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ABSTRACT: 

The etiology of autoimmune diseases is due to a combination of genetic predisposition and environmental factors 
that alter the expression of immunoregulatory genes through various mechanisms that include epigenetics and pathogenic 
characteristics, such as the presence of autoantibodies against thyroiglobulin and thyroid peroxidase. There are more than 
one family of at least 80 autoimmune conditions, we discussed recently emerging autoimmune diseases with recent 
information and advanced innovative therapy. Recent technological advances, such as deep sequencing, enzyme-based 
immunological tests for functional assessment of complement pathways, flow cytometry and high-performance 
proteomics are revealing new inflammatory pathways involved in autoimmunity. We examine recent developments, 
challenges and promising avenues in the use of systemic approaches to understanding human systemic autoimmune and 
autoinflammatory diseases. The goal of this diagnostic study, the treatments and pathogenesis of autoimmune diseases 
towards personalized medicine could be the revolutionary step to have more effective and safe therapeutic options related 
to public health. 
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INTRODUCTION 

Every day, millions of people take drugs that seem useful, but that will not help them. It is also possible that these 
drugs lead to the development of new serious conditions, which make the previous disease more complicated and these 
tragedies occur more severely in patients with autoimmune diseases. There are more than one family of at least 80 
autoimmune diseases, which share a common pathogenesis, i.e. an immune attack by the body against its organs, tissues 
and cells[1]. They can affect any site on the body, so its clinical manifestations are highly variable. Both intrinsic genetic 
susceptibility and environmental factors play an important role in determining the risk of developing autoimmune diseases 
and an environmental factor believed to play an important role in the development of autoimmunity is infection[2]. While 
most of these diseases are singularly rare, they are collectively among the most common diseases in industrialized 
societies. Autoimmune diseases are the result of interactions between genes (Table.1) and environmental triggers that lead 
to innate and adaptive immunity[3]. Possible mechanisms linking infections and autoimmune diseases include alterations 
in target cells, alterations in immune cells, immune responses against the determinant shared by the host and virus, and 
cross-reaction between the idiotype and the antiviral antibody and the respective autoantigens[4]. The disease is often 
disabling, leading to loss of organ function and reduced productivity, which requires careful attention. Since cures are not 
available for any of the autoimmune diseases and most are constant, patients can face debilitating lives and expensive 
treatment. Since most autoimmune diseases disproportionately affect women, particularly during maternity, they impose a 
particularly heavy burden on families and society in general, as well as on the patients themselves[5].  

The environment and genetics play an important role in the loss of tolerance and based on the development of 
autoimmunity, it is generally unknown, but the consensus seems to indicate that chance plays an important role, the 
combination of genetic predisposition and environment, how the environment affects the activation or deactivation of 
genes is at stake, but it was difficult to reach and propose the specific definition of which genes or environmental factors 
are important in many autoimmune diseases, the presence of self-reactive T cells and autoantibodies directed against auto-
tissues suggests that adaptive immunity is necessary for pathogenesis and that the innate immune system can also play an 
important and critical role[6]. This article will summarize our current understanding that the size of the infection is a risk 
factor for the development of a variety of autoimmune disease problems, our understanding of the etiology of diseases, the 
relationship between the timing of infection diagnosis and available approaches for the treatment and prevention and 
instructions of present and future research on issues related to autoimmune diseases related to public health. 
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ADDISON DISEASE 
Description and pathogenesis 

Addison's disease (AD) or major adrenocortical disease, first described by Thomas Addison (1855), denotes main 
adrenocortical insufficiency. Most of particular cases have been precipitated through the use of tuberculosis (TB), more 
frequently precipitated with the help of autoimmune destruction of the adrenal glands[7]. The insidious aspect of symptoms 
over many months of ability usually has a prolonged prognosis and patients may initially experience an adrenal crisis, 
which is life-threatening if not treated properly. 
Diagnosis 

The diagnosis is made by finding a serum cortisol below nine hours in the presence of a better concentration of 
adrenocorticotropic hormone (ACTH) or by a non-optimal response of cortisol to exogenous ACTH in the control of the 
provocation and causes severe adrenal deficiency in autoimmune disease[8].. Autoimmune polyglandular syndrome 1 
(recessive, equally common in men and women, mucocutaneous and continuous idiasis, hypoparathyroidism (90%), AD 
(60%). Autoimmune polyglandular syndrome 2 (autosomal recessive, autosomal and polygenic dominant, more common 
in women, AD (100%), autoimmune thyroid disease (Schmidt syndrome), immune-mediated diabetes mellitus (Carpenter 
syndrome), pernicious anemia[9]. 
Therapy 

AD is diagnosed by a combination of medical history, family history, physical exam and laboratory data. 
Endogenous adrenal secretion multiplies in severely ill and perioperative patients with healthy adrenal glands. In humans 
with adrenal insufficiency, glucocorticoid doses should double in the course of severe febrile illness. Patients must keep a 
vial of hydrocortisone in their refrigerator for intramuscular injection. In the event of serious illness, trauma, vomiting or 
diarrhoea, one hundred mg of hydrocortisone should be administered intravenously or intramuscularly and intravenously. 
 
AUTOIMMUNE POLYENDOCRINE SYNDROME TYPE 1 
Description and pathogenesis 

Autoimmune polyendocrine syndrome type 1 (APS1) is a rare monogenic disease that has been instrumental in 
understanding central immune tolerance and its position in tissue-specific autoimmune disorder[10]. APS1 is clinically 
described by three distinctive components; persistent mucocutaneous candidiasis, hypoparathyroidism and adrenal 
insufficiency, two of which are necessary for diagnosis. The first manifestation usually occurs in infancy or early 
childhood and in most patients, it is represented by candidiasis[11]. Infertility is common in men and women suffering from 
APS1 and the matrices of proteomes of APS1 can be an effective tool for the integral characterization of autoimmune 
responses, to identify new biomarkers and to discover the mechanisms of diseases in autoimmune disorders[12]. 
Diagnosis  
       APS-1 syndrome will develop autoimmunity sequentially over a period of many years. Patients do not have 
polyglandular disease problems at the beginning of the clinical symptoms of the initial autoimmune disease; on the 
contrary, after a polyglandular disease, the possible development of sequential autoimmune diseases can be expected. 
Interestingly, there are controversies regarding the screening tests to be used and the frequency of tests performed when 
an autoimmune disease is expected. The increase in transglutaminase autoantibody concentrations is associated with a 
positive celiac biopsy and the detection of autoantibodies associated with diabetes (IA-2, insulin and GAD), thyroid 
pathology (TG/TPO). Addison's disease (21 -hydroxylase), celiac disease (transglutaminase) and autoimmune hepatitis 
(cytochrome P450 enzymes) may discover an associated autoimmune disease that is not yet clinically evident. The 
treatment of APS-2 syndrome is obviously related to the specific manifestation of the disease with some additional 
suggestions[13]. 
Therapy 

