Strafstrom CE, Rho JM 

(2018) Do ketone bodies mediate the anti-seizure effect of 

the ketogenic diet? Neuropharmacology 133: 233-241.  

21. Koppel SJ, Swerdlow RH (2018) Neuroketotherapeutics: 

a moderne review of a century-old therapy. Neurochem 

Int 117: 114-125. 

22. Henderson ST, Vogel JL, Barr LJ, Garvin F, Jones JJ, et 

al. (2009) Study of the ketogenic agent AC-1202 in mild 

to moderate Alzheimer’s disease: a randomized, double-

blind, placebo-controlled, multicenter trial. Nutr Metabol 

6: 31. 

23. Rusek M, Pluta R, Ulamek-Koziol M, Czuczwar SJ 

(2019) Ketogenic diet in Alzheimer’s disease. Int J Mol 

Sci 20: 3892. 

24. Di Lorenzo C, Bracagkia M, Di Lenola D, Evangelista M, 

Sirianni G, et al. (2016) Cortical functional correlates of 

responsiveness to short-lasting preventive intervention 

with ketogenic diet in migrain: a multimodal evoked 

potentials study. J Headache Pain 17: 58. 

25. Barbanti P, Fofi L, Aurilia C, Egeo G, Caprio M (2017) 

Ketogenic diet in migrain: rationale, findings and 

perspectives. Neurol Sci 38: 111-115. 

26. Gross EC, Klement RJ, Schoenen J, D’Agostino DP, 

Fischer D (2019): Potential protective mechanisms of 

ketone bodies in migraine prevention. Nutrients 11: E811. 

