
 Chapitre III : Mécanismes moléculaires de l’auto-immunité
Bases génétiques & environnementales 
Environnement
•Mimétisme moléculaire : Reconnaissance du soi par des Ac dirigés contre molécule du pathogène, activation aussi 

des LT 
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modulate the development of ADs. Underlying mechanisms are 
multiple and complex, probably different according to pathogens. It 
will be extremely interesting to correlate these mechanisms and more 
generally the infections in question with the polymorphism of genes 
predisposing to or protecting against the various ADs. 

Hormonal influences

The two types of autoimmune thyroiditis, Hashimoto’s thyroiditis 
(HT) and GD, also occur predominantly in women. Significant numbers 
of HT and GD patients first develop their disease in the postpartum 
period, suggesting that major hormonal changes can precipitate 
onset. In animal models of hypothyroidism, estrogen exacerbates HT 
symptoms while testosterone reverses it. Another hormonal influence 
that may be relevant to AD etiology is the hypothalamic–pituitary–
adrenal (HPA) axis. Animals with defects in their HPA axis show 
increased susceptibility to AD, implying that stress-induced increases 
in glucocorticoids such as corticosterone and cortisol are required to 
restrain autoreactive lymphocytes.

Regional/ethnic differences

Many ADs appear to vary in incidence by region or by ethnic group, 
although such data have been relatively hard to come by and are not 
consistent for all AD or countries. In some cases, this variation may be 
due to the uneven prevalence of an HLA allele linked to a particular AD 
(due to ethnic differences) or of a triggering pathogen or chemical agent 
(due to geographic or environmental differences). In other cases, the 
reasons for variation in AD incidence among countries or ethnic groups 
are not obvious. Tied to the regional/ethnic issue is the observation 
that the decreasing incidence of infections in western countries and 
more recently in developing countries is at the origin of the increasing 
incidence of both autoimmune and allergic diseases including Crohn’s 
disease (CD), T1DM, and multiple sclerosis (MS) [26,27].

Mechanisms Underlying Autoimmune Disorders
The vast majority of AD stem from abnormalities in the mechanisms 

of peripheral tolerance that fine-tune the repertoires of mature T 
and B peripheral lymphocytes. The mere presence of autoreactive 
lymphocytes in an individual’s repertoire is not enough to trigger AD: it 
only predisposes that individual to developing AD. For AD to develop, 
a stimulus that activates the autoreactive cells must be present, and 
mechanisms designed to regulate autoreactive lymphocyte responses 
must fail. 

We will now discuss several mechanisms, some of which remain 
controversial, that are believed to contribute to the development of AD 
in susceptible individuals.

Pathogen-related mechanisms
The onset or flare-ups of many AD appear to be triggered by 

particular pathogens. However, one should keep in mind that, apart 
from infection, there must be other factors involved in AD development 
because infection is common but autoimmunity is not. Millions of 
people experience pathogen infections, many of them very serious, but 
only a small fraction of infected individuals develop AD.

Molecular mimicry: The first pathogen-related hypothesis, called 
molecular mimicry (or antigenic mimicry), holds that autoreactive 
lymphocytes in the periphery are sometimes activated by cross-
reacting pathogen antigens [28-31]. The process of antigen mimicry has 
frequently been proposed as a potential initiator of ADs (Table 3). This 
mechanism, particularly when isolated, is only likely relevant to those 
autoimmune processes clearly associated with antecedent infections, 
and particularly those that resolve spontaneously. The mechanism may, 
however, also play a role in initiation of the autoimmune response in 
self-sustaining autoimmune processes, but in this case, requires that 
T-cell responses to the cross-reacting self-antigen are initiated.

Foreign antigens, which often differ from their homologous self 
antigens in some areas, may nevertheless bear significant structural 
similarity to self-antigens in other regions. Initiation of an immune 

Pathogen Antigen Cross-reacting Mammalian Self Antigen AD
Streptococcus cell wall M protein Myosin, other heart valve proteins RF

Peptides of EBV, influenza virus, HPV, measles virus, HHV-6 Myelin basic protein MS

LPS of Campylobacter jejuni Peripheral nerve gangliosides GBS

Proteins of Salmonella typhimurium or Yersinia enterocolitica HLA-B27 Reactive arthritis

Borrelia burgdorferi, OspA protein Lymphocyte function-associated antigen 1 (LFA-1) Lyme arthritis

P
2
-C protein of Coxsackie virus Glutamic acid decarboxylase T1DM

Protein of Yersinia enterocolitica Thyrotropin receptor GD

B13 protein of Trypanosoma cruzi Cardiac myosin Chagas heart disease

Table 3: Examples of human autoimmune disease potentially linked to molecular mimicry.

