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 Preface 
 

The liver is a vital organ, discreet yet essential, performing hundreds of 
indispensable functions every day to maintain our balance. However, certain 
autoimmune diseases disrupt its harmony and threaten its capacity for 
regeneration. These conditions — autoimmune hepatitis, primary biliary 
cholangitis, and primary sclerosing cholangitis — often evolve silently until they 
cause serious complications. 

Modern medicine offers powerful treatments, but sometimes they prove 
insufficient against the relentless progression of these diseases. This is why it is 
essential to explore a complementary approach: the role of nutrition. Research and 
clinical observations show that the hypotoxic diet, inspired by ancestral nutrition, 
can help improve symptoms, slow progression, and restore hope to patients. 

This Family Clinic booklet is not intended to replace medicine, but to provide 
accessible and practical insight. It explains these diseases simply — their signs, 
mechanisms, and ways to manage them daily. It is addressed to patients, families, 
and healthcare professionals who wish to understand and act differently, by 
integrating nutrition as an ally. 

Our ambition is twofold: 

 To inform with clarity and pedagogy. 

 To encourage everyone to become an active participant in their health, 
by adopting protective dietary choices. 

Because the liver is an organ of resilience, it deserves all our attention and 
respect. This guide is an invitation to care for it, in order to preserve vital energy 
and quality of life. 
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Introduction 
 

The liver is one of the most fascinating and essential organs of our body. A true 
internal laboratory, it performs vital functions: filtering toxins, transforming 
nutrients, producing bile, regulating energy, and contributing to immunity. Yet, 
despite its extraordinary capacity for regeneration, it can become the target of 
autoimmune diseases that compromise its balance and threaten overall health.  

Autoimmune hepatobiliary diseases include three main conditions: autoimmune 
hepatitis (AIH), primary biliary cholangitis (PBC), and primary sclerosing 
cholangitis (PSC). They are characterized by an immune system attack against liver 
cells or bile ducts, leading to chronic inflammation, progressive fibrosis, and 
ultimately cirrhosis. Their course is often silent at first, but can quickly become severe 
if not recognized and managed. 

Modern medicine offers powerful treatments — corticosteroids, 
immunosuppressants, ursodeoxycholic acid, liver transplantation — which can slow 
progression or save lives. However, these approaches sometimes remain limited in the 
face of the inexorable advance of the disease. This is why it is essential to explore a 
complementary path: the role of nutrition. Numerous clinical observations show that 
the hypotoxic diet, inspired by ancestral nutrition, can improve symptoms, normalize 
certain biological parameters, and restore hope to patients. 

This Family Clinic booklet aims to make this knowledge accessible to all. It 
presents in a simple and educational way the three autoimmune diseases of the liver 
and bile ducts, their signs, mechanisms, and treatments. It highlights patient 
testimonies of improved health thanks to adapted nutrition. Finally, it offers a 
reflection on the importance of food in the prevention and management of these 
conditions. 

Our approach is clear: 

 To inform with precision, without unnecessary jargon. 

 To support patients and families in understanding these diseases. 

 To encourage everyone to become an active participant in their health, by 
adopting protective dietary choices. 

The liver, with its unique capacity for regeneration, is an organ of hope. Even 
in the face of serious diseases, it can regain balance if given favorable conditions. 
This booklet is an invitation to care for it, through respectful nutrition and a better 
understanding of the mechanisms that threaten it. 
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 Auto immune Hepatitis (AIH)  

 
What is it? 

 
The liver is a vital organ, discreet yet indispensable, performing hundreds of essential 

functions every day: filtering toxins, transforming nutrients, producing bile, regulating energy, 
and contributing to immunity. Yet, it can become the target of a rare  and formidable disease: 
autoimmune hepatitis (AIH). In this condition, the immune system, meant to protect the body, 
becomes dysregulated and directly attacks liver cells. This process causes chronic inflammation 
which, if uncontrolled, progressively destroys liver tissue and leads to fibrosis and eventually 
cirrhosis. 

AIH affects women much more often than men, with a marked predominance in the 30–
50 age group. Scientific studies have shown an association with certain HLA system genes, 
notably DR3 and DR4, indicating a genetic predisposition. But genetics alone does not explain 
everything: environmental, dietary, and immune factors also play a role. The liver thus becomes 
the stage of an inappropriate immune reaction, where lymphocytes and antibodies attack its own 
cells. 

This disease is insidious. It may remain silent for months or even years before manifesting 
with more obvious clinical signs. This discreet nature makes it dangerous: when symptoms 
appear, inflammation is already established and the liver begins to suffer. The natural course of 
AIH is slow but relentless, leading to cirrhosis and sometimes liver cancer. Without treatment, 
mortality reaches 50% within five years, highlighting the severity of this condition. 

Modern medicine has brought considerable advances. Corticosteroids and 
immunosuppressants reduce inflammation and slow progression. In the most severe cases, liver 
transplantation can save lives. But these treatments do not cure the disease and expose patients 
to sometimes heavy side effects. The prognosis remains guarded, and vigilance is essential. 

It is in this context that the Family Clinic protocol offers a new perspective. By considering 
nutrition as a key factor in immune balance, it proposes a complementary approach based on the 
hypotoxic diet. Inspired by ancestral nutrition, this diet aims to reduce intestinal permeability 
and limit the entry of foreign peptides likely to trigger an autoimmune reaction. Clinical 
observations reported within the protocol show encouraging results: normalization of liver tests, 
disappearance of symptoms, and improvement of histological lesions. 

In summary, autoimmune hepatitis is a serious disease, but it is not a fatality. By 
combining essential medical treatments with protective nutrition, it is possible to slow 
its progression and give the liver the means to regenerate. The Family Clinic protocol 
and the book Cooking to Heal open a path of hope, placing food at the heart of 
prevention and care. 



Auto immune Hepatitis (AIH)   

 
Warning Signs 

 

Autoimmune hepatitis is an insidious disease. It progresses slowly, often silently, and it is 
precisely this discreet nature that makes it dangerous. Many patients live for months, even years, 
with symptoms they attribute to everyday fatigue or minor ailments. Yet behind these signals lies 
progressive liver damage. Recognizing these early signs is essential to prevent the disease from 
advancing to serious complications. 

The first and most frequent symptom is persistent fatigue. It does not resemble the usual 
tiredness after a day’s work. It is deep, lasting fatigue that does not disappear with rest. Patients 
describe a feeling of never regaining their energy, as if the body were constantly slowed down. 
This fatigue reflects chronic inflammation that exhausts the organism. 

Another major sign is jaundice. The skin and the whites of the eyes take on a yellow 
coloration, sometimes accompanied by dark urine and pale stools. This phenomenon indicates a 
disturbance in bilirubin metabolism, a pigment resulting from the breakdown of red blood cells, 
which the liver can no longer eliminate properly. Jaundice is often an alarm signal that finally 
prompts the patient to seek medical attention. 

The liver may also enlarge, becoming palpable under the right ribs. In some cases, the spleen 
also enlarges, as a consequence of disturbed blood circulation. This hepatomegaly is sometimes 
accompanied by liver pain, felt as discomfort or heaviness in the upper right abdomen. These 
pains are not always intense, but their persistence should raise concern. 