https://health.gov/dietaryguidelines/2015/guidelines/
https://health.gov/dietaryguidelines/2015/guidelines/
https://health.gov/dietaryguidelines/2015/guidelines/
https://www.ncbi.nlm.nih.gov/pubmed/31000505
https://www.ncbi.nlm.nih.gov/pubmed/31000505
https://www.ncbi.nlm.nih.gov/pubmed/31000505
https://www.ncbi.nlm.nih.gov/pubmed/31000505
https://assets.publishing.service.gov.uk/government/uploads/system/uploads/attachment_data/file/618167/government_dietary_recommendations.pdf
https://assets.publishing.service.gov.uk/government/uploads/system/uploads/attachment_data/file/618167/government_dietary_recommendations.pdf
https://assets.publishing.service.gov.uk/government/uploads/system/uploads/attachment_data/file/618167/government_dietary_recommendations.pdf
https://www.ncbi.nlm.nih.gov/books/NBK499830/
https://www.ncbi.nlm.nih.gov/books/NBK499830/
https://www.ncbi.nlm.nih.gov/pubmed/28178565
https://www.ncbi.nlm.nih.gov/pubmed/28178565
https://www.ncbi.nlm.nih.gov/pubmed/28178565
https://www.ncbi.nlm.nih.gov/pubmed/29881797
https://www.ncbi.nlm.nih.gov/pubmed/29881797
https://www.ncbi.nlm.nih.gov/pubmed/29881797
https://www.ncbi.nlm.nih.gov/pubmed/29881797
https://www.ncbi.nlm.nih.gov/pubmed/29881797
https://www.ncbi.nlm.nih.gov/pubmed/29804833
https://www.ncbi.nlm.nih.gov/pubmed/29804833
https://www.ncbi.nlm.nih.gov/pubmed/29804833
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3945587/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3945587/
https://www.ncbi.nlm.nih.gov/pubmed/31349661
https://www.ncbi.nlm.nih.gov/pubmed/31349661
https://www.ncbi.nlm.nih.gov/pubmed/31349661
https://www.ncbi.nlm.nih.gov/pubmed/31349661
https://www.ncbi.nlm.nih.gov/pubmed/31349661
https://www.ncbi.nlm.nih.gov/pubmed/31349661
https://www.ncbi.nlm.nih.gov/pubmed/17299079
https://www.ncbi.nlm.nih.gov/pubmed/17299079
https://www.ncbi.nlm.nih.gov/pubmed/17299079
https://www.ncbi.nlm.nih.gov/pubmed/17299079
https://www.ncbi.nlm.nih.gov/pubmed/29541907
https://www.ncbi.nlm.nih.gov/pubmed/29541907
https://www.ncbi.nlm.nih.gov/pubmed/29541907
https://www.ncbi.nlm.nih.gov/pubmed/29986720
https://www.ncbi.nlm.nih.gov/pubmed/29986720
https://www.ncbi.nlm.nih.gov/pubmed/29986720
https://www.ncbi.nlm.nih.gov/pubmed/29986720
https://www.ncbi.nlm.nih.gov/pubmed/29986720
https://www.ncbi.nlm.nih.gov/pubmed/31485454
https://www.ncbi.nlm.nih.gov/pubmed/31485454
https://www.ncbi.nlm.nih.gov/pubmed/31485454
https://www.ncbi.nlm.nih.gov/pubmed/31485454
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4938908/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4938908/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4938908/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4938908/
https://www.ncbi.nlm.nih.gov/pubmed/21310828
https://www.ncbi.nlm.nih.gov/pubmed/21310828
https://www.ncbi.nlm.nih.gov/pubmed/21310828
https://www.ncbi.nlm.nih.gov/pubmed/8772754
https://www.ncbi.nlm.nih.gov/pubmed/8772754
https://www.ncbi.nlm.nih.gov/pubmed/8772754
https://www.ncbi.nlm.nih.gov/pubmed/28242634
https://www.ncbi.nlm.nih.gov/pubmed/28242634
https://www.ncbi.nlm.nih.gov/pubmed/28242634
https://www.ncbi.nlm.nih.gov/pubmed/28242634
https://www.ncbi.nlm.nih.gov/pubmed/28242634
https://www.ncbi.nlm.nih.gov/pubmed/26819376
https://www.ncbi.nlm.nih.gov/pubmed/26819376
https://www.ncbi.nlm.nih.gov/pubmed/26819376
https://pages.ucsd.edu/~mboyle/COGS163/pdf-files/Do%20ketone%20bodies%20mediate%20the%20anti-seizure%20effects%20of%20the%20ketogenic%20diet-2018.pdf
https://pages.ucsd.edu/~mboyle/COGS163/pdf-files/Do%20ketone%20bodies%20mediate%20the%20anti-seizure%20effects%20of%20the%20ketogenic%20diet-2018.pdf
https://pages.ucsd.edu/~mboyle/COGS163/pdf-files/Do%20ketone%20bodies%20mediate%20the%20anti-seizure%20effects%20of%20the%20ketogenic%20diet-2018.pdf
https://www.ncbi.nlm.nih.gov/pubmed/28579059
https://www.ncbi.nlm.nih.gov/pubmed/28579059
https://www.ncbi.nlm.nih.gov/pubmed/28579059
https://www.ncbi.nlm.nih.gov/pubmed/19664276
https://www.ncbi.nlm.nih.gov/pubmed/19664276
https://www.ncbi.nlm.nih.gov/pubmed/19664276
https://www.ncbi.nlm.nih.gov/pubmed/19664276
https://www.ncbi.nlm.nih.gov/pubmed/19664276
https://www.ncbi.nlm.nih.gov/pubmed/31405021
https://www.ncbi.nlm.nih.gov/pubmed/31405021
https://www.ncbi.nlm.nih.gov/pubmed/31405021
https://www.ncbi.nlm.nih.gov/pubmed/27245682
https://www.ncbi.nlm.nih.gov/pubmed/27245682
https://www.ncbi.nlm.nih.gov/pubmed/27245682
https://www.ncbi.nlm.nih.gov/pubmed/27245682
https://www.ncbi.nlm.nih.gov/pubmed/27245682
https://www.ncbi.nlm.nih.gov/pubmed/28527061
https://www.ncbi.nlm.nih.gov/pubmed/28527061
https://www.ncbi.nlm.nih.gov/pubmed/28527061
https://www.ncbi.nlm.nih.gov/pubmed/30974836
https://www.ncbi.nlm.nih.gov/pubmed/30974836
https://www.ncbi.nlm.nih.gov/pubmed/30974836


 

 

7 | Advances in Nutrition and Food science, Volume 2019, Issue 07 

 
 

Copyright: © 

2019 István G Télessy * 

 

The Mysterious Low Carb Diet – Reckon with Oncology 

27. Razeghi Jahromi Z, Ghorbani Z, Martelletti P, Lampl C, 

Togha M (2019) Association of diet and headache. J 

Headache Pain 20: 106. 