A striking common feature of many ADs in both humans and 
experimental animal models is that females are more susceptible to 
autoimmune conditions than males [16-18]. More than 85 percent of 
patients with thyroiditis, scleroderma, lupus, and SS are females [19]. 
In addition to genetic factors such as X-chromosome abnormalities, 
sex hormones such as estrogens and androgens are believed to play a 
significant role in the sex-based susceptibility to many ADs. Researchers 
hypothesize that the expression of hormones or factors associated 
with the development of sex-specific organs can activate previously 
tolerant or ignorant lymphocytes. Indeed, in a mouse model of SLE, 
the administration of estrogen unregulated Bcl-2 in B cells and blocked 
B cell tolerization [20-22]. Disease symptoms were exacerbated in the 
estrogen-treated animals. Estrogen metabolism is often abnormal in 
SLE patients, and flare-ups of SLE may on occasion be associated with 
changes in hormonal status, such as during pregnancy or the initiation 
of hormone replacement therapy. It is clear that sex hormones have 
profound influence on immune system development and function. 
Recent studies revealed that estrogen receptor ERα, rather than ERβ 
plays a critical role in the regulation estrogen-mediated promotion of 
autoimmunity in NZB/W mice, [23] and also microRNA (miRNA) 
induction. Of relevance, the decreased level of miR-146a and miR-
125a and increased level of miR-148a have been identified in human 
patients with lupus and reported to contribute to lupus pathogenesis 
by regulating type I interferon(IFN) pathway [24,25]. Together, these 
data suggest that sex hormones such as estrogen may contribute to the 
pathogenesis of lupus and other gender biased AD via the regulation of 
miRNA expression.Chapitre IV



 Chapitre III : Mécanismes moléculaires de l’auto-immunité
Allo-antigènes & rejet du greffon
•Autogreffe : Donneur & receveur sont le même sujet 

•Greffe syngénique (isogénique) : Donneur & receveur ont le même fond génétique 

•Greffe allogénique : Donneur & receveur non apparenté 

•Rejet de première intention (rejet aigu) : Phase d’acceptation puis rejet  

•Rejet de seconde intention : Seconde greffe d’un même donneur 

•CMH : Cause majeur du rejet de greffes
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Allo-antigènes & rejet du greffon
•Rejet de greffe dans le cas de CMH identique : Antigènes mineurs 
d’histocompatibilité(peptides de protéines non CMH). Rejet de greffe moins rapide

•Antigènes mineurs d’histocompatibilité (Antigènes H) : Toutes les protéines humaines 
présentant un polymorphisme, généralement de type CMH-I
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 Chapitre III : Mécanismes moléculaires de l’auto-immunité
Allo-antigènes & rejet du greffon
•Leucocytes passagers: CPA présentent dans le greffon: Alloreconnaissance directe 

•Alloreconnaissance indirecte : Reconnaissance des Ag par les CPA du receveur 

•Rejet suraigu : Rapide & dépendant du complément et alloanticorps préexistants  

•Xénogreffe : greffon d’espèce différente & réaction immunitaire  

•Rejet chronique 
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Rejet du greffon : cas de la grossesse

• HYPOTHÈSES 

• Isolation de la RI par le placenta : pas d’expression de CMH I&II 

par le trophoblaste mais expression de HLA-G; IDO catalyse la Trp 

• Suppression temporaire de la RI : expérience des souris 

gravides 

• Sécrétion de cytokines: TGF-β, IL-4, IL-10

Chapitre IV
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ongoing immune response. Figure 1 presents a conceptual framework 
for the development of AD. It should also be noted that in many cases 
during disease propagation, immunoregulatory pathways are also 
activated, which may result in natural inhibition of clinical disease over 
time. Such immunoregulation is likely absent or fails in a susceptible 
host.

ADs traditionally have been categorized as organ specific or 

systemic or both (Table 1). The organ-specific ADs may represent 
examples of normal immune responses that produce disease because 
they are “misdirected” against a self-antigen or organ. By contrast, 
in systemic ADs, multiple organs are targets for immune attack, and 
chronic activation of innate and adaptive immune cells is usually 
present. SLE is considered to be the prototypic systemic AD. However, 
it should be noted that the categorization of an AD as organ-specific 
or systemic is based primarily on clinical observations rather than the 
expression pattern of the self antigen that appears to be targeted in the 
attack. 