The discovery of APS offered the opportunity to understand autoimmune disorders with particular interest in type 
1A diabetes and the first tests of type 1A diabetes could suffer from an autoimmune disorder resulting from its association 
with spontaneous Addison disease, on the other hand, the first demonstration of cytoplasmic islet cell autoantibodies 
occurred in patients with polyendocrine autoimmunity. Difference polyendocrine autoimmune disorders suggest that as 
the disease pathogenesis is understood and antigen-specific therapies are developed, the improved knowledge of 
pathogenesis and improvements in therapy will be applicable to several autoimmune diseases.  
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ATHEROSCLEROSIS 
Description and pathogenesis 

Atherosclerosis is a persistent inflammatory condition of the arteries, characterized by the deposition and 
entrapment of low-density lipoproteins (LDL) in the arterial walls and is the underlying reason for many cardiovascular 
disorders, such as stroke, myocardial infarctions and diseases peripheral vascular. Both innate and adaptive immune palms 
are affected and the response is often due to hyperlipidemia[14]. LDL is modified through a variety of enzymatic and non-
enzymatic alterations, leading to a cascade of inflammatory responses observed by recruiting immune cells such as T cells 
and macrophages, both immune device cells and vessel walls cells participate in atherogenesis, strongly influenced by 
genetics, lifestyle and diet, the hemodynamics of blood is accompanied by flow in the arteries and through plasma 
lipoproteins[15]. 
Diagnosis 

Early detection of atherosclerosis is essential, particularly before plaque rupture. Coronary artery atherosclerosis 
diagnosis based on stress-induced ischemia may be too late (after plaque rupture and acute ischemic syndrome). Multi-
slice computed tomography provides important presence information of atherosclerotic plaques in the coronary arteries; 
Multi-slice computed tomography in symptomatic patients with suspected coronary atherosclerosis requiring non-invasive 
stress tests did not improve clinical outcomes during a median follow-up of two years compared to the stress test alone. It 
is worth mentioning that a high calcium score is associated with more adverse outcomes than patients with a low calcium 
score 
Therapy 

All patients with coronary atherosclerosis, regardless of revascularization, receive optimal medical therapy. OMT 
for most patients with coronary artery atherosclerosis should be the initial approach. Revascularization should be reserved 
for patients with persistent symptoms despite OMT or those with a large area of risk myocardium (large area of 
myocardial ischemia observed in stress tests). The greater the severity of ischemia, the extent of the disease and the 
systolic dysfunction of LV, the greater the benefit of revascularization survival compared to OMT[16]. 
 
GOODPASTURE SYNDROME 
Description and pathogenesis 

Goodpasture syndrome (GS) is an unusual and specific autoimmune disease of an organ mediated by anti-
glomerular basement membrane (anti-GBM) antibodies and has a pathology characterized by increased 
glomerulonephritis with linear immune fluorescent staining for IgG in GBM. It was first described as an exceptional 
syndrome through Dr. Ernest Goodpasture and the disorder is caused by autoantibodies of the NC1 domain of the alpha 3 
chain of type IV collagen[17]. It commonly presents as acute renal failure caused by hastily progressive glomerulonephritis, 
accompanied by pulmonary hemorrhage which can also be fatal. When the immune device attacks the walls of the lungs 
and small filtration units in the kidneys, without in situ analysis and treatment, the disease can cause bleeding in the lungs, 
kidney failure and even death[18]. When the system immune system attacks the walls of the lungs and small filtration 
devices in the kidneys. Without instant analysis and treatment, the disorder can cause bleeding in the lungs, kidney failure 
and even loss of life[19]. 
Diagnosis  

GS is a special autoimmune disease characterized by the help of the association of pulmonary hemorrhage, 
glomerulonephritis and more capillary antibodies to the glomerular basement membrane. GS is diagnosed by detecting 
circulating anti-GBM antibodies and, more specifically, NC1 anti-α3 (IV) antibodies in solid phase immunoassays. 
Kidney biopsy offers a definitive diagnosis. In mild microscopy, the first changes are of a focal proliferative GN. This 
proliferative response generally progresses towards necrosis and a considerable increase in formation with interstitial 
inflammation. The diagnosis of associated AIED-Goodpasture is difficult and AIED is regularly inadequate for otitis 
media until the patient develops a loss in the second ear[20]. 
Therapy 

The best treatment of the syndrome was performed because of the rarity and also the late prognosis of the 
syndrome. Correct prognosis is the first step necessary for correct treatment. According to speculation that it is an 
autoimmune disease, the treatment must be immunosuppressive. High doses of corticosteroids and cyclophosphamide 
represent popular therapy. The addition of alternative plasma is important, especially in patients with massive alveolar 
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hemorrhage. Monoclonal anti-B antibodies have also been used in some patients with increasing GN, however, their role 
in this particular neighborhood is poorly connected[21]. 

GLOMERULONEPHRITI 
Description and pathogenesis 

Almost 200 years ago, Richard Bright first described glomerular disease, diagnosing proteinuria in his patients 
using a candle to heat urine with a spoon to decide whether or not it precipitated with heat[22]. Bright Prima also 
diagnosed the relationship between scarlet fever (due to a streptococcal infection) with subsequent glomerulonephritis 
(GN) in the 19th century. Once a relationship was demonstrated between the immune response to exogenous protein 
antigens, such as the use of infectious agents, the appearance of immune complexes in the circulation and the 
improvement of immune complex deposits in the glomeruli that caused inflammation and replicated the medical aspects 
and pathological of acute and persistent GN in humans[23]. Despite half a century of research dedicated to the discovery 
of "nephritogenic" antigens, most of this research on humans has been sparse or unconfirmed and there has been little 
correlation between circulating immune complicated levels and medical GN[24]. 
Diagnosis 

Important advances in the perception of genetic predispositions, pathogenic immune responses and mediators of 
tissue damage in GN, lack of knowledge on the etiological events that trigger these diseases. These biological pathways 
include immune deregulation, adjuvant or transient effects, propagation of epitopes, molecular mimicry, conformational 
epitopic changes and complementarity of antigens which, in genetically prone individuals, give rise to nephritogenic 
autoimmune responses underlying GN. Infections can also have direct results in glomerular cells. The rapid growth of 
knowledge of the microbiome and its position in health and disease, as well as the biology processes of the systems for 
glomerular disorder, offer the possibility to promote the preventive techniques of GN which can now be treated only with 
immunosuppression. 
Therapy 

Genetic predispositions, autoimmune responses and mediators of immunologically mediated GN tissue damage. 
Autoimmune or other reactions in genetically sensitive individuals, leading to glomerular disease, perform several 
sequential pathways that begin with the activation of the innate immune response. The genetic basis for susceptibility to 
GN, as well as efforts to improve therapy with new suppliers targeted in opposition to the immune response. The more 
therapeutic advantages proceed to the objectives after the objectives alternately with respect to the causes. New 
technologies involving approaches to the structure of biology and the rapidly growing perception of the various roles of 
the human microbiome in health and disorder are now scientifically viable and clinically necessary. The achievement of 
this goal will allow to add prevention methods to our current insufficient therapeutic arsenal. 

