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1. Introduction: What Is the Keto Diet? 
The ketogenic diet is a high-fat, very low-carbohydrate, moderate-protein eating protocol that 
shifts the body into a metabolic state called ketosis, in which fat becomes the body’s primary 
fuel. The central goal of keto is to dramatically reduce carbohydrate intake and force the liver to 
produce ketone bodies, which fuel the brain and muscles in the absence of glucose. 

 



2. What Happens in Ketosis? 
• Glycogen stores are depleted 
• Insulin levels fall 
• Liver begins converting fat into ketone bodies 
• Ketones (especially beta-hydroxybutyrate) become the primary energy source 
• The body shifts from glucose metabolism to lipolysis and ketogenesis 

 

3. Macronutrient Breakdown 

Macronutrient Percentage of Total Calories Daily Amount (1,800 kcal) 
Fat 70–75% 140–150g 
Protein 20–25% 90–110g 
Carbohydrate 5–10% 20–30g net carbs 

Keto is not high-protein. Excess protein can trigger gluconeogenesis and prevent full ketosis. 

 

4. The History of Ketogenic Diets in Medicine 
• Originated in the 1920s to treat intractable epilepsy in children 
• Remains clinically effective in seizure control 
• Investigated for neurodegenerative diseases, glioblastoma, and insulin resistance 
• Originally a therapeutic diet, not a general wellness tool 

 

5. Proposed Benefits of Keto 
• Rapid reduction in blood glucose and insulin 
• Appetite suppression via ketone signaling 
• Reduced triglycerides 
• Enhanced mitochondrial function 
• Possible cognitive improvement in neuroinflammation 
• Potential anti-cancer mechanisms under investigation 

 

6. What the Science Actually Supports 



Short-term, medically supervised ketogenic diets can: 

• Improve insulin sensitivity 
• Reduce body fat (particularly visceral fat) 
• Improve blood glucose and triglycerides 
• Improve seizure control 
• Enhance satiety 

Long-term, the data is incomplete and does not support indefinite use without significant 
nutritional planning. 

 

7. Common Claims vs Clinical Evidence 

Common Claim Reality 

Keto eliminates inflammation Reduction in inflammation due to food removal, not ketones 
alone 

Carbohydrates are non-
essential Dietary carbs are not essential, but metabolic carbs are 

Keto improves cognition Some report short-term clarity; long-term effect variable 
Keto is superior to all other 
diets No diet is universally superior—context matters 

Keto is a lifelong solution Not advised long-term without modifications and monitoring 
 

8. Who May Benefit From Keto (Short-Term) 
• Type 2 diabetics with insulin resistance 
• Individuals with severe PCOS, metabolic syndrome, or fatty liver 
• Epilepsy patients (under neurologist supervision) 
• Patients with glioblastoma (under oncologist guidance) 
• Short-term fat loss with proper reintroduction strategy 

 

9. Who Should Avoid Keto 
• Patients with thyroid dysfunction (especially low T3) 
• Individuals with adrenal insufficiency 
• Women with irregular cycles or hormonal imbalance 
• Pregnant or breastfeeding women 
• Patients with a history of eating disorders 



• Athletes needing glycogen-heavy output 
• Anyone without clinical supervision 

 

10. Hormonal, Metabolic, and Neurological Impacts 
• Leptin and insulin drop rapidly 
• T3 and serotonin often decline 
• Cortisol may increase during early adaptation 
• Ketones can stabilize neuroinflammation but may also reduce mental energy in some 
• Sleep disruption and mood changes are common 

 

11. Electrolyte and Gut Microbiome Consequences 
• Sodium, potassium, and magnesium loss from reduced insulin and glycogen 
• Fiber exclusion → microbiome starvation 
• Risk of small intestinal dysbiosis with long-term zero-fiber intake 
• Constipation, diarrhea, or irregular stools common 

 

12. Keto Flu and Adaptation Symptoms 
• Headache 
• Fatigue 
• Dizziness 
• Irritability 
• Muscle cramps 
• Brain fog 
• Insomnia 
• Dehydration 

Managed by: sodium, potassium, magnesium, hydration, and rest. 

