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Autoimmune hemolytic anemia Other namesAutoimmune hemolytic anemiaOtoimmune hemolytic anemia (AIHA) reveals antibodies directed against one's own red blood cells (RBC) causing them to explode (lyse), leading to an insufficient number of red blood cells carrying oxygen in circulation. The lifespan of RBCs is reduced from the
normal 100-120 days to only a few days in severe cases. [1] [2] Intracells of RBCs are released into circulating blood and tissues, ingesting some of the characteristic symptoms of this condition. Antibodies are often directed against high-insidy antigens, so they often also act on allogenic RBCs (in case of blood transfusion, RBCs
originating from outside the person). [3] AIHA is a relatively rare condition and does not affect one to three people per 100,000 people. [4] Autoimmune hemolyse may later be a precursor to systemic lupus erythmatosus. [5] The terminology used in this disease is somely unclear. Alcause MeSH use the term autoimmune hemolytic anemia,
[6] some sources prefer the term immunohemolithic anemia, so drug reactions can be included in this category. [7] [8] The National Cancer Institute considers immunohemololithic anemia synonymous with autoimmune hemolytic anemia and immune complex hemolytic anemia. [9] Symptoms and symptoms of spherocytes are found in
immunologically brokered hemolytic anemias. [10] Causes of AIHA are poorly understood. The disease can be secondary to another primary or underlying disease. The primary disease is idiopathic (two terms used as synonyms). Idiopathic AIHA accounted for about 50% of the cases. [11] [12] Secondary AIHA can be caused by many
other diseases. Hot and cold type AIHA has its own more common secondary causes. The most common causes of secondary hot type AIHA include lymphoproliferative disorders (e.g. chronic lymphocytic leukemia, lymphoma) and other autoimmune disorders (e.g. systemic lupus erythematosis, rheumatoid arthritis, scleroderma, Crohn's
disease, ulcerative colitis). Less common causes of hot type AIHA include neoplasms other than lymphoids, and infection. Secondary cold type AIHA also primarily causes lymphoproliferative disorders, but it also causes widespread infection, especially mycoplasma, viral pneumonia, infectious mononucleosis, and other respiratory
infections. Less commonly, accompaniment can cause autoimmune disorders. [13] The drug-innged AIHA, although rare, can be caused by a number of drugs, including α-methyldopa and penicillin. This drug is attached to macromolecules on the surface of RBC and is a type II immune response acting as an antigen. Antibodies are
produced against RBCs, which complements activation. Complete parts such as C3a, C4a and C5a activate granular leuocytes (e.g. neutrophils), while other components of the system (C6, C7, C8, C9) You can create a membrane attack complex (MAC) or connect antibodies, helping with cegocytosis with macrophages (C3b). It's some
kind of penicillin allergy. In about half of the cases, the cause of autoimmune hemolytic anemia cannot be determined (idiopathic or primary). This condition can also cause or occur after another disorder (secondary) or, rarely, the use of some drugs (such as penicillin) or after a blood and marrow stem cell transplant of a person. [14]
Secondary causes of autoimmune hemolytic anemia are:[14] Autoimmune diseases, lupus Chronic lymphocytic leukemia Non-Hodgkin lymphoma and other blood cancers Epstein-Barr virus Cytomegalovirus Mycoplasma pneumonia Hepatitis HIV[14] Pathophysiology AIHA antibody can cause different classes, IgG and IgM antibodies are
the main classes. Depending on which one is involved, pathology varies. IgG complementary activation is not very effective and effectively connects fc receptor (FCR) of fagositic cells,[15] AIHA containing IgG is usually characterized by RBS pygocytosis. IgM is a powerful activator of the classic completeness pathway, so that it is
characterized by RBC completeer-tooled lysis containing AIHA IgM. IgM also causes RBC pygocytosis, because it has complete receptors connected to pygositic cells (instead of FcR like IgG AIHA). In general, IgG AIHA is located in the spleen, while IgM AIHA is located in Kupffer cells - liver pygositic cells. Fagositic AIHA is called
extravascular, while the complete-agent lysis of RBCs is called intravascular AIHA. Intravascular AIHA requires overwhelming complete activation, so most AIHA can be extravascular - igG- or IgM-brokered. [3] AIHA cannot be any autoantiticorative. Coombs test, also known as antiglobulin test, is performed to identify autoantior or