 
HASHIMOTO'S THYROIDITIS 
Description and pathogenesis 

Hashimoto's thyroiditis (HT) is the most common autoimmune disorder in humans which often leads to 
hypothyroidism or continual lymphocytic thyroiditis, characterized by infiltration of the thyroid gland with the help of 
inflammatory cells, resulting in degeneration of the thyroid tissue[25]. HT is defined as a tissue-specific destructive 
autoimmune disorder with detectable anti-thyroglobulin (Tg) and anti-thyroid peroxidase (TPO) antibodies. HT often 
leads to hypothyroidism, which is characterized by a deficiency of thyroid hormones and elevated levels of thyroid 
stimulating hormone (TSH). HT is noticeably more frequent in people who suffer simultaneously from several 
autoimmune diseases such as type 1 diabetes (T1D) or rheumatoid arthritis. HT forms eventually evolve into 
hypothyroidism, although patients may be euthyroid or even hyperthyroid in presentation. HT is characterized by a 
cellular immune response with lymphatic infiltration of the thyroid gland with the help of T and B cells, as well as 
through a main humoral immune response to the production of unique antibodies. AITDs are a Th1 model of immune 
response in HT and a predominance of T-helper cell 2 cytokines in GD, indicating a humoral immune response sample for 
the latest disease. These symptoms are due to self-reactive thyroid CD4+ T cells that infiltrate the thyroid and activate B 
cells[26]. 
Diagnosis 

HT analysis is currently established through a series of scientific features, the presence of serum antibodies 
against thyroid antigens (thyroid oxidase and thyroglobulin) and the appearance on the thyroid ultrasound. Thyroid 
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absorption of radioactive iodine and cytological examination of the thyroid aspirate are used less frequently, local 
manifestations come from the compression of cervical constructions which are anatomically closed to the thyroid gland 
and consist of dysphonia, dyspnea and dysphagia. The action of thyroid hormones in most organs and tissues, the signs 
and signs of hypothyroidism are numerous and variable [27]. 
Therapy 

The patient with HT has a thyroid nodule with a "suspected" malignancy cytology and the doctor no longer knows 
if the patient has only HT. Surgery is performed when the goiter is suitable to cause gigantic compression of the 
surrounding cervical buildings. Similarly, patients with thyroid deficiency can be treated with thyroid hormones, while 
patients with Hashimoto's thyroiditis/Graves' disease can benefit from drugs or radioisotopes that interfere with hormone 
production or by surgical removal of the gland. In patients with end-stage renal disease or dilated cardiomyopathy, 
transplantation of the injured organ may be the only treatment available [28]. 

 

HEMOLYTIC ANEMIA 
Description and pathogenesis 

Autoimmune hemolytic anemia (AIHA) is a heterogeneous autoimmune disease characterized by the 
improvement of antibodies directed against antigens in autologous erythrocytes. It is a fairly rare disorder, with an 
estimated incidence of 1 to 3 cases in 1.00,000 people per year[29]. Depending on the type and attention of the 
autoantibody, the destruction of erythrocytes can occur through extravascular phagocytosis of red blood cells in the 
spleen, liver and bone marrow or through lysis mediated by the intravascular complement of the erythrocyte. The 
heterogeneity of the disorder is exemplified by the exceptional types of autoantibodies associated with hemolysis and 
various clinical presentations. Hemolytic anemia due to hot antibodies accounts for 65% to 70% of autoimmune hemolytic 
anemias and depends on the subtype of IgG antibodies (IgG1, IgG3) and concentration[30]. 
Diagnosis 

Patients can describe the symptoms associated with their anemia, such as fatigue, weakness, exertional dyspnea, 
palpitations and dizziness. With extra fulminant hemolysis, patients will show pallor, jaundice and dark urine. In addition, 
patients may also present splenomegaly, hepatomegaly and adenopathy. Patients with intravascular hemolysis, such as 
cold agglutinin hemolysis or paroxysmal cold hemoglobinuria, can also describe macroscopic hemoglobinuria. Correct 
serological diagnosis of a patient with AIHA is essential before starting treatment[31]. Complete blood count analysis with 
reticulocyte count, peripheral blood smear performed by a hematologist or pathologist and laboratory training that 
includes comparison of total and indirect bilirubin, LDH and haptoglobin. The complete serological test performed by the 
blood bank will verify the existence of the autoantibody and, therefore, will define the AIHA subtype[32]. 
 Therapy 

Congenital hemolytic anemias are secondary to erythrocyte membrane defects, erythrocyte enzyme deficiencies 
or hemoglobin structure or content defects. Compensated hemolytic anemia is the most common clinical presentation, but 
some of the congenital hemolytic anemias can cause life-long transfusion anemia. It is important that an iron deficiency is 
not assumed due to hypochromia, microcytosis and mild anemia, and if iron deficiency is suspected iron panels should be 
obtained. Folic acid supplementation is recommended, particularly in patients with rapid reticulocytosis to support the 
production of red blood cells.  
 
HEPATITIS C VIRUS (HCV) 
Description and pathogenesis 

Hepatitis C virus (HCV) was recognized in 1989, many cases that had been labelled as chronic idiopathic 
hepatitis, due to the immunological test of the HCV enzyme for anti-HCV antibodies, have been diagnosed as chronic 
HCV infection. Viral hepatitis was now classified as "serum" or "infectious", but it soon became clear that there were 
more than two agents capable of causing viral hepatitis. HCV is a hepatotrophic virus that causes or is associated with 
several other liver and non-hepatic diseases. The introduction of systematic detection of blood and organ donors for HCV 
infection has resulted in a reduction in the prevalence of hepatitis after transfusion and transplantation. Despite the 
vaccines against hepatitis A and B, the etiology of acute and chronic hepatitis still goes back very often to viral causes[33]. 
Type I autoimmune hepatitis 

Type I autoimmune hepatitis is characterized by the presence of SMA and/or ANA in the serum. Type I disease 
occurs at any age but very often has a bimodal distribution. 78% of patients are women (female-to-male ratio, 3.6:1)[34].  



 

  

 
 

 

ISSN:2277-7881; IMPACT FACTOR :6.514(2021); IC VALUE:5.16; ISI VALUE:2.286 
Peer Reviewed and Refereed Journal: VOLUME:10, ISSUE:4(7), April :2021 

Online Copy Available: www.ijmer.in 
Digital certificate of publication: http://ijmer.in/pdf/e-Certificate%20of%20Publication-IJMER.pdf 

 

 
47 

 

Type II Autoimmune hepatitis  
Type II Autoimmune hepatitis is characterized by the presence of anti-LKM 1 in the serum and is far less 

prevalent than type I. Type II AIH afflicts mainly children between 2 and 14 years old and only 20% of patients are 
adults. Type II has clinical, laboratory, genetic and prognostic differences from type I[35].  
Type III autoimmune hepatitis 

Type III autoimmune hepatitis is characterized by the presence of an anti-soluble liver antigen/liver/pancreas 
(anti-SLA/LP)[36]. 
Diagnosis 

In acute HBV infection, serum HBsAg and anti-HBc IgM are found. HBsAg has previously been detected by 
immunodiffusion or reverse passive hemagglutination tests. Now, more sensitive tests like enzyme immunoassays and 
radioimmunoassay can detect HBsAg up to 0.1 ng/ml. Molecular assays available for the diagnosis and treatment of HBV 
infection include quantitative viral load tests, genotyping assays, drug resistance mutation assays. The first-generation 
studies were based on low sensitivity hybridization techniques. Second generation studies have overcome this 
disadvantage with the help of signal and target amplification. The latest generation that uses real-time PCR has excellent 
accuracy and can detect even smaller amounts of viral DNA[37]. 
Therapy 

Clinically, serologically, biochemically and even histologically, chronic liver disease 
cases caused only by hepatitis C contamination and those with AIH and hepatitis C can be very difficult to differentiate. 
IFN-γ is a cellular response stimulant, which will increase the production of autoantibodies and the cytotoxic activity of T 
and B cells and decrease the recreation of suppressor T cells[38]. Immunosuppressant drugs such as AZA, corticosteroids 
and steroids, which are essential for the treatment of AIH, AIH and hepatitis C are present in the same patient, therefore, 
in theory, at least the risk of treating any condition exceeds possible gain[39]. 
 