28. Kovács Z, D’Agostino DP, Diamond D, Kindy MS, 

Rogers C, Ari C (2019) Therapeutic potential of 

exogenous ketone supplement induced ketosis in the 

treatment of psychiatric disorders: review of current 

literture. Front Psychiat 10: 363.  

29. Zhang PX, Xing YQ, Niu YD (2019) Fundamentals of the 

Warburg effect in cancer. J Nutr Oncol 4(3): 108-114. 

30. Liberti MV, Locasale JW (2016) The Warburg effect: 

how does it benefit cancer cells? Trends Biochem Sci 41: 

211-218. 

31. Webber DD, Aminazdeh-Gohari S, Kofler B (2018) 

Ketogenic diet in cancer therapy. Aging (Albany NY). 10: 

164. 

32. Martuscello RT, Vedam-Mai V, McCrthy D, Schmoll 

ME, Jundi MA, et al. (2016) The supplementes high fat 

low cardohydrate diet for the treatment of glioblastoma. 

Clin Cancer Res 22: 2482-2495. 

33. Aminzadeh-Gohari S, Feichtinger RG, Vidali S, Locker 

F, Rutherford T. et al. (2017) A ketogenic diet 

supplemented with medium-chain triglycerides enhances 

the anti-tumor and anti-angiogenic efficacy of 

chemotherapy on neuroblastoma xenografts in CD1-nu 

mouse model. Oncotarget 8: 61728-64744.  

34. Kasumi E, Sato N (2019) A ketogenic diet improves the 

prognosis in a mouse model of peritoneal dissemination 

without tumor regression. J Clin Biochem Nutr 64: 201-

208. 

35. Xia S, Lin R, Jin L, Zhao L1, Kang HB, et al. (2017) 

Prevention of dietary fat-fuled ketogenesis attenuates 

BRAF-V600E tumor growth. Cell Metab 25: 358-373.  

36. Masko EM, Thomas II JA, Antonelli JA, Lloyd JC, 

Phillips TE, et al. (2010) Low-carbohydrate diets and 

prostate cancer: how low is „low enough”?. Cancer Prev 

Res 3: 1124-1131. 

37. Titre-Johnson (2017) Ketogenic diet in treatment of 

epilepsy. Trials 18: 195-203. 

38. Kossoff EH (2010) The effect of ketogenic diet: an 

appropriate first-line therapy? Expert Rev Neurother 10: 

843-845. 

39. Cohen CW, Fontaine KR, Arend RC, Gower BA (2019) 

A ketogenic diet is acceptable in women with ovarian and 

endometrial cancer and has no adverse effects on blood 

lipids: a randomized controlled study. Nutr Cancer 2019 

july 27.: 1-11 DOI: 10.1080/01635581.2019.1645864 

40. Cohen CW, Fontaine KR, Arend RC, Gower BA, Gower 

BA (2018) Favorable effect of a ketogenic diet on 

physical function, perceived energy, and food cravings in 

women with ovarian or ebdemetrial cancer: a randomized, 

controlled trial. Nutrient 10: 1187.  
41. Khodabakhshi A, Akbari ME, Mirzaei HR, Mehrad-Majd 

H, Kalamian M, et al. (2019) Feasibility, safety and 

beneficial effects of MCT-based ketogenic diet for breast 

cancer treatment: a randomized controlled trial study. J 

Nutr Cancer 9: 1-8. DOI: 

10.1080/01635581.2019.1650942 

42. Rieger J, Baehr O, Maurer GD, Hattingen E, Franz K, et 

al. (2014) ERGO: a pilot study of ketogenic diet in 

recurrent glioblastoma. Int J Oncol 44: 1843-1852. 