Other symptoms may complete the picture: moderate fever, joint pain resembling 
rheumatism, sometimes loss of appetite or weight loss. Taken individually, these signs may seem 
trivial. But their association, especially in a young or middle -aged woman, should suggest 
autoimmune liver disease. 

The Family Clinic protocol emphasizes the importance of listening to the body. Too often, 
patients minimize their symptoms, attributing them to stress or modern fatigue. Yet these signals 
are warning messages. The liver, a silent organ, manifests itself only late. When fatigue becomes 
chronic, when the skin turns yellow, when pain persists, it is urgent to consult a doctor and 
undergo biological tests. 

As part of nutritional follow-up, the Family Clinic protocol also recommends learning to 
recognize subtle digestive signs: bloating, transit disorders, food intolerances. These 
manifestations may indicate intestinal hyperpermeability, a factor favoring the entry of foreign 
peptides that trigger the autoimmune reaction. The link between intestine and liver is 
fundamental: a weakened intestine opens the door to immune attacks against the liver. 

In conclusion, the signs of autoimmune hepatitis must never be neglected. 
Persistent fatigue, jaundice, liver or joint pain are all messages the body sends. The 
Family Clinic protocol invites us to listen, understand, and act early, by combining 
modern medicine with protective nutrition. The earlier the disease is detected, the greater 
the chances of preserving the liver and avoiding cirrhosis. 



Auto immune Hepatitis (AIH)   

 
How Doctors Make the Diagnosis 

 

The diagnosis of autoimmune hepatitis is a true medical investigation. Since the symptoms 
are often subtle and non-specific, precise examinations are required to confirm the autoimmune 
origin of the liver damage. Doctors combine several complementary approaches: blood tests, liver 
biopsy, and the search for autoantibodies. Each provides a piece of the puzzle, allowing AIH to 
be distinguished from other liver diseases. 

The first step is blood analysis. Transaminases (ALT and AST) are markedly elevated, 
reflecting damage to liver cells. Gamma-GT levels are also high, while alkaline phosphatases 
remain normal, pointing toward hepatocyte injury rather than bile duct involvement. These 
biological disturbances are early and clear markers of cytolysis, characteristic of AIH. They 
already allow suspicion of the disease, but are not sufficient on their own. 

The second step is the liver biopsy, a key examination that involves taking a fragment of 
liver tissue for microscopic analysis. It reveals typical lesions: periportal inflammation, 
infiltration of lymphocytes and plasma cells, foci of necrosis of varying extent, and progressive 
fibrosis. These histopathological abnormalities confirm the autoimmune nature of the damage. 
Doctors sometimes use scoring systems, such as the Knodell score, to quantify the severity of 
lesions and monitor progression. The biopsy is therefore indispensable for establishing a solid 
diagnosis and assessing prognosis. 

The third step is the search for autoantibodies in the blood. They are direct evidence of the 
inappropriate immune reaction. Two main types of AIH are distinguished: 

 Type I, the most common, characterized by the presence of anti-smooth muscle 
antibodies, antinuclear antibodies, and anti-SLA (soluble liver antigen). 

 Type II, rarer, marked by anti-LKM1 (liver-kidney microsomes) and anti-LC1 
(liver cytosol) antibodies. 

These antibodies are not only markers: they guide the diagnosis, help differentiate forms, 
and sometimes adapt management. Other antibodies, such as ANCA, may be sought to complete 
the picture. 

Finally, the diagnosis also relies on excluding other causes of hepatitis: viruses (hepatitis 
A, B, C), alcohol, medications, transfusions. This is an essential step, since AIH can only be 
confirmed in the absence of these factors. The physician must therefore proceed by elimination, 
relying on the patient’s history and complementary examinations. 

Thus, the diagnosis of autoimmune hepatitis is a rigorous process, combining medical 
science and understanding of immune mechanisms. It is not simply about noting liver 
inflammation, but about recognizing a specific autoimmune disease, with its markers and 
particularities. This precision allows treatment to be directed and opens the way to a global 
approach, where modern medicine and protective nutrition complement each other to offer the 
patient the best chance of preserving the liver. 

 

  



Auto immune Hepatitis (AIH)   

 

The Risks of Progression to Cirrhosis 
 

Autoimmune hepatitis is a serious disease not only because of its symptoms, but above all 
because of its natural progression. If it is not diagnosed and managed in time, it inexorably 
advances toward severe complications. The liver, an organ of resilience, can regenerate, but faced 
with chronic and persistent inflammation, its repair capacities become exhausted. The ultimate 
consequence is cirrhosis, an irreversible transformation of liver tissue. 

Cirrhosis corresponds to advanced fibrosis of the liver. Destroyed liver cells are replaced by 
scar tissue, which deforms the organ’s architecture and disrupts its function. The liver becomes 
hard, irregular, and unable to perform its multiple tasks. This progression leads to major 
complications: portal hypertension, ascites (accumulation of fluid in the abdomen), esophageal 
varices that may bleed, coagulation disorders, hepatic encephalopathy. At this stage, survival is 
compromised without transplantation. 

The figures are striking: without treatment, AIH mortality reaches 50% within five years. 
Even with modern treatments, the prognosis remains guarded. The disease may also progress to 
liver cancer, a formidable complication that further increases the vital risk. These data show that 
AIH is not a benign condition, but a serious threat to health and life. 

The Family Clinic protocol emphasizes the prevention of this progression. The earlier the 
disease is detected, the more possible it becomes to slow the march toward cirrhosis. Nutrition 
plays a central role here. By reducing intestinal permeability and limiting the entry of foreign 
peptides, the hypotoxic diet decreases immune aggression against the liver. Clinical observations 
show that patients who adopted this diet saw their liver tests normalize and their lesions 
improve, thereby avoiding the path toward cirrhosis. 

Hypotoxic dishes, rich in protective nutrients and low in irritants, become valuable allies. 
They do not replace medical treatments, but they effectively complement care, giving the liver the 
means to regenerate and resist chronic inflammation. 

It is important to remember that cirrhosis is not inevitable. It is the result of prolonged, 
uncontrolled progression. By combining modern medicine with protective nutrition, it is possible 
to slow down, or even reverse, certain processes. The Family Clinic protocol offers a path of hope: 
to preserve the liver before it is too late, to restore the body’s natural healing capacity. 

In conclusion, autoimmune hepatitis is a disease that can lead to cirrhosis and liver cancer 
if not managed. But thanks to early detection, appropriate treatments, and protective nutrition, 
it is possible to change the course of the disease. The liver, an organ of life and regeneration, 
deserves all our attention. The Family Clinic protocol and the book Cooking to Heal remind us 
that food is a powerful weapon to prevent cirrhosis and preserve health. 