MULTIPLE SCLEROSIS 
Description and pathogenesis 

Multiple sclerosis (MS) is a chronic, inflammatory and demyelinating disease of the central nervous system, a 
specific organ disease with myelin destruction mediated by the immune system and characterized by the formation of 
sclerotic signs in many areas. These signs are the end result of an inflammatory response probably caused by the 
activation of Th-1 autoimmune cells concentrated in the oligodendrocytes and in the myelin sheath together with the 
activated monocytic cells. These extraordinarily immunologically active areas develop accordingly to form "healing" 
plaques[40]. Symptoms and signs based on the region and severity of the plaques. The immune system destroys the protein 
components of the myelin sheath. Kynurenine is a predominant metabolite of tryptophan and it has been shown that in 
multiple sclerosis the metabolic pathway of tryptophan can also be deregulated[41]. 
Diagnosis 

The diagnosis of multiple sclerosis is based on MRI and serological tests, in association with the clinical 
characteristics and history, should be used to navigate through the differential diagnosis of idiopathic inflammatory 
disorders, including neuromyelitis, optical spectrum disorder. MRI can provide these tests and help rule out other 
conditions, enabling early diagnosis with greater certainty with subsequent versions of the diagnostic criteria. 
Standardized magnetic resonance protocols have been suggested for the evaluation of patients with suspected or clinically 
defined multiple sclerosis for basic and follow-up examinations and for images of the brain and spinal cord. 
Therapy 

The therapeutic developments observed in multiple sclerosis are unmatched in any area of neurology. The 
priorities now are to obtain the maximum benefit for individual patients from the available arsenal and to guarantee equal 
access worldwide. The major challenges that remain are to clarify the mechanisms of neurodegeneration and improve the 
results of studies to facilitate the development of much-needed treatments for progressive multiple sclerosis. The 
identification of biomarkers that will identify people at risk of specific adverse events of specific drugs is one of the main 
challenges posed by clinical doctors 
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IDIOPATHIC THROMBOCYOPENIA PURPURA 
Description and pathogenesis 

Immune thrombocytopenic purpura (ITP) is a hematological disease believed to be driven by an extraordinary 
immune response to disease-determining or disease-related antigens and is characterized by accelerated immune-mediated 
destruction of autoantibody-coated platelets, primarily thrombocytopenia. and mucocutaneous hemorrhage[42]

. The 
incidence of ITP is one hundred cases per million per year worldwide, and young people represent about 50% of cases[43]. 
ITP has a special etiology in adults than in children. In children, the onset is usually abrupt with a low platelet count and 
ITP in adults often has a more persistent course[44]. It is necessary to determine whether the mother had thrombocytopenia 
during this pregnancy or in the past. Moderate (gestational) maternal thrombocytopenia may appear in 5% -10% of all 
pregnancies, but is now unrelated to neonatal thrombocytopenia[45]. 
Diagnosis 

Medical history of patients, perform a physical examination and perform one or more tests, Complete blood count 
(CBC). This common blood test is used to determine the amount of blood cells, including platelets, in a blood sample. 
With ITP, the white and red blood cell count is normally normal, but the platelet count is low. The blood smear test is 
often used to confirm the amount of platelets observed in a complete blood count. A blood sample is placed on a slide and 
viewed under a microscope. The bone marrow test can be used to identify the cause of a low platelet count. 
Therapy 

There are many causes of thrombocytopenia in the pediatric population. In childhood, mainly in the newborn, it is 
essential to consider all immune thrombocytopenia as an etiology, since it has an impact on healing and on the 
administration of future pregnancies. Thrombocytopenia due to negative processes (autoimmune phenomenon) is common 
in childhood. Like large platelets or particular orthopedic anomalies, both in burrs and in medical presentations[46]. The 
most common motive of thrombocytopenia in childhood, however, is ITP and the absence of findings aside from the low 
platelet be counted and related bleeding symptoms is key to making the correct diagnosis. All immune thrombocytopenia, 
autoimmune thrombocytopenia is now not commonly dealt with platelet transfusions, the antibodies will react with all 
platelets[47]. 
 
PERNICIOUS ANAEMIA 
Description and pathogenesis 

Pernicious anemia (PA) is an autoimmune disease in which the atrophy of the gastric mucosa involving the body 
and the bottom of the stomach reduces the range of parietal cells that produce the intrinsic factor necessary for the 
absorption of vitamin B12, which, in turn, is indispensable for erythropoiesis and myelin synthesis. Most of these gastric 
cancers are related to pernicious anemia. Pathogenesis, scientific symptoms, diagnosis, prognosis and therapy of these 
specific manifestations of neuroendocrine cells[48]. 
Diagnosis 

The incidence of PA increases with age and is rare in people under the age of 30. BP is based on histologically 
confirmed atrophic gastritis, the peripheral blood test showing megaloblastic anemia with hyper-segmented neutrophils, 
cobalamin deficiency and antibodies against intrinsic factor and gastric parietal cells. Patients usually show signs and 
symptoms of anemia with pallor, fatigue, dizziness or tachycardia. The involvement of the small intestine epithelium can 
also cause malabsorption and diarrhea with weight loss. Glossitis is a generic sign of megaloblastic anemia and the 
affected person shows a painful and smooth crimson tongue. The increase in bilirubin levels, caused by the ineffective use 
of erythropoiesis, manifests itself as jaundice. Neurological abnormalities in PA and the result of vitamin B12 deficiency 
are considered [49]. 
Therapy 

PA is induced by insufficient secretion of the intrinsic gastric problem inherent in the absorption of vitamin B12 
and therefore cannot be treated with oral vitamin B12 supplements; rather, vitamin B12 should be administered parentally. 
An intramuscular injection of 1 mg of vitamin B12 is usually administered daily for 1 week, observed by means of 1 mg 
every week for four weeks and then 1 mg every month since then. The symptoms of vitamin B12 deficiency can also 
accelerate after a few days of scientific therapy and an increase in reticulocytes is the most beneficial sign of a 
hematological response to therapy[50]. 
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MYOCARDIAL INFARCTION 
Description and pathogenesis 

The presence of anatomical vascular lesions, the causal relationship with myocardial infarctions, or at least some 
distance from the injured areas, could be determined in most situations of degenerative myocardial disease, mainly of the 
left ventricle. The impressive automatic results and their common coexistence with medical angina pectoris syndrome and 
myocardial infarction have proven to be a frequent use to designate this type of syndromes as "coronary heart disease", 
"coronary artery disease” in plain language, even in reality as" a coronary". The phrases "coronary thrombosis” are 
regularly used flexibly without any evidence of current vascular obstruction[51]. 
Diagnosis 