43. Salih lyikesici M (2019) Feasibility study of 

metabolically supportes chemotherapy with weekly 

carboplatin/paclitaxel combined with ketogenic diet, 

hyperthermia and hyperbaric oxygen therapy in metastatic 

non-small cell lung cancer. Int J Hyperthermia 36: 446-

455. 

44. Martin-McGill KJ, Marson AG, Smith CT, Jenkinson MD 

(2018): The modified ketogenic diet in adults with 

glioblastoma: an evaluation of feasibility and 

deliverability within the National Health Service. Nutr 

Cancer 70: 643-649.  

45. Nebeling LC, Miraldi F, Shurin SB, Lerner E (1995) 

Effects of ketogenic diet on tumor metabolism and 

nutritional status in pediatric oncology patients: two case 

reports. J Am Coll Nutr 14: 202-208. 

46. van den Louw EJTM, Olieman JF, van den Bemt PMLA, 

Bromberg JEC, Oomen-de Hoop E, et al (2019 Ketogenic 

diet treatment as adjuvant to standard treatment of 

glioblastoma multiforme: a feasibility and safety study. 

Ther Adv Med Oncol 11: 1-13. 

47. Arends, J, Bachmann P, Baracos V, Barthelemy N, Bertz 

H, et al. (2016) ESPEN Guidelines on nutrition in cancer 

patients. Clin Nutr 36: 11-48. 

48. Leow ZZX, Guelfi KJ, Davis EA, Jones TW, Fournier PA 

(2018) The glycaemic benefits of a very-low-

carbohydrate ketogenic diet in adults with type 1 diabetes 

mellitus may be opposed by increased hypoglycemia risk 

and dyslipidemia. Diabet Med 35: 1258-1263. 

49. Blagosklonny MV (2019) The mystery of the ketogenic 

diet: benevolent pseudo-diabetes. Cell Cycle 18: 2157-

2163. 

50. Stubbs B, Cox PJ, Evans RD, Santer P, Miller JJ, et al. 

(2017) On the metabolism of exogenous ketones in 

humans. Front Physiol 8: 848-860. 

51. Güntner A, Kompella JF, Landis H, Theodore SJ, Geidl 

B, et al. (2018) Guiding ketogenic diet with breath 

acetone sensors. Sensors 18: 3655-3667. 

52. Lima PA, de Brito Sampaio LP, Damasceno NR (2015) 

Ketogenic diet in children: impact on lipoproteins and 

oxidative stress. Nutr Neurosci 18: 337-344.  

53. Kossoff E (2014) Danger in the pipeline for the ketogenic 

diet? Epilepsy Curr 14: 343-344. 

54. Kosinski C, Jornayvaz FR (2017) Effect of ketogenic 

diets on cardiovascular risk factors: evidence from animal 

and human studies. Nutrients 9: 517-533. 

55. Heussinger N, Della Marina A, Beyerlein A, Leiendecker 

B, Herman-Alves S, et al. (2018) 10 patients 10 years – 

long term follow-up of cardiovascular risk factors in 

Glut1deficiency treated with ketogenic diet therapies: a 

prospective, multicenter case series. Clin Nutr 37: 2246-

2251. 