  



 Autoimmune Hepatitis (AIH)  

 
Conventional Treatments and Their Limits 

 

Faced with autoimmune hepatitis, modern medicine has developed powerful therapeutic 
strategies. The goal is to reduce inflammation, preserve liver cells, and slow progression toward 
cirrhosis. Treatments are mainly based on corticosteroids, immunosuppressants, and, in the most 
severe cases, liver transplantation. These approaches have saved many lives, but they also present 
limits that must be understood. 

Corticosteroids, such as prednisone, are often prescribed as first-line therapy. They act by 
reducing the immune reaction and decreasing liver inflammation. Their effectiveness is 
undeniable: transaminase levels normalize quickly and symptoms improve. However, prolonged 
use leads to sometimes heavy side effects: weight gain, bone fragility, hypertension, diabetes, 
weakening of the immune system. The patient then faces a paradoxical situation: the liver is 
protected, but the body is weakened. 

Immunosuppressants, such as azathioprine, are often combined with corticosteroids to 
reduce steroid doses and limit side effects. They help maintain longer remission. But again, the 
price to pay is a reduction in the body’s natural defenses, exposing the patient to infections and 
sometimes hematological complications. These drugs do not cure the disease: they control it, at 
the cost of constant monitoring. 

In advanced cases, when the liver is already destroyed by cirrhosis, the only solution 
remains liver transplantation. This major intervention saves lives, but it is not without 
constraints. The patient must take immunosuppressive treatments for life to avoid graft 
rejection. Moreover, autoimmune hepatitis can sometimes recur in the transplanted liver, 
reminding us that the underlying cause of the disease has not been eradicated. Transplantation 
is therefore an ultimate solution, but it does not represent a definitive cure. 

These limits show that medicine, despite its progress, cannot do everything. It controls the 
disease, prolongs life, but does not eliminate the autoimmune mechanism at the origin of AIH. 
This is why the Family Clinic protocol proposes a complementary approach, centered on 
nutrition. By reducing intestinal permeability and limiting the entry of foreign peptides, the 
hypotoxic diet acts upstream of the autoimmune process. It does not replace medical treatments, 
but it complements them, giving the liver the means to regenerate and reducing dependence on 
medication. 

In conclusion, conventional treatments for autoimmune hepatitis are indispensable, but 
they are not sufficient on their own. They control the disease without curing it, and expose 
patients to sometimes heavy constraints. The Family Clinic protocol and the book Cooking to 
Heal remind us that nutrition is a complementary weapon, capable of transforming the course 
of the disease. By combining medicine and nutrition, the patient finds a path to balance, where 
the liver can defend and rebuild itself. 
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P rimary Biliary Cho langitis (P BC)   

 

What is it? 
 

Primary biliary cholangitis (PBC), more often referred to today as primary biliary 
cholangiopathy, is a rare autoimmune disease that mainly affects women, particularly around 
the age of fifty. It is characterized by an immune system attack directed against the small 
intrahepatic bile ducts. These ducts, responsible for transporting bile produced by the liver to the 
intestine, become inflamed, are progressively destroyed, and eventually disappear. Bile then 
accumulates in the liver, causing local toxicity and fibrosis that slowly progresses toward 
cirrhosis. 

Unlike autoimmune hepatitis, which directly targets liver cells, PBC attacks the bile 
canaliculi. This distinction explains the particular nature of the disease: it leads to chronic 
cholestasis, meaning bile stagnation. This stagnation not only causes liver damage but also 
digestive and metabolic disorders, since bile is essential for the absorption of fats and fat-soluble 
vitamins (A, D, E, K). PBC is therefore a systemic disease, affecting far beyond the liver. 

The exact cause of PBC remains unknown. A genetic predisposition has been identified, 
with increased frequency among women carrying certain HLA genes. Environmental, infectious, 
or dietary factors may act as triggers. The immune system, instead of protecting the body, becomes 
dysregulated and destroys bile duct cells. This process is slow, sometimes silent for years, but 
inevitably leads to fibrosis and cirrhosis if nothing is undertaken. 

PBC is considered a serious disease, though its progression is often lengthy. It may remain 
asymptomatic for several years, discovered only incidentally during a blood test. Once symptoms 
appear, however, progression accelerates. The liver gradually loses its ability to eliminate bile and 
perform vital functions. Complications then arise: intense fatigue, disabling pruritus, jaundice, 
digestive disorders, bone fragility, and ultimately cirrhosis with its dramatic consequences.  

The earlier it is detected, the more possible it becomes to slow the progression of this disease. 
Nutrition plays a major role here. By reducing immune aggression and supporting hepatic 
metabolism, the hypotoxic diet becomes a valuable ally. Inspired by ancestral nutrition, it aims 
to limit intestinal permeability and reduce the entry of foreign peptides that fuel autoimmunity. 
Clinical observations show that patients who adopt this diet experience symptom relief and 
improved biological results. 

In summary, primary biliary cholangitis is a rare but serious autoimmune disease that 
destroys small bile ducts and leads to chronic cholestasis. Its slow yet relentless progression 
toward cirrhosis makes it a significant health threat. However, with early detection, appropriate 
medical management, and protective nutrition, it is possible to slow this progression and preserve 
quality of life. The Family Clinic protocol and the book Cooking to Heal remind us that food is 
a complementary weapon, capable of transforming the course of this disease. 

  



P rimary Biliary Cho langitis (P BC)   

 

Warning Signs 
 

Primary biliary cholangitis is a disease that progresses slowly, often silently, but eventually 
manifests with characteristic symptoms. Recognizing these signs is essential to prevent the 
disease from advancing to later stages. Too often, patients minimize their troubles, attributing 
them to age or stress, when in fact they reflect progressive damage to the bile ducts and the liver. 

The first and most frequent, as well as most disabling symptom, is pruritus, meaning 
intense itching. It often appears at night, disrupts sleep, and can become unbearable. This 
pruritus is linked to the accumulation of bile in the blood, a direct consequence of cholestasis. 
Sometimes it is the only sign for years, but it must always be taken seriously, as it indicates liver 
distress. 

Chronic fatigue is another major symptom. It does not resemble ordinary tiredness: it is 
deep, persistent fatigue that does not disappear with rest. Patients describe a constant heaviness, 
a difficulty in carrying out daily tasks. This fatigue is often underestimated, but it is an 
important warning signal. 

As the disease progresses, more visible signs appear: jaundice (yellowing of the skin and 
eyes), dark urine, and pale stools. These manifestations indicate a disturbance in bilirubin 
metabolism and confirm the presence of advanced cholestasis. They are sometimes accompanied 
by abdominal pain located in the liver region and an increase in liver size. 

PBC can also manifest through extrahepatic disorders. Many patients experience dry 
mouth and eyes, similar to Sjögren’s syndrome, linked to autoimmune damage of the exocrine 
glands. Others suffer from bone fragility, a consequence of poor absorption of fat-soluble 
vitamins. These signs, sometimes distant from the liver, must be integrated into the overall 
picture of the disease. 

Pruritus, fatigue, jaundice, or dryness are not trivial complaints: they reflect immune 
damage to the bile ducts. The earlier the disease is detected, the more possible it becomes to slow 
its progression. The hypotoxic diet plays a key role here. By reducing intestinal permeability and 
limiting the entry of foreign peptides, it decreases immune aggression against the bile ducts and 
alleviates symptoms. 