The first symptom of a heart attack is deep, underground and visceral pain, described as pain or pressure, which 
often radiates to the back, jaw, left arm, adequate arm, shoulders or all of these areas. Pain is similar to angina, but is 
generally more extreme and long lasting; more often accompanied by dyspnea, diaphoresis, nausea and vomiting; and 
relieved little or only temporarily by rest or nitroglycerin. Women are more likely to suffer from abnormal chest 
discomfort. Elderly patients may report wheezing greater than ischemic chest pain. The affected person often has 
considerable pain and feels restless and apprehensive[52].  
Therapy 

Acute myocardial infarction is myocardial necrosis resulting from acute obstruction of a coronary artery. 
Symptoms include chest pain with or without wheezing, nausea and diaphoresis. Diagnosis is based on the use of the ECG 
and the presence or absence of serological markers. Treatment consists of antiplatelet drugs, anticoagulants, nitrates, beta 
blockers, statins and reperfusion therapy. Myocardial infarction with ST segment elevation, percutaneous or occasional 
surgery, coronary artery transplant surgery and for myocardial infarction without ST segment elevation, reperfusion 
through percutaneous intervention or coronary artery transplant surgery. The immediate remedy includes oxygen, 
antianginal, antiplatelet and anticoagulant[53].  
 
MYASTHENIA GRAVIS 
Description and pathogenesis 

Antibodies related to myasthenia gravis (MG) and the pathological action of these antibodies in the 
neuromuscular junctions of skeletal muscle. Various treatments are currently available for MG, including acetylcholine 
esterase inhibitors, corticosteroids, cytotoxic immunosuppressant drugs, plasmapheresis and thymectomy[54]. The 
subgroup of patients described as refractory myasthenia, these may also be ineffective. Intravenous immunoglobulin 
(IVIG) has been used to treat a variety of autoimmune disorders and there are countless reviews on the vital role of IVIG 
in MG[55]. 
 
Diagnosis 
Grade I entail focal sickness (restricted to ocular muscles); grade II, generalized disease that is both moderate (IIa) or 
average (IIb); grade III, extreme generalized disorder with impared life-threating respiration. Isometric muscle electricity 
was tested with the help of the muscle testing[56]. 
Therapy 

Whole blood depends and chemistry, serological assessments for human immunodeficiency virus and antibodies 
to hepatitis A and B, immune electrophoresis and urinalysis were performed before the first IVIg treatment. The antibody 
titer of the acetylcholine receptor (AChR) was measured before treatment with IVIG and Immunostick ELISA for a quick 
and simple diagnosis of myasthenia gravis[57]. 
 
PRIMARY SJOGREN’S SYNDROME 
Description and pathogenesis 

Primary Sjogren's syndrome (pSS) has an incidence in the population of about 0.01-0.06% and a distinctive 
predominance of women (percentage of women compared to men around 14:1)[58]. PSS is a complicated and persistent 
autoimmune rheumatic disease characterized by inflammation of the exocrine glands, in general terms, of the salivary and 
lacrimal glands. Typical clinical consequences are dry eyes (kerato conjuctivitis sicca) and mouth (xerostomia), known as 
sicca symptoms. Histopathological examination of the minor salivary glands usually identifies focal lymphocyte 
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inflammation, which in one third of patients suggests formation of the germinal center. Focal inflammatory infiltrates 
mainly consist of T cells, with varying amounts of B cells and dendritic cells[59]. 
Diagnosis 

Human immune cells generally attack exogenous bacteria or viruses and no longer damage the body's cells or 
tissues. Abnormalities in immune cells can end up with damage to cells or tissues. A variety of organs and tissues, which 
includes pancreas, salivary glands and joints, are prone to autoimmune diseases. Central tolerance and specific 
autoimmunity of the SS organs are normally considered to be an autoimmune disorder mediated by T cells in the salivary 
and lacrimal glands. 
 
Therapy 

Local symptomatic therapy of sicca symptoms consists of artificial tears and salivary replacement or the topical 
utility of saliva accompanies the dealers who stimulate the flow[60]. The symptomatic systemic treatment is accessible in 
the structure of anticholinergic capsules to induce a prolonged salivary and tear flow. The use of these pills is limited by 
the frequent effects and risks of appearance. Hydroxychloroquine and chloroquine are used to relieve arthritis, but no 
longer cause any effect on the symptoms of the sicca and on extra glandular manifestations, such as interstitial nephritis, 
glucocorticoids and cytotoxic pills such as azathioprine or cyclophosphamide[61]. 
 
PSORIASIS 
Description and pathogenesis 

Psoriasis is a chronic, inflammatory disease, genetically influenced, strong genetic predisposition 
immunologically based primarily on pores, skin and joints autoimmune pathogenic traits[62]. The HLA molecule, which is 
encoded with the help of the main psoriasis risk gene, HLA mediates an autoimmune response to melanocytes through the 
presentation of autoantigens. The pathogenesis of psoriasis is a complex interaction between genetic and environmental 
factors, adaptive and innate immune responses and key inflammatory and epidermal cells that force disease. Epidermal 
and capillary proliferation appears to be inspired by the release of cytokines from lymphocytes and the identification of 
melanocytes as organ specific autoimmune target cells, since a melanocytic autoantigen offers a direct experimental test 
of the autoimmune nature of psoriatic inflammation[63].. 
Diagnosis 

Psoriasis is a clinical diagnosis and clues consist of a records of longstanding scalp scale/dandruff, scaling in the 
ears, pruritus in the genital place or arthralgia. The Koebner phenomenon is the improvement of psoriatic lesions at sites 
of trauma (surgical wounds, trivial scratches, abrasions and burns). Psoriasis vulgaris is also called plaque-type psoriasis, 
and is the most prevalent type. The terms psoriasis and psoriasis vulgaris are used interchangeably, and important 
distinctions among the different clinical subtypes. Psoriasis typically affects the skin, but may also affect the joints, and 
has been associated with a number of diseases. Inflammation is not limited to the psoriatic skin, and has been shown to 
affect different organ system 
 
Therapy 

Topical top-line repairs are corticosteroids, calcipotriene, tazarotene and phototherapy with ultraviolet B or 
photochemotherapy with psoralen plus ultraviolet A (PUVA) are options. When psoriasis is severe, recalcitrant or 
extensive, systemic therapy becomes necessary and most patients should be referred to a dermatologist, while systemic 
therapy is needed. Doctors successfully manipulate psoriasis and build the affected person's confidence in the treatment 
procedure by adopting a logical method for therapy, psoriasis is very well defined, the highest treatments can be 
developed and added to the psoriasis treatment scale 
 
