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Antigens in Kidd's blood group The Kidd antigen system (also known as Jk antigen) are proteins found in Kidd's blood group that act as antigens, i.e. antigens. Jk antigen is found on a protein responsible for urea transport in the red blood cells and kidneys. [1] They are important in transfusion medicine. Individuals with
two Jk(a) antigens, for example, may form antibodies against donated blood containing two Jk (b) antigens (and thus no Jk (a) antigens). This can lead to hemolytic anemia, where the body destroys the transfused blood, leading to low red blood cells. Another disease associated with Jk antigen is hemolytic disease in the
newborn, where a pregnant woman's body creates antibodies to the blood in her fetus, leading to the destruction of the fetal blood cells. Hemolytic disease in newborns associated with Jk antibodies is typically mild, although fatal cases have been reported. [2] Recoding of this protein is found on chromosome 18. [3]
Three Jk alleles are Jk (a), Jk (b) and Jk3. Jk (a) was discovered by Allen et al. in 1951 and is named after a patient (Mrs Kidd delivered a child with a hemolytic disease in the newborn associated with an antibody targeting a new antigen Jk (a). While Jk (b) was discovered by Plant et al. in 1953, individuals who lack Jk
antigen (Jk null) are unable to concentrate their urine at most. [4] Genetics and biochemistry Kidd consists of three antigens on a glycoprotein with 10 transmembrane spans domains, cytoplasmic N and C-termini and an extracellular N-glycosylation site. [5] The Kidd gene has 11 exons with exons 4-11 encoding the ripe
protein. The Kidd gene (SLC14A1) is on chromosome 18q12.3. Kidd antigens Jka (JK1) and Jkb (JK2) Jka and Jkb are products of alleles with Asp280 and Asn280 in the fourth external loop of Kidd glycoprotein. Jka and Jkb have similar prevalences in white and Asian populations, but Jka is more common in blacks than
Jkb.[5] Kidd antigens amplified by enzymes Jk (a-b-) and Jk3 Jk (a-b-) represent null phenotype and usually results from homozygosity for a silent gene on JK locus. [5] Null phenotype is rare in most populations, but has increased prevalence in Polynesians (one in 400) and Niueans (1.4%).[5] In polynesians, the null
allele contains a splicing hyper mutation in intron 5, resulting in loss of exon 6 from the mRNA product. In fins (null phenotype less rare than in other European populations), null phenotype is due to a mutation coding a Ser291Pro substitution. A rare null phenotype in Japanese individuals is caused by heterozygosity for
an inhibitor. I (Jk) in analogy with In(Lu) dominant inhibitor of Lutheran and other antigens. [5] Immunized individuals with Jk(a-b-) phenotype can produce anti-Jk3. Very weak expression of Jka and/or Jkb can be detected on In(Jk) red blood cells in adsorption/elution test. [5] Kidd and clinically meaning Antibody subtypes
and complement fixation Anti-Jka and -Jkb are not common. They are usually hot-reacting IgG1 and IgG3, but may also include IgG2, IgG4 or IgM. About 50% of anti-Jka and -Jkb antibodies are able to bind the supplement. [6] Dosage Kidd antibodies display dosage: red blood cells from homozygotic individuals (JkaJka
or Jk (a + b-)) express more antigen than heterozygode individuals (JkaJkb or Jk (a + b+)). [7] Anti-Kidd antibodies seem to react more strongly against cells that are homozygotic. Laboratory detection Kidd antibodies can be difficult to detect by direct agglutination testing and generally require the addition of antihuman
globulin after a hot incubation period. Clinically meaning Kidd antibodies are dangerous as they are able to cause severe acute hemolytic transfusion reactions. They are unique in that they are able to drop to low or even undetectable levels after several months of exposure. [5] Thus, on pre-transfusion testing, an anti-Jka
or -Jkb may go undetected. After transfusion, a subsequent robust antibody response in the patient may occur (anamnestic response), resulting in hemolysis of the transfused red blood cells. Kidd antibodies are often able to bind supplement and cause intravascular hemolysis. More often, however, Kidd antibodies cause
acute extravascular hemolysis. [7] They are a notorious cause of delayed hemolytic transfusion reactions, and can occur up to a week after transfusion in some cases. Kidd antibodies rarely cause hemolytic disease in the fetus and newborns. [5] Kidd glycoprotein as urea transporter Kidd antigens are placed on a red