https://link.springer.com/article/10.1186/s10194-019-1057-1
https://link.springer.com/article/10.1186/s10194-019-1057-1
https://link.springer.com/article/10.1186/s10194-019-1057-1
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6543248/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6543248/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6543248/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6543248/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6543248/
http://www.nutroncol.com/front/article.html?ar=a_20190728224129181
http://www.nutroncol.com/front/article.html?ar=a_20190728224129181
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4783224/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4783224/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4783224/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5842847/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5842847/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5842847/
https://www.ncbi.nlm.nih.gov/pubmed/26631612
https://www.ncbi.nlm.nih.gov/pubmed/26631612
https://www.ncbi.nlm.nih.gov/pubmed/26631612
https://www.ncbi.nlm.nih.gov/pubmed/26631612
https://www.ncbi.nlm.nih.gov/pubmed/29029389
https://www.ncbi.nlm.nih.gov/pubmed/29029389
https://www.ncbi.nlm.nih.gov/pubmed/29029389
https://www.ncbi.nlm.nih.gov/pubmed/29029389
https://www.ncbi.nlm.nih.gov/pubmed/29029389
https://www.ncbi.nlm.nih.gov/pubmed/29029389
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6529699/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6529699/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6529699/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6529699/
https://www.ncbi.nlm.nih.gov/pubmed/28089569
https://www.ncbi.nlm.nih.gov/pubmed/28089569
https://www.ncbi.nlm.nih.gov/pubmed/28089569
https://www.ncbi.nlm.nih.gov/pubmed/20716631
https://www.ncbi.nlm.nih.gov/pubmed/20716631
https://www.ncbi.nlm.nih.gov/pubmed/20716631
https://www.ncbi.nlm.nih.gov/pubmed/20716631
https://www.tandfonline.com/doi/pdf/10.1586/ern.10.35
https://www.tandfonline.com/doi/pdf/10.1586/ern.10.35
https://www.tandfonline.com/doi/pdf/10.1586/ern.10.35
https://www.ncbi.nlm.nih.gov/pubmed/31352797
https://www.ncbi.nlm.nih.gov/pubmed/31352797
https://www.ncbi.nlm.nih.gov/pubmed/31352797
https://www.ncbi.nlm.nih.gov/pubmed/31352797
https://www.ncbi.nlm.nih.gov/pubmed/31352797
https://www.ncbi.nlm.nih.gov/pubmed/30200193
https://www.ncbi.nlm.nih.gov/pubmed/30200193
https://www.ncbi.nlm.nih.gov/pubmed/30200193
https://www.ncbi.nlm.nih.gov/pubmed/30200193
https://www.ncbi.nlm.nih.gov/pubmed/30200193
https://www.ncbi.nlm.nih.gov/pubmed/31496287
https://www.ncbi.nlm.nih.gov/pubmed/31496287
https://www.ncbi.nlm.nih.gov/pubmed/31496287
https://www.ncbi.nlm.nih.gov/pubmed/31496287
https://www.ncbi.nlm.nih.gov/pubmed/31496287
https://www.ncbi.nlm.nih.gov/pubmed/31496287
https://www.ncbi.nlm.nih.gov/pubmed/24728273
https://www.ncbi.nlm.nih.gov/pubmed/24728273
https://www.ncbi.nlm.nih.gov/pubmed/24728273
https://chemothermia.com/wp-content/uploads/2019/04/feasibility-study-metabolically-supported-chemotherapy.pdf
https://chemothermia.com/wp-content/uploads/2019/04/feasibility-study-metabolically-supported-chemotherapy.pdf
https://chemothermia.com/wp-content/uploads/2019/04/feasibility-study-metabolically-supported-chemotherapy.pdf
https://chemothermia.com/wp-content/uploads/2019/04/feasibility-study-metabolically-supported-chemotherapy.pdf
https://chemothermia.com/wp-content/uploads/2019/04/feasibility-study-metabolically-supported-chemotherapy.pdf
https://chemothermia.com/wp-content/uploads/2019/04/feasibility-study-metabolically-supported-chemotherapy.pdf
https://www.ncbi.nlm.nih.gov/pubmed/29668317
https://www.ncbi.nlm.nih.gov/pubmed/29668317
https://www.ncbi.nlm.nih.gov/pubmed/29668317
https://www.ncbi.nlm.nih.gov/pubmed/29668317
https://www.ncbi.nlm.nih.gov/pubmed/29668317
https://www.ncbi.nlm.nih.gov/pubmed/7790697
https://www.ncbi.nlm.nih.gov/pubmed/7790697
https://www.ncbi.nlm.nih.gov/pubmed/7790697
https://www.ncbi.nlm.nih.gov/pubmed/7790697
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6589986/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6589986/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6589986/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6589986/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6589986/
https://www.ncbi.nlm.nih.gov/pubmed/27637832
https://www.ncbi.nlm.nih.gov/pubmed/27637832
https://www.ncbi.nlm.nih.gov/pubmed/27637832
https://www.ncbi.nlm.nih.gov/pubmed/29737587
https://www.ncbi.nlm.nih.gov/pubmed/29737587
https://www.ncbi.nlm.nih.gov/pubmed/29737587
https://www.ncbi.nlm.nih.gov/pubmed/29737587
https://www.ncbi.nlm.nih.gov/pubmed/29737587
https://www.ncbi.nlm.nih.gov/pubmed/31368400
https://www.ncbi.nlm.nih.gov/pubmed/31368400
https://www.ncbi.nlm.nih.gov/pubmed/31368400
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5670148/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5670148/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5670148/
https://www.ncbi.nlm.nih.gov/pubmed/30373291
https://www.ncbi.nlm.nih.gov/pubmed/30373291
https://www.ncbi.nlm.nih.gov/pubmed/30373291
https://www.researchgate.net/publication/280121662_Ketogenic_diet_in_epileptic_children_Impact_on_lipoproteins_and_oxidative_stress
https://www.researchgate.net/publication/280121662_Ketogenic_diet_in_epileptic_children_Impact_on_lipoproteins_and_oxidative_stress
https://www.researchgate.net/publication/280121662_Ketogenic_diet_in_epileptic_children_Impact_on_lipoproteins_and_oxidative_stress
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4325592/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4325592/
https://www.ncbi.nlm.nih.gov/pubmed/28534852
https://www.ncbi.nlm.nih.gov/pubmed/28534852
https://www.ncbi.nlm.nih.gov/pubmed/28534852
https://www.ncbi.nlm.nih.gov/pubmed/29199027
https://www.ncbi.nlm.nih.gov/pubmed/29199027
https://www.ncbi.nlm.nih.gov/pubmed/29199027
https://www.ncbi.nlm.nih.gov/pubmed/29199027
https://www.ncbi.nlm.nih.gov/pubmed/29199027
https://www.ncbi.nlm.nih.gov/pubmed/29199027