RHEUMATOID ARTHRITIS 
Description and pathogenesis 

The recognized antigens needed, the expression of the T cell receptor in the joints of rheumatoid arthritis (RA) 
has been planned considerably, the first reports on the limited use of the T cell receptors have not been confirmed. The 
nature of autoantigens diagnosed through autoantigen reactive T cells in rheumatoid arthritis is no longer known, although 
type II collagen[64]. based on the lack of proliferation of T cells and low cytokine stages derived from detectable T cells in 
the RA joints, it is recommended that T cells are no longer viable to perpetuate the disease in later stages. T cell function 
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in late-stage RA patients, two primary subsets of auxiliary T cell function (CD41) (Th1 cells producing the pro-
inflammatory mediators IL-2 and IFN-γ and Th2 cells producing IL-4, which Ha inflammatory residences[65]. 
Diagnosis 

1. Antigens used in conventional commercially available tests, RF is detected by using either particle aggregation or ELISA 
approaches, the detection of anti-CCP relies only on ELISA assays 

2. Agglutination and Nephelometry: This technique are particularly vulnerable to the prozone effect, also called the hook 
effect, in which the presence of extremely high concentrations of the analyte leads to a decrease in signal as the antibodies 
saturate and are not able to form a network anymore 

3. Enzyme-Linked Immunosorbent Assay: Indirect ELISAs are widely used bioassays because of their precision and are 
available in a variety of automated formats 

4. Factors that interfere with serologic testing: serologic abnormalities (presence of rheumatoid factor or anti-citrullinated 
peptide/protein antibody). Elevations of inflammatory markers (erythrocyte sedimentation rate and C-reactive protein). 
Therapy 

Down-regulation of proinflammatory cytokines by anti-TNFα antibody in RA joint cultures in vivo and the 
advantage of anti-TNFα in collagen-induced arthritis have provided the purpose for clinical studies of anti-TNFα 
antibodies in long-standing RA patients with active disease[66]. The clinical efficacy of the anti-TNFα tested in a double-
blind randomized placebo-controlled trial (Figure.1). Anti-TNFα AR therapy is no longer a cure and other therapeutic 
approaches are needed. The innovative tablets (Infliximab, methotrexate, azathioprine and mycophenolate mofetil) are 
very welcome additions to our treatment options and have already helped many patients with RA. Types of RA 
biomarkers an improved understanding of the disease pathogenesis[67]. 

 
ANKYLOSING SPONDYLITIS 
Description and pathogenesis 

Ankylosing spondylitis (AS) usually begins to evolve in the sacroiliac joints with the involvement of the axial 
skeleton as the disorder progresses with joint irritation and the synthesis eventually leads to the formation of new bone 
with syndesmophytes and ankylosis[68]. The third decade of life and mainly affects the lower part of the spine and the 
sacroiliac joints, although other areas of the body, such as peripheral joints, enthesitis and extra skeleton (eye, intestine 
and skin) and Lungs and heart can rarely be affected. It is believed to involve a combination of genetic and environmental 
factors that can cause inflammation, the lungs and the heart. It is also assumed that MHC genes such as HLA B60 and 
HLA DR1[69]. 
Diagnosis 

The diagnosis of AS is based on clinical and radiographic factors and the early diagnosis of AD and the 
involvement of the sacroiliac joint remains the sine qua non definite diagnosis. Chronic back pain and progressive spinal 
stiffness are the most common characteristics of the disease. The involvement of the spine and sacroiliac joints (SI), 
peripheral joints, numbers and synthesis are characteristic of the disease. Impaired spinal mobility, postural abnormalities, 
buttock pain, hip pain, peripheral arthritis, enthesitis and dactylitis ("sausage numbers") are all associated with AS[70]. 
Therapy 

Spinal fractures in patients with AD have potentially devastating complications, the treatment of these fractures 
has progressively changed from conservative management to operational management, mainly driven by improvements in 
surgical instruments and techniques. These have transformed surgery into a safe and very beneficial approach to these 
injuries. Treatment goals should focus on relieving pain and stiffness, maintaining axial movement of the spine and 
functional capacity, and preventing spinal complications. Non-pharmacological interventions should include regular 
exercise, postural training and physiotherapy. First-line drug therapy is with long-term daily nonsteroidal anti-
inflammatory drugs (NSAIDs). They can be combined or replaced with tumor necrosis factor inhibitors (TNF-Is) such as 
adalimumab, infliximab or etanercept. Systemic glucocorticoids are not recommended, but local steroid injections may be 
considered. Rheumatologists can assist in formal diagnosis, management and monitoring, while dermatologists, 
ophthalmologists and gastroenterologists can assist with the associated non-musculoskeletal characteristics of AD. 
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JUVENILE SYSTEMIC SCLEROSIS 
Description and pathogenesis 

According to the 1980 American College of Rheumatology classification standards for adults, the diagnosis of 
systemic sclerosis requires the presence of essential criteria (diffuse scleroderma involving proximal areas of the 
metacarpophalangeal or metatarsophalangeal joints) or two minor criteria (sclerodactyly, digital pitting scars, bibasilar 
pulmonary fibrosis)[71]. JSSc multisystem connective tissue disease, characterized by hardening of the skin and 
generalized fibrosis of internal organs and in adults, there are three main subtypes of JSSc: diffuse cutaneous, limited 
cutaneous and overlap[72].  
Diagnosis 

Symptoms and signs of JSS, the onset is often characterized by the improvement of the Raynaud phenomenon and 
the hardening, thinning and atrophy of the pores and skin of the palms and face[73]. There is often a delay in the diagnosis 
of the years due to the refined nature of this presentation and the insidious onset of skin abnormalities[74]. During the 
sclera phase, the skin acquires a waxy, tight, hard and safe texture for the subcutaneous structures. This phenomenon is 
mainly important in the skin of the fingers and face; The characteristic appearance without expression of the skin can also 
be the first indication for the diagnosis. 
Therapy 

Anemia, although uncommon, is present in about one fourth of patients and is an attribute of anemia resulting 
from the persistence of the disease. Less frequently, in case of chronic malabsorption, macrocytic anemia can also occur, 
which reflects the deficiency of vitamin B12 or folate. Microangiopathic hemolysis or bleeding due to telangiectasias of 
the mucosa may also occur. The synovial fluid is composed of improved material with protein content and 
polymorphonuclear leukocytosis. Whole genome association cannot be performed in a rare disease such as jSSc, a genetic 
basis is likely in early-onset disease, HLA class II associations with jSSc resemble adult men instead of adult women with 
JSSc. Novel therapeutic approaches could target specific HLA molecules, inflammatory chemokines and cytokine genes 
overexpressed in JSSc[75]. 
 