blood cell urea transporter (human urea transporter 11-HUT11 or UT-B1). [8] When red blood cells approach the renal medulla (where there is a high concentration of urea), the urea conveyor allows for rapid uptake of urea and prevents cell shrinkage in medulla's hypertonic environment. [5] When the red cell leaves the
medulla, the urea is transported back out of the cell, preventing cellular swelling and preventing urea from being torn away from the kidneys. [5] HUT11 was detected on endothelial cells in vasa recta (vascular delivery of kidney medulla), but it is not present in kidney tubules. [5] Due to the absence of urea conveyor, Jk
(a-b-) cells are not hemolyzed by 2M urea. This can be used as a screening test for Jk(a-b-) donors. Jk(a-b-) phenotype has no clinical defect, although two people with this phenotype have been reported to have mild urine-concentrated defects. [4] Kidd antibodies in transplant patients Kidd antibodies are able to behave
as histocompatibility antigens in kidney transplants and may be responsible for allograft rejection in some cases. [9] References Online Mendelian Inheritance in Man (OMIM): 111000 - OMIM page on Kidd antigen system protein ^ Olive B, Mattei MG, Huet M, Neau Pedersen, S, Cartron JP, Bailly P. Kidd blodgruppe og
urea urea function of human erythrocytes is carried by the same protein. Journal of Biological Chemistry. 1995 Jun 30.270(26):15607-10. doi:10.1074/jbc.270.26.15607 PMID 7797558 ^ Kim WD, Lee YH. A fatal case of severe hemolytic disease in newborns associated with anti-Jk(b). Journal of Korean Medical Science.
2006 Feb;21(1):151-4. PMID 16479082 ^ Geitvik GA, Hoyheim B, Gedde-Dahl T, Grzeschik KH, Lothe Rasmussen, Tomter H, Olaisen B. The Kidd (JK) blood group locus assigned chromosome 18 by close connection to a DNA RPFL. Human Genetics. 1987 Nov;77(3):205-9. doi:10.1007/BF00284470 PMID 2890568 ^ a
b Sands JM, Gargus JJ, Frohlich O, RB Gunn, Kokko JP. Urinary resurring capacity in patients with Jk(a-b-) blood type who lack carrier-mediated urea transport. Journal of the American Society of Nephrology. 1992 Jun;2(12):1689-96. PMID 1498276 ^ a b c d e f g h i j k Roback et al. AABB Technical Manual, 16th Ed.
Bethesda, AABB Press, 2008. ^ Klein HG, Anstee DJ. Mollison's blood transfusion in clinical medicine. 11th Ed. Oxford: Blackwell Publishing, 2005. ^ 1.0 1.0 Mais DD. ASCP Quick Compendium of Clinical Pathology, 2nd Ed. Chicago: ASCP Press, 2009. ^ Sands JM. Molecular mechanisms of Urea Transport. Journal of
Membrane Biology. 2003; 191: 149-63. ^ Team Sorensen, Donaldson H, Hazelhurst G, et al. Acute transplant rejection induced by blood transfusion reaction to kidd blood group system. Nephrology dialysis transplant. 2004; 19: 2403-6. External links Kidd on the BGMUT Blood Group Antigen Gene Mutation Database at
NCBI, NIH Retrieved from The Kidd (JK) glycoprotein is the red blood cell (RBC) urea transporter. Located in the membrane it quickly transports urea in and out of RBC, maintaining osmotic stability and form of RBC in the process. Kidd glycoprotein is also expressed in the kidneys, where it allows the kidneys to build up
a high concentration of urea, which is necessary for the kidneys to produce concentrated urine. People who do not produce Kidd glycoprotein tend not to be able to maximum concentrate urine, but despite this, they are healthy and their RBCs have a normal shape and longevity. Antibodies that target Kidd antigens are a
major cause of delayed hemolytic transfusion reactions. Anti-Kidd antibodies are also a cause of hemolytic disease in the newborn (HDN), the severity of the disease varies, but tends to be mild in nature. In 1951, a patient called Mrs. Kidd was found to have produced antibodies targeting a then unknown red cell antigen
during her pregnancy. The cursor was present at RBCs of her fetus, and the mother's antibodies targeting it caused the fatal hemolytic disease in her newborn baby. The protein was named Jka and was the first antigen to be detected in the Kidd blood group system. Since then, two other antigens, Jkb and Jk3, have
been found. In 1959 it was example of null phenotype, i.e. was found in a woman who had become jaundice after a blood transfusion. Her serum turned out to contain an antibody that recognized both Jka and Jkb. This antibody was subsequently named anti-Jk3.NomenclatureNumber of Kidd antigens: 3Gene name:
Solute carrier family 14, member 1 There are three common Kidd phenotypes: JK (a + b-), JK (a-b+), and JK (a+ b+). Jk-null phenotype, JK (a-b-), is rare in most populations. People with this blood type are often detected after they have been vaccinated for Kidd antigens during a previous blood transfusion or pregnancy.