The book Cooking to Heal (2026), published by Family Clinic, offers recipes adapted to 
relieve these manifestations. Hypotoxic dishes, rich in protective nutrients and low in irritants, 
help reduce inflammatory load and improve immune tolerance. 

In conclusion, the signs of primary biliary cholangitis must never be ignored. Pruritus, 
fatigue, jaundice, dry mouth or eyes are all messages the body sends. The Family Clinic protocol 
encourages listening to them and acting early, by combining modern medicine with protective 
nutrition. The earlier the disease is detected, the greater the chances of preserving the liver and 
avoiding cirrhosis. 



P rimary Biliary Cho langitis (P BC)  

 

How Doctors Make the Diagnosis 
 

The diagnosis of primary biliary cholangitis is a crucial step. Since the disease progresses 
slowly and can remain silent for years, precise examinations are needed to detect it. Doctors 
combine several approaches: blood tests, the search for specific antibodies, medical imaging, and 
sometimes liver biopsy. Each provides complementary information, helping to confirm the 
autoimmune nature of the condition and assess its severity. 

The first step relies on blood tests. Unlike autoimmune hepatitis, where transaminases are 
highly elevated, PBC is characterized by a marked increase in alkaline phosphatase and 
gamma-GT, indicators of cholestasis. Transaminases may be moderately disturbed, but it is 
mainly bile markers that guide the diagnosis. Monitoring these parameters over time helps track 
disease progression. 

The second step is the search for specific antibodies. In more than 90% of cases, 
anti-mitochondrial antibodies (AMA) are found, characteristic markers of PBC. Their presence 
is almost pathognomonic: it confirms the autoimmune nature of the biliary damage. Other 
antibodies, such as antinuclear or anti-centromere antibodies, may also be associated, reflecting 
broader immune involvement. These markers are essential for distinguishing PBC from other 
chronic cholestatic diseases. 

Medical imaging also plays an important role. Ultrasound helps exclude mechanical 
obstruction of the bile ducts (stones, tumors). MRI or MRCP (magnetic resonance 
cholangiopancreatography) can show abnormalities of the small bile ducts. These exams are not 
sufficient on their own, but they complement the assessment and help rule out other causes.  

In some cases, a liver biopsy is performed. It shows progressive destruction of the small bile 
ducts, portal inflammation, and varying degrees of fibrosis. Biopsy is not systematic, but it can 
be useful for staging the disease and confirming the diagnosis when AMA antibodies are absent. 

Finally, the diagnosis also depends on excluding other causes of cholestasis: biliary 
obstruction, viral hepatitis, excessive alcohol consumption, hepatotoxic drugs. This step is 
indispensable, since PBC can only be confirmed in the absence of these factors. 

Too often, patients consult late, when symptoms are already present. Yet early detection 
allows appropriate management and slows progression toward cirrhosis. Alongside medical 
examinations, the Family Clinic protocol recommends quickly integrating a hypotoxic diet to 
reduce immune aggression against the bile ducts. 

In conclusion, the diagnosis of primary biliary cholangitis relies on a combination of blood 
tests, AMA antibody detection, imaging, and sometimes biopsy. It is not only about identifying 
cholestasis, but about recognizing a specific autoimmune disease. This precision guides treatment 
and opens the way to a comprehensive approach, where modern medicine and protective nutrition 
complement each other to give patients the best chance of preserving their liver. 



P rimary Biliary Cho langitis (P BC)   

 

The Risks of Progression to Cirrhosis 
 

Primary biliary cholangitis is an insidious disease. It progresses slowly, sometimes over 
several decades, but its course is inexorable if not controlled. The progressive destruction of the 
small bile ducts leads to bile stagnation in the liver. This chronic cholestasis causes persistent 
inflammation, which gradually transforms into fibrosis. When fibrosis spreads and deforms the 
liver’s architecture, cirrhosis develops. At this stage, the lesions are irreversible and the vital 
functions of the liver are compromised. 

The progression of PBC occurs in several phases. In the early years, the disease may remain 
silent, discovered by chance during a blood test showing elevated alkaline phosphatase. Then 
symptoms appear: fatigue, pruritus, jaundice, abdominal pain. If nothing is undertaken, fibrosis 
progresses and the liver loses its ability to eliminate bile. Cirrhosis then sets in, with its 
formidable complications: 

 Portal hypertension, responsible for esophageal varices that may bleed. 

 Ascites, accumulation of fluid in the abdomen. 

 Coagulation disorders, favoring hemorrhages. 

 Hepatic encephalopathy, alteration of brain function linked to toxin accumulation. 

 Liver cancer (hepatocellular carcinoma), the ultimate complication that further 
worsens prognosis. 

Statistics show that PBC, without treatment, almost always leads to cirrhosis. Even with 
modern treatments, progression remains concerning. Ursodeoxycholic acid, the reference 
medication, slows progression but does not cure the disease. Some patients respond well, but 
others continue to advance toward cirrhosis despite treatment. Liver transplantation then 
becomes the only solution, with all the constraints it entails. 

The Family Clinic protocol emphasizes preventing this dramatic progression. The earlier 
the disease is detected, the more possible it becomes to slow the march toward cirrhosis. Nutrition 
plays a central role here. By reducing intestinal permeability and limiting the entry of foreign 
peptides, the hypotox ic diet decreases immune aggression against the bile ducts. 

In conclusion, primary biliary cholangitis is a disease that almost always leads to cirrhosis 
if not managed. But thanks to early detection, appropriate treatments, and protective nutrition, 
it is possible to slow this progression and preserve quality of life. The Family Clinic protocol and 
the book Cooking to Heal remind us that food is a powerful weapon, capable of preventing 
cirrhosis and restoring vitality to the liver. 
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P rimary Sclero sing Cho langitis (P SC)   

 

What is it? 
 

Primary sclerosing cholangitis (PSC) is a rare and serious autoimmune disease that mainly 
affects the bile ducts, the channels responsible for transporting bile from the liver to the intestine. 
In this condition, the immune system attacks the walls of the bile ducts, causing chronic 
inflammation. Gradually, the ducts narrow, scar, and are destroyed, leading to bile stagnation 
in the liver. This chronic cholestasis causes fibrosis that inexorably progresses to cirrhosis and, in 
some cases, to liver cancer. 

PSC differs from primary biliary cholangitis by its diffuse involvement: it affects both the 
small intrahepatic bile ducts and the large extrahepatic ducts. This widespread damage explains 
the severity of the disease and the difficulty of its treatment. PSC is often associated with chronic 
inflammatory bowel diseases, such as ulcerative colitis or Crohn’s disease. This link highlights 
the importance of the immune system and the intestinal microbiota in the onset and progression 
of the disease. 

The exact cause of PSC remains unknown. A genetic predisposition is recognized, but 
environmental and dietary factors also seem to play a role. The immune system, instead of 
protecting the body, becomes dysregulated and destroys the bile ducts. This process is slow, 
sometimes silent for years, but it inexorably leads to severe fibrosis. PSC is therefore a chronic, 
progressive, and potentially fatal disease. 