SPONTANEOUS INFERTILITY 
Description and pathogenesis 

Infertility (defined as the inability to conceive after 12 months of normal sexual intercourse) can be estimated to 
affect approximately 10% of couples of child bearing age. The reasons for infertility usually include anovulation, 
endocrine dysfunction, mechanical infertility (pelvic infections) and unexplained (idiopathic) causes. Autoimmune 
diseases are not considered to be the leading cause of impaired fertility and many conditions are associated with infertility 
or loss of pregnancy[76]. In typical terms, autoimmune stipulations can also affect all degrees of fertility, from ovarian and 
testicular failures, to implant failure and loss of pregnancy. Fertility is the ability to establish a clinical pregnancy. The 
infertility period is used interchangeably with some doctors with subfertility and very necessary for the excellent 
administration of reproductive disorders[77]. The predictive problem of the most effective fertility is the growth of the 
female age at the moment of conception, it is believed that several factors that include lifestyle and environmental 
elements play an increasingly important role. Factors influencing fertility will be introduced or not as a particular 
gender[78]. 
Diagnosis 

The use of exogenous progesterone can also lead to allergic responses such as urticaria or dermatitis and 
antibodies to progesterone and 17a-hydroxyprogesterone are associated with a decrease in fertility and similar phenomena 
can also occur with other sex hormones that include estrogen, infertility and cases of recurrent miscarriages. Appearing in 
patients with hypersensitivity to progesterone, the therapeutic approach is entirely based on hormonal desensitization, 
commonly in three phases, with consequent success of in vitro fertilization[79]. 
Therapy 

This is particularly relevant considering that autoimmune diseases preferably affect women, often during their 
reproductive age and few exceptions, such as SLE or APS, the effect of autoimmune diseases on reproductive health 
variables is generally ignored in medical exercise and lookup. Secondly, the risk of reproductive failure can also be 
secondary to the scientific treatments used, such as cyclophosphamide, or vasculitis phenomena. Third, organ-specific 
serum autoantibodies can also occur with reproductive failure, as in the case of antithyroid, anti zona, pellucida, anti-



 

  

 
 

 

ISSN:2277-7881; IMPACT FACTOR :6.514(2021); IC VALUE:5.16; ISI VALUE:2.286 
Peer Reviewed and Refereed Journal: VOLUME:10, ISSUE:4(7), April :2021 

Online Copy Available: www.ijmer.in 
Digital certificate of publication: http://ijmer.in/pdf/e-Certificate%20of%20Publication-IJMER.pdf 

 

 
53 

 

corpus luteum and anti-sperm antibodies. Reproductive health remedies should be strongly stimulated through a 
multidisciplinary approach that includes simple and clinical scientists[80]. 
 
SYSTEMIC LUPUS ERYTHEMATOSUS (SLE) 
Description and pathogenesis 
 Systemic lupus erythematosus (SLE) is generally considered the prototype of systemic inflammatory autoimmune 
disorder, since it can have an effect on any system and organ in the body. Although the clinical aspect of SLE is very 
heterogeneous, the presence of autoantibodies, which are generally directed towards nuclear antigens, is considered in 
almost all SLE patients. The formation and deposition of immune complexes (ICs) in tissues can cause inflammation and 
damage to multiple organs, which consist of skin, muscle tissues and joints, lungs, heart, kidneys, central and peripheral 
frightened device. The improvement of apoptotic mechanisms is liberalized in SLE and improved apoptosis, together with 
an altered removal of apoptotic material can lead to prolonged exposure of the immune system[81].  
 
Diagnosis 
SLE is likely to be a life-threatening disease and survival charges were negative prior to the growth of corticosteroid 
treatment and the risk of improved SLE mortality is often due to cardiovascular and kidney disease. B cell mechanisms 
are responsible for hyperactivity in human SLE, the prototype of autoimmune diseases. Genetic predisposition, epigenetic 
mechanisms and environmental factors, such as exposure to ultraviolet light, infectious diseases and hormonal influences, 
have been linked to susceptibility to SLE. The interaction between NK cells and CD8 + cells in healthy men and women 
has consequences in the low regulation of antibody production, in LES this interaction leads to the opposite effect[82]. 
Therapy  

Autoimmune diseases become a public health precedent that is identified in special human aptitude institutions, as 
well as among congressional representatives who should represent the urgent needs of this developing constituency of our 
country living with autoimmune diseases[83]. The disease is attacked from all sides to gain better understanding; therefore, 
remission is a possibility for multiple patients and morbidity and mortality are significantly reduced. These objectives will 
be achieved through the broad efforts of basic, translational and clinical scientists, clinicians, patients and their families, 
allied professionals and all those involved in the lupus community[84]. 

TYPE 1 DIABETES MELLITUS 
Description and pathogenesis 

Type 1 diabetes mellitus (T1DM) is an autoimmune disease, triggered by the destruction of insulin-producing 
pancreatic beta cells[85] and has been confirmed with the detection of autoantibodies against pancreatic islet cells and 
their infiltration. T cells, B cells and macrophages, as well as the presence of anomalies in cellular immunity and possible 
triggers of the autoimmune process, include genetic and environmental factors[86]. There are two hypotheses related to 
the onset and pathogenesis of autoimmunity in diabetes. Autoimmune insulitis can also start at an early age, even 
prenatally. The mass of pancreatic beta cells will increase in the uterus and neonatal duration due to excessive insulin 
requirements. B cells stimulate and promote the inflammatory form by presenting new antigens after cell damage[87]. 
Diagnosis 

Type 1 diabetes is a complex and environmental element, together with a genetic predisposition to diabetes that 
triggers an autoimmune response that leads to the destruction of pancreatic B cells with the help of the opinion of 
physician, glucose measurements and instinct to determine the correct insulin dose for patients[88]. Treatment consists of 
trying to adapt the administration of exogenous insulin to the metabolic needs of the patient during meals, training and 
sleep. Syndromes, signs and symptoms of type 1 diabetes, irritability and different mood swings, involuntary weight loss, 
blurred vision, fatigue and weakness, severe hunger, typical urination, high thirst and bed wetting in children. Risk factors 
for type 1 diabetes appear at any age, it appears in two large peaks. The first top occurs in children between 4 and 7 years 
of age and the second is in young people between 10 and 14 years of age. In family history, anyone with a father, mother 
or brother with type 1 diabetes has a slightly higher risk of developing the disease. 
Therapy 

Type 1 diabetes mellitus Hyperglycaemia can also affect self-proteins in numerous ways and induce aberrant 
glycosylation, glycation and phosphorylation. Mitochondrial proteins can also be involved in diabetes due to the high 
degree of interaction between mitochondria and glucose metabolism. Autoimmunity is a complicated nuisance that results 
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from the deregulation of cytokines, chemokines, signaling pathways and the contribution of many cell types. In type 1 
diabetes, insulin deficiency hyperglycaemia can be resolved by the administration of the hormone. The impact of 
associated autoimmunity on diabetes control and general health, as well as the suggested detection and follow-up 
strategies for early diagnosis and management. The classification of autoimmune diabetes and the prevalence, 
pathogenesis, predictive factors and clinical presentation of pancreatic autoimmunity and all associated autoimmune 
disorders in children with T1DM[89]. 
 