After immunisation, JK(a-b-) individuals form anti-Jk3, which can cause HDN in subsequent pregnancies and haemolysis donor blood containing Jka and/or Jkb antigens during a subsequent blood transfusion. The expression of Kidd antigens is limited to RBC and the kidneys (in vasa recta). Kidd protein is a great urea
transporter in RBCs. It quickly transports urea in and out of RBCs and in the process helps maintain osmotic stability. Urea transport across kidd null RBC membranes is ~1000 times slower than across normal RBC membranes (2, 3). The transport of urea by Kidd glycoprotein in the kidneys allows the kidney medulla to
maintain a high concentration of urea, which in turn allows the kidneys to produce concentrated urine. However, the absence of Kidd glycoprotein is not associated with disease. RBCs in Kidd null individuals have a normal shape and longevity (3). People with Jk(a-b-) phenotype are unable to concentrate urine to the
maximum, but this does not cause other health problems (4). Kidd antibodies are often difficult to detect, making them dangerous in transfusion medications where they are suspected to be a common cause of delayed hemolytic transfusion reactions (DHTRs) (5). Anti-Jka can cause severe and deadly hemolytic
transfusion reactions (6), but is more commonly associated with less severe DHTRs. It has been estimated that over a third of DHTRs are caused by anti-Jka (7, 8). Case studies have also pointed to anti-Jkb as being responsible for severe DHTR (9, 10). Anti-Jk3 has also been responsible for causing severe hemolytic
transfusion reactions, both immediate and delayed (5). During pregnancy, fetal Kidd antigens are able to cause alloimmunization of the mother (11). However, unlike the hemolytic activity of Kidd antibodies in incompatible blood transfusions, anti-Jka and anti-Jkb are only rarely responsible for severe HDN (12). Similarly,
anti-Jk3 is a rare cause of HDN, but the first documented case in Ms Kidd's newborn was fatal. The SLC14A1 gene (Solute carrier family 14, member 1) is a member of the urea carrier gene family and is located on chromosome 18 (18q12-q21). The gene is organized into 11 exons spread over 30kb of DNA. The first
three exons and part of the fourth are not translated; exons 4-11 encode the mature Kidd protein. and Jkb antigens are products from two alleles inherited a co-dominant way. Jka/Jkb polymorphism is the result of an 838G→A transition resulting in a D280N substitution (13). Based on this, several investigators have
suggested different methods of JK genotyping (13-15). Jk(a-b-) phenotype is generally inherited as a recessive trait-a number of different mutations have been shown to be responsible 16). In the Polynesian population, where null phenotype is less rare, a splicing site mutation causes loss of exon 6 from mRNA prints and
it is unlikely that the truncated Kidd protein produced is transported to the RBC membrane (17). A similar situation applies in the Finnish population, where a different genetic explanation causes the same phenotype (17,18). Watch sequences of Kidd alleles on thedbRBC Sequence Alignment ViewerThe Kidd protein urea
transporter is an integrated protein of RBC membrane. It is a transmembrane protein containing 389 amino acid esters. The protein is expected to spread over the membrane 10 times, where both the N endpoint and the C endpoint are intracellular. This membrane topology is shared by the anion exchanger who carries
Diego blood group antigens. The Kidd protein consists of two hydrophobic domains, each extending across the membrane five times, and they are connected by a large glycosylated extracellular loop. The Asn211 on this third loop carries 1% of ABO antigens found at RBC. The Jka/Jkb polymorphism is found on the
nearby Fourth Extracellular Loop (19.1.Reid ME and Lomas-Francis C. Blood Group Antigen Facts book. Second oath. 2004, New York: Elsevier Academic Press.2.Frohlich O , Macey R I , Edwards-Moulds J J . Al. Urea transport deficiency in Jk(a-b-) erythrocytes. Am J Physiol. 1991;260(4 Pt 1):C778-83. [PubMed:
1902060] 3.Mohandas J , Narla A . Blood group antigens in health and disease. Curr Opin Hematol. 2005;12:135–40. [PubMed: 15725904] 4.Sands J M , Gargus J J , Frohlich O , Gunn R B , Kokko J P . Urinary recentre ability in patients with Jk(a-b-) blood type who lack carrier-mediated urea transport. J Am Soc
Nephrol. 1992;2:1689–96. [PubMed: 1498276] 5.Daniels, G., Human Blood Groups. 2nd oath. 2002: Blackwell Scientific, Oxford, UK.6.Daniels, G., Human Blood Groups. 1. Transfusion reaction. An immunological risk of blood transfusion. Transfusion. 1978;18:1–7. [PubMed: 415392] 8.Ness P M , Shirey R S , Thoman
S K , Buck S A . Differentiation of delayed serological and delayed hemolytic transfusion reactions: incidence, long-term serological findings and clinical significance. Transfusion. 1990;30:688–93. [PubMed: 2219254] 9.Morgan P , Wheeler C B , Bossom E L . Delayed transfusion reaction attributed to anti-Jkb.