Determinants of Autoimmune Disease
Although ADs in humans are genetically complex, significant 

advances in understanding have occurred over the past several years. 
For many ADs, the break in peripheral self-tolerance leading to an 
anti-self immune response is linked to an encounter with a particular 
pathogen, chemical, drug, toxin, or hormone. However, the single most 
important factor contributing to AD is the genetic make-up of the host. 
A complex constellation of AD susceptibility alleles and haplotypes 
exists that determines the ongoing deregulation of self-tolerance 
mechanisms.

Genetic predisposition
There have been important advances in the genetics of 

autoimmunity in several mouse models. These studies highlight a 
critical role for pathways of tolerance induction, immunoregulation, 
and setpoints/thresholds for immune signaling in avoiding emergence 
of autoimmunity [6-8]. It should be emphasized that regardless of 
the underlying cause for autoimmunity, predisposition to a given 
autoimmune response is associated with certain human leukocyte 
antigen (HLA) allele(s). If the host’s major histocompatibility complex 
(MHC) cannot present an antigen, that antigen cannot elicit a response 
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Figure 1: Pathways influencing the development and perpetuation of 
autoimmune diseases.

Table 1: Examples of selected human autoimmune diseases.

Organ-Specific Autoimmune Diseases
Organ Disease(s) Self-Antigen Major Autoimmune Mechanism
Adrenal cells Addison's disease Cytochrome P-450 antigens Autoantibodies

Red blood cells Autoimmune hemolytic anemia Red blood cell membrane proteins Autoantibodies

Platelets Idiopathic thrombocytopenic purpura Platelet antigens (GP IIb/IIIa) Autoantibodies

Stomach Pernicious anemia Gastric parietal cell antigens (H+/ATPase, intrinsic factor) Autoantibodies/T cells

Small bowel Celiac sprue (gluten enteropathy) Transglutaminase Autoantibodies/T cells

Thyroid

Hashimoto's thyroiditis Thyroid cell antigens (e.g., thyroglobulin) T cells/autoantibodies

Graves' disease Thyroid-stimulating hormone receptor Autoantibodies

Muscle Myasthenia gravis Acetylcholine receptors Autoantibodies

Pancreatic islets Type 1 diabetes Beta cell antigens (glutamic acid decarboxylase, insulin) T cells (autoantibodies present

Hepatocytes Autoimmune hepatitis Hepatocyte antigens (cytochrome P450 2D6) T cells/antibodies

Bile duct cells Primary biliary cirrhosis Intrahepatic bile duct (pyruvate dehydrogenase complex 

protein)

Autoantibodies/ T cells

Heart  Rheumatic heart disease Myocardial antigens Autoantibodies

Kidney/lung Goodpasture's syndrome Basement membrane antigens (type IV collagen α3 chain) Autoantibodies

Systemic Autoimmune Diseases
Disease(s) Self-Antigen Major Autoimmune Mechanism
Ankylosing sponkylitis Vertebrae Immune complexes

Multiple sclerosis Brain or white matter TH
1
 cells and T

C
 cells, auto-antibodies

Rheumatoid arthritis Connective tissue, IgG Auto-antibodies, immune complexes

Systemic lupus erythematosus  DNA, nuclear protein, RBC and platelet membranes Auto-antibodies, immune complexes

Scleroderma Nuclei, heart, lungs, gastrointestinal tract, kidney Auto-antibodies

Sjogren’s syndrome Salivary gland, liver, kidney, thyroid Auto-antibodies 

Citation: Ray S, Sonthalia N, Kundu S, Ganguly S (2012) Autoimmune Disorders: An Overview of Molecular and Cellular Basis in Today’s Perspective. 

J Clin Cell Immunol S10:003. doi:10.4172/2155-9899.S10-003

Page 2 of 12

J Clin Cell Immunol                                                                                                                                 ISSN:2155-9899 JCCI, an open access journal 
Clinical, Cellular & Molecular Biology 

of Autoimmune Disorders

ongoing immune response. Figure 1 presents a conceptual framework 
for the development of AD. It should also be noted that in many cases 
during disease propagation, immunoregulatory pathways are also 
activated, which may result in natural inhibition of clinical disease over 
time. Such immunoregulation is likely absent or fails in a susceptible 
host.