PSC is considered a serious condition because it often progresses to cirrhosis and liver 
cancer. It may remain asymptomatic for a long time, discovered by chance during imaging or 
blood tests. But once symptoms appear, progression becomes rapid. The liver gradually loses its 
ability to eliminate bile and perform vital functions. Complications then arise: intense fatigue, 
disabling pruritus, jaundice, digestive disorders, bone fragility, and ultimately cirrhosis with its 
dramatic consequences. 

The earlier it is detected, the more possible it becomes to slow its progression. Nutrition 
plays a major role here. By reducing immune aggression and supporting hepatic metabolism, the 
hypotoxic diet becomes a valuable ally. Inspired by ancestral nutrition, it aims to limit intestinal 
permeability and reduce the entry of foreign peptides that sustain autoimmunity. 

In summary, primary sclerosing cholangitis is a rare but serious autoimmune disease that 
destroys the bile ducts and leads to chronic cholestasis. Its slow yet inexorable progression toward 
cirrhosis makes it a serious health threat. However, with early detection, appropriate medical 
management, and protective nutrition, it is possible to slow this progression and preserve quality 
of life. The Family Clinic protocol and the book Cooking to Heal remind us that food is a 
complementary weapon, capable of transforming the course of this disease. 



Primary Scle rosing Cholangiti s  (PSC)   

 

Warning Signs 
 

Primary sclerosing cholangitis is a disease that can remain silent for a long time. Many 
patients live for years without specific symptoms, and it is often discovered by chance during 
blood tests or imaging. Yet certain signs should raise concern, as they reflect progressive damage 
to the bile ducts and the liver. Recognizing these early signals is essential to prevent the disease 
from advancing to cirrhosis. 

The first frequent symptom is chronic fatigue. It does not resemble ordinary tiredness: it is 
deep, persistent fatigue that does not disappear with rest. Patients describe a constant heaviness, 
a difficulty in carrying out daily tasks. This fatigue is often underestimated, but it is an 
important warning signal. 

Another major sign is pruritus, meaning intense itching. It often appears at night, disrupts 
sleep, and can become disabling. This pruritus is linked to the accumulation of bile in the blood, 
a direct consequence of cholestasis. Sometimes it is the only symptom for years, but it must 
always be taken seriously, as it indicates liver distress. 

As the disease progresses, more visible signs appear: jaundice (yellowing of the skin and 
eyes), dark urine, and pale stools. These manifestations indicate a disturbance in bilirubin 
metabolism and confirm the presence of advanced cholestasis. They are sometimes accompanied 
by abdominal pain in the liver region and an increase in liver size. 

PSC is often associated with chronic inflammatory bowel diseases, such as ulcerative colitis 
or Crohn’s disease. Patients may present with diarrhea, abdominal pain, or digestive bleeding. 
These intestinal symptoms should be considered additional clues, as they strengthen suspicion of 
PSC. 

Other extrahepatic signs may appear: bone fragility due to poor absorption of fat-soluble 
vitamins, dry mouth and eyes, or metabolic disorders. These manifestations, sometimes distant 
from the liver, must be integrated into the overall picture of the disease. 

Fatigue, pruritus, jaundice, or digestive disorders are not trivial complaints: they reflect 
immune damage to the bile ducts. The earlier the disease is detected, the more possible it becomes 
to slow its progression. The hypotoxic diet plays a key role here. By reducing intestinal 
permeability and limiting the entry of foreign peptides, it decreases immune aggression against 
the bile ducts and alleviates symptoms. Patients who adopt this diet often report reduced 
pruritus and improved energy, proof that nutrition can transform daily life. 

In conclusion, the signs of primary sclerosing cholangitis must never be ignored. Persistent 
fatigue, pruritus, jaundice, digestive or extrahepatic disorders are all messages the body sends. 
The Family Clinic protocol encourages listening to them and acting early, by combining modern 
medicine with protective nutrition. The earlier the disease is detected, the greater the chances of 
preserving the liver and avoiding cirrhosis. 



Primary Scle rosing Cholangiti s  (PSC)   

 

How Doctors Make the Diagnosis 
 

The diagnosis of primary sclerosing cholangitis is complex. Since the disease can remain 
silent for years, precise and complementary examinations are required to detect it. Doctors 
combine blood tests, specialized imaging, antibody testing, and sometimes liver biopsy. The 
goal is to confirm bile duct involvement and assess the severity of the disease. 

The first step relies on blood tests. Results generally show elevated alkaline phosphatase 
and gamma-GT, markers of cholestasis. Transaminases may be moderately disturbed, but it is 
mainly bile markers that point toward PSC. Monitoring these parameters over time helps track 
disease progression and signal worsening. 

The second step is medical imaging, essential for visualizing the bile ducts. MRCP 
(magnetic resonance cholangiopancreatography) is the reference exam: it reveals alternating 
strictures and dilatations of the bile ducts, giving a typical “beaded necklace” appearance. 
Ultrasound may show bile duct dilatation or liver enlargement, but it is less specific. These 
images help distinguish PSC from other chronic cholestatic conditions, such as stones or 
tumors. 

The third step is the search for antibodies. Unlike primary biliary cholangitis, where 
anti-mitochondrial antibodies are characteristic, PSC has no specific immunological marker. 
Antinuclear antibodies or p-ANCA may sometimes be found, but they are insufficient to 
confirm the diagnosis. Their presence simply reflects associated autoimmune activity.  

In some cases, a liver biopsy is performed. It shows bile duct inflammation, periductal 
fibrosis, and progressive destruction of the ducts. Biopsy is not systematic, but it can be useful 
for staging the disease and confirming the diagnosis when imaging is inconclusive. 

Finally, the diagnosis also depends on excluding other causes of cholestasis: bile duct 
obstruction by stones, tumors, viral hepatitis, excessive alcohol consumption, or hepatotoxic 
drugs. This step is indispensable, since PSC can only be confirmed in the absence of these 
factors. 

Too often, patients consult late, when symptoms are already present. Yet early detection 
allows appropriate management and slows progression toward cirrhosis. Alongside medical 
examinations, the Family Clinic protocol recommends quickly integrating a hypotoxic diet, to 
reduce immune aggression against the bile ducts. 

In conclusion, the diagnosis of primary sclerosing cholangitis relies on a combination of 
blood tests, specialized imaging, antibody testing, and sometimes biopsy. It is not only about 
identifying cholestasis, but about recognizing a specific autoimmune disease with its 
particularities. This precision guides treatment and opens the way to a comprehensive 
approach, where modern medicine and protective nutrition complement each other to give 
patients the best chance of preserving their liver. 

.  

  



P rimary Sclero sing Cho langitis (P SC)   

 

The Risks of Progression to Cirrhosis 
 

Primary sclerosing cholangitis is an insidious disease. It progresses slowly, sometimes over 
several decades, but its course is inexorable if not controlled. The progressive destruction of the 
bile ducts leads to bile stagnation in the liver. This chronic cholestasis causes persistent 
inflammation, which gradually transforms into fibrosis. When fibrosis spreads and deforms the 
liver’s architecture, cirrhosis develops. At this stage, the lesions are irreversible and the vital 
functions of the liver are compromised. 