 

 

8 | Advances in Nutrition and Food science, Volume 2019, Issue 07 

 
 

Copyright: © 

2019 István G Télessy * 

 

The Mysterious Low Carb Diet – Reckon with Oncology 

56. Kossoff EH, Pizik PL, Furth SL, Hladky HD, Freeman 

JM, Vining EP (2002) Kidney stones, carbonic anhydrase 

inhibitors, and the ketogenic diet. Epilepsia 43: 1168-

1171.  

57. Rezaei S, Abdurahman AA, Saghazadeh A, Badv RS, 

Mahmaudi M (2017) Short-term and long-term efficacy 

of classical ketogenic diet and modified Atkins diet in 

children and adolescents with epilepsy: a systematic 

review and meta-analysis. Nutr Neurosci 22: 317-334. 

 

 

Citation: Télessy GI (2019) The Mysterious Low Carb 

Diet – Reckon With Oncology. Adv Nutri and Food Sci: 

ANAFS-160. 

 

 

https://onlinelibrary.wiley.com/doi/full/10.1046/j.1528-1157.2002.11302.x
https://onlinelibrary.wiley.com/doi/full/10.1046/j.1528-1157.2002.11302.x
https://onlinelibrary.wiley.com/doi/full/10.1046/j.1528-1157.2002.11302.x
https://onlinelibrary.wiley.com/doi/full/10.1046/j.1528-1157.2002.11302.x
https://www.ncbi.nlm.nih.gov/pubmed/29069983
https://www.ncbi.nlm.nih.gov/pubmed/29069983
https://www.ncbi.nlm.nih.gov/pubmed/29069983
https://www.ncbi.nlm.nih.gov/pubmed/29069983
https://www.ncbi.nlm.nih.gov/pubmed/29069983