ADs traditionally have been categorized as organ specific or 

systemic or both (Table 1). The organ-specific ADs may represent 
examples of normal immune responses that produce disease because 
they are “misdirected” against a self-antigen or organ. By contrast, 
in systemic ADs, multiple organs are targets for immune attack, and 
chronic activation of innate and adaptive immune cells is usually 
present. SLE is considered to be the prototypic systemic AD. However, 
it should be noted that the categorization of an AD as organ-specific 
or systemic is based primarily on clinical observations rather than the 
expression pattern of the self antigen that appears to be targeted in the 
attack. 

Determinants of Autoimmune Disease
Although ADs in humans are genetically complex, significant 

advances in understanding have occurred over the past several years. 
For many ADs, the break in peripheral self-tolerance leading to an 
anti-self immune response is linked to an encounter with a particular 
pathogen, chemical, drug, toxin, or hormone. However, the single most 
important factor contributing to AD is the genetic make-up of the host. 
A complex constellation of AD susceptibility alleles and haplotypes 
exists that determines the ongoing deregulation of self-tolerance 
mechanisms.

Genetic predisposition
There have been important advances in the genetics of 

autoimmunity in several mouse models. These studies highlight a 
critical role for pathways of tolerance induction, immunoregulation, 
and setpoints/thresholds for immune signaling in avoiding emergence 
of autoimmunity [6-8]. It should be emphasized that regardless of 
the underlying cause for autoimmunity, predisposition to a given 
autoimmune response is associated with certain human leukocyte 
antigen (HLA) allele(s). If the host’s major histocompatibility complex 
(MHC) cannot present an antigen, that antigen cannot elicit a response 
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Figure 1: Pathways influencing the development and perpetuation of 
autoimmune diseases.

Table 1: Examples of selected human autoimmune diseases.

Organ-Specific Autoimmune Diseases
Organ Disease(s) Self-Antigen Major Autoimmune Mechanism
Adrenal cells Addison's disease Cytochrome P-450 antigens Autoantibodies

Red blood cells Autoimmune hemolytic anemia Red blood cell membrane proteins Autoantibodies

Platelets Idiopathic thrombocytopenic purpura Platelet antigens (GP IIb/IIIa) Autoantibodies

Stomach Pernicious anemia Gastric parietal cell antigens (H+/ATPase, intrinsic factor) Autoantibodies/T cells

Small bowel Celiac sprue (gluten enteropathy) Transglutaminase Autoantibodies/T cells

Thyroid

Hashimoto's thyroiditis Thyroid cell antigens (e.g., thyroglobulin) T cells/autoantibodies

Graves' disease Thyroid-stimulating hormone receptor Autoantibodies

Muscle Myasthenia gravis Acetylcholine receptors Autoantibodies

Pancreatic islets Type 1 diabetes Beta cell antigens (glutamic acid decarboxylase, insulin) T cells (autoantibodies present

Hepatocytes Autoimmune hepatitis Hepatocyte antigens (cytochrome P450 2D6) T cells/antibodies

Bile duct cells Primary biliary cirrhosis Intrahepatic bile duct (pyruvate dehydrogenase complex 

protein)

Autoantibodies/ T cells

Heart  Rheumatic heart disease Myocardial antigens Autoantibodies

Kidney/lung Goodpasture's syndrome Basement membrane antigens (type IV collagen α3 chain) Autoantibodies

Systemic Autoimmune Diseases
Disease(s) Self-Antigen Major Autoimmune Mechanism
Ankylosing sponkylitis Vertebrae Immune complexes

Multiple sclerosis Brain or white matter TH
1
 cells and T

C
 cells, auto-antibodies

Rheumatoid arthritis Connective tissue, IgG Auto-antibodies, immune complexes

Systemic lupus erythematosus  DNA, nuclear protein, RBC and platelet membranes Auto-antibodies, immune complexes

Scleroderma Nuclei, heart, lungs, gastrointestinal tract, kidney Auto-antibodies

Sjogren’s syndrome Salivary gland, liver, kidney, thyroid Auto-antibodies 
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Hashimoto :  Ac anti-peroxydase thyroidienne 
Graves :  Ac anti-Récepteurs de thyréostimuline 
DID :  Ac anti-insuline 
LED :  Ac anti-chromatine/anti-spliceosome 
Myasthénie : Ac anti-acetylcholine
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Absence du phénomène de Séquestration 
Excès de l’auto-antigène (Ex: la chromatine dans le LED) 
Recrutement des médiateurs non spécifique de l’inflammation 
Extension épitopique & présentation d’épitopes cryptiques