The progression of PSC occurs in several phases. In the early years, the disease may remain 
silent, discovered by chance during imaging or blood tests. Then symptoms appear: fatigue, 
pruritus, jaundice, digestive disorders. If nothing is undertaken, fibrosis progresses and the liver 
loses its ability to eliminate bile. Cirrhosis then sets in, with its formidable complications: 

 Portal hypertension, responsible for esophageal varices that may bleed. 

 Ascites, accumulation of fluid in the abdomen. 

 Coagulation disorders, favoring hemorrhages. 

 Hepatic encephalopathy, alteration of brain function linked to toxin accumulation. 

 Liver cancer (hepatocellular c arcinoma), the ultimate complication that further 
worsens prognosis. 

PSC is particularly serious because it is often associated with chronic inflammatory bowel 
diseases, which complicates its progression and treatment. Patients with PSC have an increased 
risk of developing liver or bile duct cancer. Even with modern treatments, the prognosis remains 
concerning. Ursodeoxycholic acid, sometimes used, has not shown major effectiveness in PSC. 
Liver transplantation then becomes the only solution in advanced cases, but it requires lifelong 
immunosuppressive treatment and does not prevent possible recurrence of the disease in the graft.  

The earlier the disease is detected, the more possible it becomes to slow progression toward 
cirrhosis. Nutrition plays a central role here. By reducing intestinal permeability and limiting the 
entry of foreign peptides, the hypotoxic diet decreases immune aggression against the bile ducts. 

In conclusion, primary sclerosing cholangitis is a disease that almost always leads to 
cirrhosis if not managed. But thanks to early detection, appropriate treatments, and protective 
nutrition, it is possible to slow this progression and preserve quality of life. The Family Clinic 
protocol and the book Cooking to Heal remind us that food is a powerful weapon, capable of 
preventing cirrhosis and restoring vitality to the liver. 



P rimary Sclero sing Cho langitis (P SC)   

 

Conventional Treatments and Their Limits 
 

The management of primary sclerosing cholangitis remains a major challenge for modern 
medicine. Unlike other autoimmune liver diseases, there is no recognized curative treatment. 
Current approaches aim to slow progression, relieve symptoms, and prevent complications, but 
they cannot stop the autoimmune process that destroys the bile ducts. 

The most commonly used treatment is ursodeoxycholic acid (UDCA). This medication, 
derived from a natural bile acid, improves bile fluidity and reduces its toxicity. It can improve 
certain biological parameters and relieve symptoms, but its effectiveness in PSC remains limited. 
Unlike primary biliary cholangitis, where UDCA is the reference treatment, it does not prevent 
progression to cirrhosis in PSC. Many patients continue to deteriorate despite this therapy.  

Other molecules have been tested, such as obeticholic acid, fibrates, or certain 
immunosuppressants. Results are mixed: some patients show improved blood tests, but the 
impact on survival and long-term progression remains uncertain. Immunosuppressants, effective 
in autoimmune hepatitis, have not shown major benefit in PSC. Clinical trials are ongoing, but 
no drug has yet demonstrated decisive efficacy. 

Symptomatic management is essential. 

 Pruritus, often disabling, can be relieved by cholestyramine, rifampicin, or newer 
treatments. 

 Fatigue, however, remains difficult to treat, as it does not always respond to 
medication. 

 Bone disorders linked to malabsorption of fat-soluble vitamins require appropriate 
supplementation. 

These measures improve quality of life but do not alter disease progression. 

In advanced cases, when the liver is destroyed by cirrhosis, the only solution remains liver 
transplantation. This intervention saves lives, but it requires lifelong immunosuppressive 
treatment and does not prevent possible recurrence of PSC in the graft. Transplantation is 
therefore an ultimate solution, but not a definitive cure. 

These limits show that medicine, despite its progress, cannot do everything. It controls the 
disease, prolongs life, but does not eliminate the autoimmune mechanism at the origin of PSC. 
This is why the Family Clinic protocol proposes a complementary approach, centered on nutrition. 
By reducing intestinal permeability and limiting the entry of foreign peptides, the hypotoxic diet 
acts upstream of the autoimmune process. It does not replace medical treatments, but it 
complements them, giving the liver the means to regenerate and reducing dependence on 
medication. 

In conclusion, conventional treatments for PSC are indispensable, but they are not 
sufficient on their own. They slow the disease without curing it, and expose patients to 
sometimes heavy constraints. The Family Clinic protocol and the book Cooking to Heal remind 
us that nutrition is a complementary weapon, capable of transforming the course of the disease. 
By combining medicine and nutrition, the patient finds a path to balance, where the liver can 
defend and rebuild itself.   



 

 

  



 

 

 

 

 

 

 

 

 

 

 

 

Associated Autoimmune Diseases



Asso ciated  Auto immune Diseases   

 

What are they? 
 

Autoimmune liver diseases, such as autoimmune hepatitis, primary biliary cholangitis, or 
primary sclerosing cholangitis, do not always occur in isolation. They may be accompanied by 
other autoimmune conditions affecting different organs and systems. These associations are not 
accidental: they reflect a global fragility of the immune system, which becomes dysregulated and 
attacks several tissues at once. Understanding these associated diseases is essential, as they 
change the clinical picture and influence management. 

Among the most frequent associations are autoimmune thyroid diseases, such as 
Hashimoto’s thyroiditis or Graves’ disease. They cause hormonal disorders that worsen fatigue 
and metabolic imbalances. Chronic inflammatory bowel diseases, such as ulcerative colitis or 
Crohn’s disease, are also common, especially in primary sclerosing cholangitis. They highlight the 
close link between the liver and the intestinal microbiota. 

Other associations are possible: Sjögren’s syndrome, with dry mouth and eyes; systemic 
lupus erythematosus, which can affect the skin, joints, and kidneys; rheumatoid arthritis, which 
causes chronic joint pain; type 1 diabetes, linked to autoimmune destruction of the pancreas. 
When these diseases coexist with liver involvement, they complicate diagnosis and treatment. 

These associations show that autoimmunity is rarely limited to a single organ. It reflects a 
global condition, where the immune system is hypersensitive and reacts inappropriately to 
dietary, environmental, or infectious stimuli. The liver, intestines, thyroid, joints, or exocrine 
glands can be affected simultaneously, creating a complex and sometimes confusing picture.  

The Family Clinic protocol emphasizes the importance of recognizing these associated 
diseases. Too often, patients are treated for only one condition, while the autoimmune 
background is global. The hypotoxic diet plays a central role here. By reducing intestinal 
permeability and limiting the entry of foreign peptides, it decreases immune aggression not only 
against the liver but also against other organs. 

The book Cooking to Heal (2026), published by Family Clinic, offers recipes adapted to this 
global approach. They favor hypotoxic foods, rich in protective nutrients and low in irritants, 
supporting not only the liver but also the entire immune system. 