autoanti among autoanti among patients. Coombs tests have two types, directly and indirectly; more commonly, direct antiglobulin testing (DAT) is used. The classification of antibodies depends on their activity and etyology at different temperatures. Antibodies with high activity at physiological temperature (about 37 °C) are called hot
autoantibodies. Cold autoantients best move at a temperature of 0-4 °C. Patients with cold type AIHA, therefore, have higher disease activity when body temperature falls into a hypothermic state. Usually, the antibody becomes active when it reaches the extremities, at which point it opsonizes RBCs. When these RBCs return to central
areas, they are damaged by the complement. Patients can occur with one or both types of autoantitics; If both are present, the disease is called mixed type AIHA. When DAT is made, AIHA's typical presentations are as follows. Igg antibodies with hot type AIHA have a positive reaction with antisera or without Enable. Cases can also occur
alone or with IgA, IgM or these three antibody classes and a complementary combination. Cold type AIHA often reacts with complementary antiquities and sometimes to the antibodies above. This condition occurs both in cold agglutinin disease and in cold paroxysmal hematuride. Overall, mixed hot and cold AIHA IgG has a positive
response and is complementary, sometimes IgG alone, and sometimes complementary alone. Mixed type, like others, may be unusually present with positive reactions for other antisera. [13] Diagnosis is made by first eliminating other causes of hemolytic anemia such as g6PD, thalassemia, sickle cell disease. Clinical history is also
important to explain drugs that may have led to the underlying disease or disease. Following this, laboratory examinations are performed to determine the etiology of the disease. Positive DAT test has poor specificity for AIHA (with many differentiator diagnoses); therefore, complementary serological tests are required to determine the
cause of the positive reaction. Hemolysis should also be shown in the laboratory. Typical tests used for this are peripheral spread, bilirubin, lactate dehydrogenase (LDH) (especially with ionenzyme 1), full blood count (CBC) with haptoglobin and urine hemoglobin. [3] Classification AIHA can be classified as hot autoimmune hemolytic
anemia or cold autoimmune hemolytic anemia containing cold agglutinin disease and paroxysmal cold hemoglobinide. These classifications are based on the characteristics of autoantiologists involved in the pathogenesis of the disease. Each has a different underlying cause, management, and prognosis, making classification important
when treating a patient with AIHA. [16] Autoimmune hemolytic anemia Hot-antibody type Primary Secondary Secondary (lymphoproliferative disorders, autoimmune disorders)[17]:259 Cold antibody type (anemia) Primary cold agglutinin disease Secondary cold agglutinin disease Malignant disease is associated with acute, transilent,[17]
associated with infection (acute cold antibody-mediated AIHA mycoplasma pneumoniae or viral infections[18]) Chronic (lymphoproliferative disorders)[17]:259 Paroxysmal cold hemoglobiury[17].:259 Idiopathic Secondary Acute, transilent (infections other than syphilis)[17]:259 Chronic (syphilis)[17]:259 Mixed cold and hot antibody type
Idiopathic Secondary (lymphoproliferative disorders) , Autoimmune disorders)[17] Drug-indered immune hemolytic anemia[17]:259 Autoimmune type Drug absorption type Neoantigen type[19] Evidence for hemolyse May have the following findings:[20][full source must be specified] Increased red cell casting High serum bilirubub inin (non-
conjunctine) Excessive urinary reduced plasma haptoglobin Elevated serum lactic dehydrogenase (LDH) Hemosiderinuri Methemalbuminemia Spherocytosis Increased red cell production: Bone marrow Reticulosytosis Erythroid hyperplasia Specific research There is plenty of literature directly related to Coombs test treatment AIHA
treatment. The effectiveness of treatment depends on the correct diagnosis of hot or cold type AIHA. Hot type AIHA is usually a more insidious disease, it cannot be treated simply by removing the underlying cause. Corticosteroids are a first-line treatment treatment. Splenectomy can be considered for those with unresponsed or recurrent
disease. Other options for recurrent or recurrent diseases include immunosuppressants such as ritukimab, danazol, cyclophosphamide, azatioprin or cyclosporine. Cold agglutinin disease is treated with cold exposure avoidance. Patients with more serious disease (symptomatic anemia, transfusion addiction) can be treated with ritukimab.