Auto-immunité chronique suite à l’inflammation
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Lupus Erythémateux Disséminé
Auto-immunité chronique suite à l’inflammation



 Chapitre IV : Maladies Auto-immunes
Auto-immunité chronique suite à l’inflammation

Systemic Lupus Erythematosus : Clinical 
Manifestations

•

 

General
–

 

Fatigue, fever weight loss
•

 

Musculskeletal
–

 

Arthritis
–

 

Myositis
•

 

Skin
–

 

Malar rash, discoid rash, others
–

 

photosensitivity
–

 

Oral and nasal ulcers
–

 

Alopecia
•

 

Hematologic
–

 

Hemolytic anemia
–

 

Thrombocytopenia
–

 

Leukopenia
–

 

Antiphospholipid antibody syndrome

•

 

Renal
–

 

Glomerulonephritis
•

 

Pulmonary
–

 

Pleurisy
–

 

Pleural effusions
–

 

Pneumonitis
–

 

Alveolar hemorrhage
•

 

Cardiac
–

 

Pericarditis
–

 

Valvular thickening
–

 

Myocarditis
–

 

Atherosclerosis
•

 

Gastrointestinal
–

 

Serositis
–

 

Pancreatitis
•

 

Nervous system
–

 

Cognitive impairment
–

 

Seizures
–

 

Psychosis
–

 

Peripheral neuropathy

SLE: MALAR RASHSLE: MALAR RASH
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Auto-immunité chronique suite à l’inflammation

SLE : ANA Associations
Antigen Clinical Associations Prevalence (%)

Double stranded DNA Renal disease, marker for disease 
activity

40-60%

Smith Antigen (Sm) 20%

Ro/SSA Subacute cutaneous lupus, 
photosenitivity, neonatal lupus, Sjogrens

40%

La/SSB Low prevalence of renal disease, 
Sjogrens syndrome

10-15%

Ribonuclear protein 
(U1-RNP)

Mixed connective tissue disease 30-40%

Phospholipids Hypercoagulable states, 
thrombocytopenia, miscarriages, 
verrucous endocarditis

30%

Histones Drug related SLE (not specific)

Ribosomal P Psychosis and depression 10-40%

SLE: Immunofluorescence of Skin

•

 

Autoantibodies form immune complexes with autoantigens and deposit at the 
dermal-epidermal junction of the skin

•

 

IC activate the classical complement pathway components which can also be 
detected at the dermal-epidermal junction of the skin

SLE: Immunofluorescence of Glomerulus

•

 

Autoantibodies form immune complexes with autoantigens and deposit in the 
basement membrane of glomeruli

•

 

IC activate the classical complement pathway components which can also be 
detected in the basement membrane of glomeruli

Lupus Erythémateux Disséminé
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Stimulation ou blocage du récepteur cible
Maladie de Graves (Maladie de Basedow)

• Plus fréquente cause d’Hyperthyroïdie

• Sexe-ratio en faveur des femmes

Caractéristiques 

Auto-anticorps stimulant le TSH-R

Prédisposition génétique : HLA-A1 /HLA-B8 / HLA-DR3

Association avec d’autres maladies auto-immunes

Action agoniste des auto-anticorps

Transmission des anticorps maternels vers le foetus
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Stimulation ou blocage du récepteur cible

Graves Disease
•

 
Symptoms of 
hyperthyroidism
–

 
Heat intolerance

–
 

Increased metabolism, 
weight loss

–
 

Palpitations, increased 
HR

–
 

Hair loss
–

 
Fatigue

–
 

Nervousness
–

 
Opthalmopathy

• Goitre 

• Manifestations oculaires : orbitopathie ou ophtalmopathie 

- Support de Cours (Version PDF) - 

III.1  HYPERTHYROÏDIES D’ORIGINE AUTO-IMMUNE

1. Maladie de Basedow (Graves’disease)

 

 Il s’agit de la plus fréquente des causes d’hyperthyroïdie. Elle atteint dans certaines séries 

1,9 % des femmes et 0,4 % des hommes (soit 1 % de la population). Elle touche surtout la 

femme jeune.