In summary, associated autoimmune diseases are not isolated complications, but 
manifestations of a global condition. They reflect hypersensitivity of the immune system, which 
attacks several organs. Their recognition is essential for comprehensive management. The Family 
Clinic protocol and the book Cooking to Heal remind us that nutrition is a complementary 
weapon, capable of transforming the course of these diseases and giving patients a more balanced 
and serene life. 

  



Asso ciated  Auto immune Diseases   

 

Warning Signs 
 

Autoimmune diseases associated with liver conditions do not always manifest 
dramatically. Often, they develop discreetly, with diffuse symptoms that the patient—or even 
the doctor—may overlook. Yet these signs are valuable indicators of a global autoimmune 
background. Recognizing them early helps prevent complications and adapt management.  

The first frequent sign is chronic fatigue. It is not just ordinary tiredness: it is deep, 
persistent fatigue that does not disappear with rest. It may be linked to autoimmune thyroiditis, 
liver involvement, or inflammatory bowel disease. This fatigue should always raise concern, as 
it reflects generalized immune distress. 

Digestive disorders are also common. Diarrhea, abdominal pain, bloating, or bleeding may 
reveal chronic inflammatory bowel disease, often associated with primary sclerosing cholangitis. 
These symptoms, sometimes attributed to diet or stress, must be considered warning signals. 

Dry mouth and eyes are another characteristic sign, linked to Sjögren’s syndrome. Patients 
describe a dry mouth, difficulty swallowing, and a sensation of sand in the eyes. These 
manifestations, often trivialized, indicate autoimmune damage to the exocrine glands. 

Hormonal disorders must also be monitored. Hashimoto’s thyroiditis can cause 
hypothyroidism, with cold intolerance, weight gain, constipation, and psychomotor slowing. 
Graves’ disease, on the other hand, causes hyperthyroidism, with weight loss, palpitations, and 
nervousness. When these signs appear in a patient with autoimmune liver disease, an association 
should be suspected. 

Joint pain is frequent, linked to rheumatoid arthritis or lupus. It manifests as swollen, 
painful, sometimes deformed joints. When these symptoms coexist with liver involvement, they 
reinforce suspicion of a global autoimmune background. 

Finally, some patients present metabolic disorders, such as type 1 diabetes, caused by 
autoimmune destruction of the pancreas. The sudden onset of hyperglycemia in a patient with 
autoimmune liver disease should raise concern about this association. 

In conclusion, the signs of associated autoimmune diseases must never be ignored. 
Persistent fatigue, digestive disorders, dryness, joint pain, or hormonal disturbances are all 
messages the body sends. The Family Clinic protocol encourages listening to them and acting 
early, by combining modern medicine with protective nutrition. The earlier these di seases are 
detected, the greater the chances of preserving overall health and avoiding complications.  

 

  



Asso ciated  Auto immune Diseases   

 

How Doctors Make the Diagnosis 
 

The diagnosis of autoimmune diseases associated with liver conditions is a delicate step. 
These conditions often manifest with diffuse, sometimes trivialized symptoms, and require a 
global approach. Doctors must combine several examinations: blood tests, the search for specific 
antibodies, imaging, targeted biopsies, and complete clinical evaluation. The goal is to confirm 
the coexistence of several autoimmune diseases and adapt management. 

The first step relies on blood tests. They can detect liver abnormalities (elevated 
transaminases, alkaline phosphatase, gamma-GT), but also hormonal or metabolic disturbances. 
For example, autoimmune hypothyroidism is revealed by elevated TSH and decreased thyroid 
hormones. Type 1 diabetes is revealed by hyperglycemia and the presence of anti -beta cell 
antibodies. These analyses point toward systemic involvement. 

The second step is the search for specific antibodies. Each autoimmune disease has its 
markers: anti-mitochondrial antibodies for primary biliary cholangitis, p-ANCA for primary 
sclerosing cholangitis, anti-TPO for Hashimoto’s thyroiditis, anti-SSA/SSB for Sjögren’s 
syndrome, anti-native DNA for lupus. The simultaneous presence of several antibodies confirms 
the existence of a global autoimmune background. 

Medical imaging also plays an important role. Ultrasound and MRI can visualize liver 
damage, but also intestinal or joint abnormalities. In PSC, MRI shows alternating strictures 
and dilatations of the bile ducts. In chronic inflammatory bowel diseases, colonoscopy reveals 
characteristic lesions. These exams complement the immunological assessment. 

In some cases, targeted biopsies are necessary. Liver biopsy shows portal inflammation and 
fibrosis. Salivary gland biopsy confirms Sjögren’s syndrome. Skin or kidney biopsy can reveal 
lupus. These samples provide histological proof of autoimmune involvement. 

Finally, diagnosis relies on a global clinical evaluation. The physician must connect 
symptoms: fatigue, pruritus, digestive disorders, dryness, joint pain, hormonal disturbances. This 
grouping makes it possible to understand that the patient is not suffering from a single disease, 
but from a set of interconnected autoimmune conditions. 

In conclusion, the diagnosis of associated autoimmune diseases relies on a combination of 
blood tests, antibody detection, imaging, biopsies, and clinical evaluation. It is not only about 
identifying an isolated condition, but about recognizing a global autoimmune background. This 
precision guides treatment and opens the way to an integrated approach, where modern medicine 
and protective nutrition complement each other to give the patient the best chance of preserving 
health. The Family Clinic protocol emphasizes the importance of this global approach. Too often, 
patients are treated for only one disease, while the autoimmune background is multiple.  

 

  



Asso ciated  Auto immune Diseases   

Risks of Progression to Cirrhosis 

and Systemic Complications 
 

Autoimmune diseases associated with liver involvement are not limited to a single organ. 
They reflect a global dysfunction of the immune system, which can lead to multiple 
complications. The liver, as a central organ of metabolism, is particularly vulnerable. When 
immune attacks persist, fibrosis develops and progresses to cirrhosis, with irreversible 
consequences. Beyond the liver, other organs may also be affected, creating a complex systemic 
picture. 

The major risk is progression to cirrhosis. The progressive destruction of bile ducts or 
liver cells leads to bile stagnation, chronic inflammation, and fibrosis. Eventually, the liver 
loses its ability to perform vital functions: detoxification, protein synthesis, and metabolic 
regulation. Cirrhosis is accompanied by serious complications: 

 Portal hypertension, causing esophageal varices that may bleed. 

 Ascites, accumulation of fluid in the abdomen. 

 Coagulation disorders, increasing the risk of hemorrhage. 

 Hepatic encephalopathy , brain dysfunction linked to toxin buildup. 

 Hepatocellular carcinoma, liver cancer that further worsens prognosis. 

But the risks extend beyond the liver. Associated autoimmune diseases cause systemic 
complications: 

 Hashimoto’s thyroiditis → hypothyroidism with fatigue, cold intolerance, and 
slowed metabolism. 

 Graves’ disease  → hyperthyroidism with palpitations and weight loss. 

 Sjögren’s syndrome  → dry mouth and eyes, increasing infection risk. 

 Rheumatoid arthritis → chronic joint pain and progressive disability. 