 

13. Nutritional Deficiencies on Keto 

Nutrient Risk and Consequence 
Magnesium Muscle cramps, insomnia, fatigue 
Potassium Cardiac rhythm, energy, blood pressure 



Nutrient Risk and Consequence 
Fiber Constipation, microbiome imbalance 
Vitamin C Collagen loss, immune dysregulation 
Folate Methylation, fertility, cardiovascular risk 
Polyphenols Loss of antioxidant signaling 

 

14. Psychological and Hormonal Disruption 
• Amenorrhea, infertility in women 
• Low serotonin → depression, irritability 
• Low T3 → sluggishness, dry skin, cold intolerance 
• Appetite suppression may progress to hypophagia and disordered eating 

 

15. Cardiovascular Effects and Lipid Concerns 
• Triglycerides typically drop 
• HDL increases 
• LDL and ApoB often increase significantly 
• Elevated LDL-P, small dense LDL, and Lp(a) require monitoring 
• Not every LDL increase is benign 

Labs to monitor: 

• ApoB 
• hsCRP 
• Lp(a) 
• LDL-P 
• Insulin 
• Homocysteine 

 

16. Keto and Thyroid Suppression 
• T3 often drops due to reduced carbohydrate signaling 
• Reverse T3 may rise 
• Cold sensitivity, fatigue, menstrual irregularity common in women 
• Thyroid function must be monitored regularly 

 



17. Keto vs Low-Carb vs Carnivore 

Diet Carbs Plants Allowed Fiber Clinical Risk 
Low-Carb 50–120g Yes High Low 
Keto 20–30g Minimal greens Low Medium–High 
Carnivore 0g None None High 

Keto sits between sustainable low-carb and aggressive carnivore protocols. It is powerful, 
but not foundational. 

 

18. How to Implement Keto Safely 
1. Start with macronutrient tracking 
2. Hydrate with sodium, potassium, and magnesium 
3. Use leafy greens, herbs, and fermented vegetables as tolerated 
4. Include omega-3 rich fats (salmon, sardines, walnuts) 
5. Avoid PUFA-laden keto snacks and processed oils 
6. Test ketones and glucose regularly 

 

19. Cyclical and Targeted Keto Options 
Cyclical Keto (CKD): 

• Follow strict keto for 5 days 
• Refeed with 100–150g carbs 1–2 days/week 
• May prevent thyroid and hormonal suppression 

Targeted Keto (TKD): 

• Small amount of fast-digesting carbs (15–25g) before training 
• Improves performance and glycogen without exiting ketosis 

 

20. Sample 7-Day Keto Meal Plan (Clinical Use Only) 
Day 1: 

• Eggs with spinach cooked in ghee 



• Grilled salmon with olive oil 
• Avocado, bone broth, electrolytes 

Day 2: 

• Chia pudding with coconut milk 
• Ground beef and cabbage 
• Hard boiled eggs, olive oil dressing 

Day 3: 

• Omelet with mushrooms, feta 
• Lamb chops and roasted cauliflower 
• Keto coffee (MCT oil + butter + espresso) 

Repeat with variation in protein source, fats, and herbs. 

 

21. Reintroduction and Coming Off Keto 
Reintroduce carbs slowly over 7–14 days: 

1. Start with cooked root vegetables 
2. Add berries and fruits 
3. Then white rice or oats 
4. Return to a 30/30/40 or Mediterranean macro model 
5. Rebuild gut diversity with fermented foods and prebiotics 
6. Monitor thyroid, insulin, mood, and sleep 

 

22. Final Thoughts: A Powerful Tool, Not a Permanent 
Solution 
The ketogenic diet is a therapeutic intervention, not a default human nutrition template. It can 
help reverse insulin resistance, support neurological stability, and accelerate fat loss when used 
properly. 

But its nutritional deficits, hormonal impacts, and long-term sustainability issues make it 
inappropriate as a lifelong diet for most patients. 

When used, it must be monitored, cycled, and eventually transitioned back to a balanced 
metabolic framework. 



 

23. Medical Disclaimer 
This guide is intended solely for educational and informational purposes and does not 
constitute medical advice, diagnosis, or treatment. The information provided herein is general in 
nature and is not a substitute for professional medical judgment, advice, or care from your 
physician or healthcare provider. 

Reading or using this guide does not create a doctor–patient relationship between the author and 
the reader. The content is not tailored to individual needs and should not be relied upon as 
personalized medical advice. 

If you have any existing medical conditions, are taking prescription medications, or are 
considering significant lifestyle changes, you must consult your physician or a qualified 
healthcare provider before acting on any of the information presented. All decisions regarding 
your health and wellness should be made in direct collaboration with your existing medical team. 

The author disclaims any and all liability for any harm, loss, or adverse effects resulting from the 
use or misuse of the information in this document. By accessing or using this guide, you 
acknowledge that you understand and agree to these terms. 

Always seek the advice of your physician with any questions you may have regarding a medical 
condition, treatment, or health objective. 

 