 

Les caractéristiques de cette maladie sont les suivantes :

● c’est une maladie auto-immune due à des anticorps stimulant le récepteur de la TSH

● elle survient sur un terrain génétiquement prédisposé ;

● elle est parfois associée à d’autres maladies auto-immunes, chez le propositus ou 

dans la famille ;

● elle évolue spontanément par poussées, suivies de rémissions.

 a. Particularités cliniques 

Aux signes de thyrotoxicose, présents à des degrés divers, s’associent dans les formes 

typiques :

● un goitre (photo 45,) d’importance variable, diffus, homogène, élastique, vasculaire 

(présence d’un souffle à l’auscultation de la thyroïde) ;

● des manifestations oculaires (orbitopathie ou ophtalmopathie : photo 46, A, B) : 

○ spécifiques de la maladie, mais inconstantes cliniquement (environ 50 % des 

cas, surtout chez les fumeurs),

○ dues à une atteinte inflammatoire des muscles orbitaires (myosite), des tissus 

péri-oculaires et de la graisse rétro-orbitaire,

○ sans relation avec le degré de thyrotoxicose,

○ qui peuvent précéder, accompagner ou suivre la thyrotoxicose. 

 

Goitre

- © Université Médicale Virtuelle Francophone -

• Intolérance à la chaleur

• Perte pondérale

• Palpitations cardiaques

• Pathologies nerveuses

• Perte de cheveux
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Stimulation ou blocage du récepteur cible
Myasthénie Gravis

• maladie neuromusculaire chronique

• Sexe-ratio en faveur des femmes : Femmes d’âge 30-40ans & Hommes d’âge 40-60 ans

• Affaiblissement et épuisement anormalement rapides des muscles volontaires.

•  Prédisposition génétique : HLA-DR3

• Auto-anticoprs récepteurs nicotiniques: Rôle d’antagonistes

• Association avec l’apparition de Thymome

• Diplopie /Dysarthrie / Dysphagie

• Diplopie /Dysarthrie / Dysphagie



Chapitre IV: Maladies Auto-immunes
Lésions tissulaires & auto-anticorps par LT spécifiques 
du soi
Sclérose en Plaque

MBP : Myelin Basic Protein/PLP : ProteoLipid Protein/MOG : Myelin Oligodendrocyte 
Glycoprotein
Dégradation de la myéline : faiblesse musculaire, ataxie, cécité et paralysie des 
membres
Inflammation: Rupture de la barrière hemato-encéphalique, entrée dans le cerveau
Augmentation de l’inflammation, perméabilité et infiltration lymphocytaire, 
production d’Ac
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Lésions tissulaires & auto-anticorps par LT spécifiques 
du soi
Sclérose en Plaque

• Perturbation de la vision

• Fatigue Musculaire

• Diminution de l’influx sensoriel

• Ataxie : atteinte du cervelet 

• Déficits cognitifs

• Incontinence
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Lésions tissulaires & auto-anticorps par LT spécifiques 
du soi
Polyarthrite rhumatoide

Rheumatoid 
Arthritis

Rheumatoid 
Arthritis

• Epitope partagé : HLA-DR4

• QKRAA ou QRRAA : attachement sur la chaine HLA-DRBHLA-DR4 and Rheumatoid Arthritis

“SHARED EPITOPE”
QKRAA or QRRAA on DRE

 

chain

% of RA patients Relative Risk

HLA-DRB1*0401 50-61% 5-11

HLA-DRB1*0404 27-37% 5-14

HLA-DRB1*0101 13-27% 1-2

HLA-DRB1*10 1.5% 2.3

HLA-DR4 and Rheumatoid Arthritis

“SHARED EPITOPE”
QKRAA or QRRAA on DRE

 

chain

% of RA patients Relative Risk

HLA-DRB1*0401 50-61% 5-11

HLA-DRB1*0404 27-37% 5-14

HLA-DRB1*0101 13-27% 1-2

HLA-DRB1*10 1.5% 2.3

PTPN22, PADI4, TRAF-C5 locus, STAT4, CTLA4 
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Lésions tissulaires & auto-anticorps par LT spécifiques 
du soi
Polyarthrite rhumatoide

Inflammation de la synoviale : endommagement du cartilage et érosion de l’os, 
fortes douleurs et et perte de fonctions articulaires 
Association avec des CMH-II, implication des LT CD4 mais aussi anti-IgG(F. 
rhumatoide)
Auto-antigène : Collagene type II, protéoglycane



 Chapitre IV : Maladies Auto-immunes

GvHD
• Généralement dans les greffes de moelle osseuse 

• Attaque de l’organisme par les cellules greffées 

• Détection par MLR 
• Élimination de GvHD par immuno-déplétion? 

• Treg??