 Lupus → can affect skin, kidneys, and nervous system. 

 Type 1 diabetes → exposes patients to severe metabolic complications. 

These associations worsen the overall prognosis. A patient with PSC or PBC combined 
with inflammatory bowel disease has an increased risk of liver and colon cancer. A patient 
with lupus or rheumatoid arthritis plus liver disease experiences a significantly reduced 
quality of life. The coexistence of several autoimmune diseases creates a vicious circle, where 
each condition fuels the other. 

In conclusion, associated autoimmune diseases expose patients to a double risk: 
progression to cirrhosis and the onset of systemic complications. But with early detection, 
appropriate treatments, and protective nutrition, it is possible to slow this progressi on and 
preserve quality of life. The Family Clinic protocol emphasizes preventing these dramatic 
outcomes. 

 

  



Asso ciated  Auto immune Diseases   

 

Conventional Treatments and Their Limits 
 

The management of autoimmune diseases associated with liver involvement relies on a 
combination of medications and symptomatic measures. Each disease has its own specific 
protocols, but they all share a common limitation: they control symptoms and slow progression 
without definitively eliminating the immune dysfunction. Understanding these limits is 
essential to consider a complementary approach. 

In autoimmune thyroid diseases, such as Hashimoto’s thyroiditis or Graves’ disease, 
treatments are based on hormone replacement (levothyroxine) or antithyroid drugs. These 
approaches correct hormonal imbalances but do not cure the autoimmune cause. The thyroid 
remains fragile and may progressively deteriorate. 

In chronic inflammatory bowel diseases, such as ulcerative colitis or Crohn’s disease, 
treatments include anti-inflammatories, immunosuppressants, and targeted biologics. They 
reduce inflammation and improve quality of life, but they carry heavy side effects and do not 
prevent relapses. Progression toward digestive or hepatic complications remains possible.  

Sjögren’s syndrome is treated with saliva and tear substitutes, sometimes with 
immunomodulators. These measures relieve dryness but do not correct autoimmune damage to 
the exocrine glands. Rheumatoid arthritis and lupus rely on corticosteroids, 
immunosuppressants, and biologics. These treatments reduce inflammation and prevent 
flare-ups, but they weaken the body and increase infection risk. 

Type 1 diabetes, caused by autoimmune destruction of the pancreas, requires lifelong 
insulin therapy. This treatment saves lives but does not cure the autoimmune cause. The 
pancreas remains destroyed, and the disease exposes patients to severe metabolic complications. 

These limits show that medicine, despite its progress, cannot do everything. It controls 
disease, prolongs life, but does not eliminate the autoimmune mechanism at the root of these 
conditions. This is why the Family Clinic protocol proposes a complementary approach centered 
on nutrition. By reducing intestinal permeability and limiting the entry of foreign peptides, the  
hypotoxic diet acts upstream of the autoimmune process. It does not replace medical treatments, 
but it complements them, giving organs the means to regenerate and reducing dependence on 
medication. 

The book Cooking to Heal (2026), published by Family Clinic, illustrates this approach 
with simple, adapted recipes. These hypotoxic dishes, rich in protective nutrients and low in 
irritants, support the liver, thyroid, intestines, joints, and pancreas. They offer a concrete 
alternative to reduce inflammatory load and improve patients’ quality of life. 

In conclusion, conventional treatments for associated autoimmune diseases are 
indispensable, but they are not sufficient on their own. They slow disease without curing it and 
impose sometimes heavy constraints. By combining medicine and nutrition, patients can find a 
path to balance, where the immune system calms down and organs rebuild. 
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Comparative Table 
of Autoimmune Hepato-Biliary Diseases. 

 
Criterion 

Autoimmune 

Hepatitis (AIH) 

Primary Biliary 

Cholangitis (PBC) 

Primary Sclerosing 

Cholangitis (PSC) 

Predominant sex 
Women (but also 

affects men) 

Women, especially around 

age 50 
Young men, often < 40 years  

Order of 

symptom onset 

Fatigue → jaundice 

→ abdominal pain 

Fatigue → pruritus → 

dryness → jaundice 

Pruritus → jaundice → 

cholangitis (fever, pain, 

chills) 

Biological 

disturbances 

Transaminases ↑, 

IgG ↑ 

Alkaline phosphatase ↑, 

gamma-GT ↑ 

Alkaline phosphatase ↑, 

bilirubin ↑, transaminases ↑ 

Characteristic 

autoantibodies 

ANA, ASMA, 

anti-LKM 

Anti-mitochondrial 

antibodies (AMA) 

ANCA, antinuclear 

antibodies, sometimes 

anti-smooth muscle 

Imaging and 

pathology 

Biopsy: portal 

inflammation, 

fibrosis 

Biopsy: destruction of 

small bile ducts, fibrosis  

MRCP: strictures and 

dilatations of bile ducts; 

biopsy: inflammatory fibrosis 
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Conclusion 
 

The liver is a unique organ: it has a remarkable capacity for regeneration. Even 
when attacked by an autoimmune disease, it retains an ability to repair itself, 
provided that inflammation is controlled and repeated aggressions cease. This 
natural resilience is at the heart of the Family Clinic message. 

The ancestral hypotoxic diet, inspired by Mediterranean traditions and 
adapted to the Moroccan context, is a powerful tool to improve or stabilize these 
diseases. By reducing intestinal permeability and limiting the entry of foreign 
peptides, it decreases immune aggression against the liver and bile ducts. Clinical 
observations show that patients with autoimmune hepatitis, primary biliary 
cholangitis, or primary sclerosing cholangitis have seen their symptoms ease, their 
biological results improve, and their quality of life strengthened thanks to this 
approach. 

The Family Clinic protocol and the book Cooking to Heal (2026) remind us 
that eating is not a trivial act: it can transform the course of a chronic disease. 
Simple, adapted hypotoxic recipes become daily allies to support the liver, reduce 
inflammation, and enhance the effectiveness of medical treatments. 

Even in serious situations, nutritional change can alter the course of the 
disease. The liver, an organ of life and regeneration, can regain its vitality. The 
combination of modern medicine and protective nutrition opens a new path, where 
the patient is no longer just a spectator of their illness, but an actor in their healing.  
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"In the silence of the body, the liver 

keeps the memory of wounds… but 

it also carries the promise of rebirth, 

as soon as it is offered peace and 

the right nourishment."  

  



Liver and Immunity: Understanding and Acting 

 

The liver is an organ of life, regeneration, and light. Yet, when faced with autoimmune 
hepato-biliary diseases (autoimmune hepatitis, primary biliary cholangitis, primary sclerosing 
cholangitis), it can become exhausted, fibrotic, and lose its vitality. 

Drawing on the book Cooking to Heal (2026), this practical and narrative guide reminds 
us that food is a powerful therapeutic weapon. It does not replace modern medicine, but it 
complements it, offering patients and their families a new path toward health and serenity. 

Even in severe situations, nutritional change can transform the course of the disease and 
restore the liver’s capacity for regeneration. 

Family Clinic: a protocol, a philosophy, a promise of regained life.  
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