Steroids and splenectomy are less effective in cold aglutinin disease. [21] Paroxysmal cold hemoglobinurine is treated by removing the underlying cause such as infection. The history of the kandy icterus, in which large quantities of coloring substances were released from blood cells, followed by the formation of bile, was recognized and
defined by Vanlair and Voltaire Masius in 1871. After about 20 years, Hayem distinguishes between congenital hemolytic anemia and an alicterus type of infection associated with chronic splenomegaly. In 1904, Donath and Landsteiner suggested that paroxysmal cold hemoglobinuride was a serum factor from hemoline. French
researchers led by Chauffard have studied the importance of red cell autoagglutination in their adopted hemolytic anemia. In 1930 Lederer and Brill identified cases of acute hemolyse with the onset of rapid anemia and rapid recovery after transfusion therapy. These hemolytic attacks were thought to be due to exquisite agents. But it was
not until Dameshek and Schwartz in 1938 that a clear distinction could be drawn between congenital and algeal hemolytic anemia, and in 1940 they showed the presence of abnormal hemolylins in the greenhouse of patients with algeal hemolytic anemia, and you did not suggest the immune mechanism. Over the past three decades,
studies identifying red cell blood groups and serum antibodies have produced diagnostic methods that form the basis of immunological concepts related to most of the selective hemolytic conditions. The antiglobulin test announced by Coombs, Mourant and Race in 1945 proved to be one of the more important, useful tools now available
for the detection of immune hemolytic states. This technique showed that a rabbit antibody against human globulin would cause agglutination of human red cells covered with an incomplete variety of rhesus antibodies. C. Moreschlit used the same method in 1908 in a goat antirabbit-red cell system. The test was early and forgotten. In
1946, Boorman, Dodd and Loutit conducted direct antiglobulin testing of various hemolytic anemias and laid the foundation for autoimmune separation from congenital hemolytic anemia. A there is a condition when the red cell milking time is less than the normal average of 120 days. Hemolytic anemia is the hemolytic condition in which
anemia is present, and bone marrow function inferentially cannot compensate for the shortened lifespan of the red cell. Immune hemolytic conditions are both anemic and anemic and contain immune mechanisms consisting of antigen-antibody reactions. These reactions can be caused by unrelated antigen-antibody complexes that turn
into an innocent bystander erythrocyite, or related antigen-antibody combinations, in which part of the host cell or structure becomes antigenic. The second type of antigen-antibody reaction can be called autoimmune, and hemolytic anemias are autoimmune hemolytic anemias. [2] In general in children, children have a good prognosis of
AIHA and self-limiting. However, if it occurs within the first two years of life or in adolescence, the disease often follows a more chronic course, requiring long-term immunosuppression, with serious developmental consequences. The purpose of treatment may sometimes be to reduce steroid use in the control of the disease. In this case,
splenectomy can be considered, as well as other immunosuppressive drugs. Infection is a serious problem, especially in very young children (less than two years) in patients receiving long-term immunosuppressant treatment. [22] See also Hematology Hemolytic anemia List of circulatory system conditions Hematologic Conditions List
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