VITILIGO  
Description and pathogenesis 

Vitiligo is a common autoimmune disorder that regularly destroys melanocytes in the skin, resulting in the 
appearance of irregular depigmentation. This disfiguring situation regularly affects the face and the different areas of the 
body which can be psychologically devastating. Vitiligo is a complex disease (polygenic and multifactorial), which 
reflects the simultaneous contributions of more than one element of genetic danger and environmental triggers. The large 
association of the genome on a large scale has determined about 50 specific genetic loci that contribute to the risk of 
vitiligo, the other autoimmune diseases that are epidemiologically related to vitiligo and proteins related to immune 
regulation, many others play a role in apoptosis and participate in the regulation of melanocyte functions[90]. Vitiligo is an 
autoimmune disease that involves a complicated relationship between immune system programming and function, the 
components of the autoimmune target of melanocytes and the deregulation of the immune response[91]. 
Diagnosis 

The skin was once the source of leukoderma, a concept that confirms from the writings of "divine Plato". The 
worldwide distribution of these reviews dating back many years attests that vitiligo was ubiquitous. Vitiligo is often said 
to be just a beauty problem. It is not entirely true that vitiligo no longer has a harmful effect on the physical functioning of 
the physical body. There are pigment cells in organs and tissues other than the skin, such as the eye, inner ear and 
leptomeninges. Vitiligo can affect choroidal melanocytes and the retinal pigment epithelium causing iritis and 
chorioretinitis[92]. 
Therapy 

The first skin lesions in Vitiligo show a delicate skin dermatitis made up of CD81 cytotoxic T cells that infiltrate 
the dermatitis near the melanocytes. The T cell infiltrate cleared up when the epidermis is visibly depigmented. Vitiligo is 
no longer an "aesthetic disease", so therapy can and should be offered to patients. The most appropriate treatment for 
vitiligo will primarily depend on the disease subtype, the percentage of body surface area (BSA) involved, the effect on 
satisfactory life, all types of vitiligo, the timing of the remedy is an important predictor of success, with an early disorder 
that responds best[93]. Topical treatments can also be used by me when small areas are affected or when other treatment 
modalities are simply not available. The pathogenesis of the disease has opened up exciting new ways of healing that may 
herald a revolution in future vitiligo therapy[94]. The remedies for vitiligo have improved, however there is no treatment or 
treatment to give up its progress in new areas of the skin. 
 
APPLICATIONS OF NEXT-GENERATION SEQUENCING AUTOIMMUNE DISEASES 

The new generation sequencing technology (NGS), with high performance and accuracy, offers a powerful tool to 
discover genomic mutations, ordinary transcription and identification of intestinal microbiomes for autoimmune diseases 
(Table.2). Future studies on the pathogenesis of systemic autoimmune diseases would be the main role of NGS[95]. 
Systemic autoimmune diseases are a group of heterogeneous disorders induced by genetic and environmental factors. The 
genes have been recognized through association studies at the genome level, these susceptibility genes are correlated with 
a relatively low risk of disease, indicating that environmental elements also play an essential role in the pathogenesis of 
the disorder[96]. The intestinal microbiome, as the main symbiotic ecosystem between the host and the host-associated 
microorganisms, has been verified to regulate the improvement of the body's immune system and is probably associated 
with genetic mutations in systemic autoimmune diseases. 

The identification of genes is an essential step in the discovery of the pathogenesis of complicated autoimmune 
diseases. NGS facilitated the validation of the affiliation of genetic loci related to diseases previously identified with 
autoimmune diseases. NGS allows researchers to combine a previously identified genetic connection with new sequence 
data, enabling the discovery of until now invisible link pathways. The NGS software will also significantly improve the 
genetic diagnosis of autoimmune diseases, offering physicians additional correct genetic information from patients and 
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helping them in the system of a much more personalized and specific treatment regimen[97]. It is now possible to improve 
NGS technology, a comprehensive analysis that will assist in the perception of the pathogenesis of systemic autoimmune 
diseases involving genetic factors, the community of microbiomes and the cytokine network in autoimmunity. Biological 
databases are increasing due to the growing variety of genetic variations and the improvement of computational 
technology, extra effective software will reduce the value and time required for analyzing information and will help to 
interpret the facts of the sequence with accuracy. NGS science may be the essential platform in future studies on 
autoimmune diseases [98]. 
 
DISCUSSION 

However, we need an online database that covers all aspects of personalized medicine, including the impact of 
gene variants (mutations, polymorphisms), gene expressions (classic protein coding genes and other non-coding RNA 
genes), epigenetic differences, dominant immune responses (frequency and functions of activated cells and cytokines, 
ckemokine) and also basic and obvious characteristics (gender, age, ethnicity, duration of disease, response to other 
treatments). These parameters must be constantly updated based on the latest research data. After collecting considerable 
reports of several autoimmune diseases, the most promising biomarkers will be recognized. In this way, the cost and 
analysis times will decrease significantly. Data for different ethnicities must be collected and used separately, which can 
cause database mitigation during the emergence of a global database. After sufficient data collection, disease outcomes 
could reasonably be expected after batter treatment is available. 
Autoimmune disease related treatment and prevention is the first step in treatment to establish an adequate diagnosis. 
Diagnosis depends primarily on careful clinical evaluation, which includes an in-depth evaluation of family and social 
history and possible environmental exposures. In some cases, professional societies have agreed on a list of characteristic 
signs and symptoms as the basis for epidemiological studies. In these cases, laboratory tests can be of great value. All 
autoimmune diseases are marked by the presence of particular autoantibodies. Several factors could be considered, 
including gene variants, gene expression, epigenetic alterations, immune responses and even basic and obvious 
characteristics (gender, age and ethnicity).  
 
CONCLUSIONS 
        They are caused by an inappropriate immune response that causes damage to the host's organs and can affect any part 
of the body. Overlapping genetic traits explain the grouping of diseases within a patient or the aggregation within a 
family. The treatment of these diseases depends on an early and accurate diagnosis, while symptomatic treatments are 
available for most diseases, there is no cure and, in most cases, the treatment must be continued throughout the patient's 
life. Many of the main problems associated with autoimmune diseases are related to public health problems. Both genetic 
and environmental factors are involved in its etiology. A greater knowledge of genetics will allow the early recognition of 
people predisposed to these diseases and the identification of environmental triggers will open opportunities to prevent 
diseases in people with genetic predisposition. Personalized medicine can provide enough data to establish the right drug 
for the right patients. The first step is to recognize the genetic and molecular profile of those who have been diagnosed 
with some type of autoimmune disease. As a next step, analyzing those profiles and considering previous reports could 
help us find the optimal drug. It is suggested that an online database collect any biomarker that can predict treatment 
response separately for each autoimmune disease. 
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Table.1 Genes associated with autoimmune thyroid diseases 
 

Gene Role Chromosome 
Location 

Gene Symbol Specific function of Gene 

Immunological 
synapse genes 

6p21 HLA 
CLASS II 

HLA class II molecules play a key role in presenting 
exogenous antigen for recognition by CD4+ T helper cells 

6p21 HLA 
CLASS I 

HLA class II molecules play a key role in presenting 
endogenous antigen, such a virally derived antigen, for 
recognition by CD8+ T Cells 

20q12 CD40 CD40 molecules, TNF-receptor superfamily member 5 
T cell regulation 
genes 

2q33.2 CTLA-4 Member of the immunoglobulin superfamily 
1p13 PTPN22 PTPN22 is involved in T cell signal transduction 

Protein Coding 
gene 

10p15 IL2RA Immune tolerance by controlling regulatory T cells 
1q23 FCRL3 Associated with rheumatoid arthritis and autoimmune 

thyroid disease 
8q24 TG Associated with Thyroid Dyshormonogenesis 3 and 

Familial Thyroid Dyshormonogenesis 
14q31 TSHR Diseases associated with congenital hypothyroidism 

nongoitrous 1 and familial gestational hyperthyroidism  
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Figure: 1 TNF Pathway of rheumatoid arthritis 
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