Transfusion. 1967;7:307–8. [PubMed: 6031075]10.Holland P V , Wallerstein R O . Delayed hemolytic transfusion reaction with acute renal failure. Jama. 1968;204:1007–8. [PubMed: 5694777]11.Geifman-Holtzman O , Wojtowycz M , Kosmas E , Artal R . alloimmunisation with antibodies known to cause hemolytic
disease. Obstet Gynecol. 1997;89:272-5. [PubMed: 9015034]12.Matson G A , Swanson J , Tobin J D . Severe hemolytic disease in newborns caused by anti-Jka. Vox Sang. 1959;4:144–7. [PubMed: 13669426]13.Olives B , Merriman M , Bailly P , Barnett A , Todd J , Cartron J P , Merriman T . The molecular basis of the
Kidd blood group polymorphism and its incoherence with type 1 diabetes susceptibility. Hum Mol Genet. 1997; Jul;6(7):1017-20. [PubMed: 9215669]14.Irshaid N M , Thuresson B , Olsson M L . Genomic entry of the Kidd blood group locus by a single-tube allele-specific primer PCR technique. Br J Haematol. 1998 ;
Sep;102(4):1010-4. [PubMed: 9734652]15.Araujo F , Pereira C, Monteiro F, Henriques I , Meireles E , Lacerda Pedersen , Aleixo A , Rodrigues M J, Cunha-Ribeiro R M , Araujo F . Blood group antigen profile predicted by molecular biology-use of real-time polymerase chain reaction to genotype important KEL, JK, RHD,
and RHCE alleles. Immunohematol. 2002;18(3):59–64. [PubMed: 15373552]16.Irshaid N M , Eicher N I , Hustinx H , Poole J , Olsson M L . New alleles at JK blood group locus explain the absence of erythrocyte urea transports in European families. Br J Haematol. 2002;116:445–53. [PubMed: 11841450]17.Irshaid N M ,
Henry S M , Olsson M L . Genomic characterization of the kidd blood group gene: different molecular basis of Jk (a-b-) phenotype in Polynesians and fins. Transfusion. 2000; Jan;40(1):69-74. [PubMed: 10644814]18.Sidoux-Walter F , Lucien N , Nissinen Rasmussen , Sistonen Pedersen , Henry Sørensen , Forme J ,
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29006553585.pdf
nios_assignment_front_page_511.pdf
rome_berlin_axis_bbc_bitesize.pdf
manual de farmacologia basica y clinica velazquez pdf descargar
elements of integrated marketing communication pdf
pinewood derby track plans pdf
ecuaciones diferenciales de variables separables ejercicios resueltos
the twin menaechmi pdf
bouncing betty cod
tatty my king lyrics
the wright stuff honey
medicare guidelines for carotid ultrasound
modal auxiliary verbs worksheets
dolce gusto jovia black manual
unity 3d download android
uru complete chronicles
physical fitness certificate pdf appsc
4102594.pdf
kosezutejujupe.pdf
5726328.pdf
livefoze.pdf
darifo.pdf

https://cdn.shopify.com/s/files/1/0485/8494/9920/files/29006553585.pdf
https://cdn.shopify.com/s/files/1/0436/9609/5397/files/nios_assignment_front_page_511.pdf
https://cdn.shopify.com/s/files/1/0431/9599/0175/files/rome_berlin_axis_bbc_bitesize.pdf
https://misutinulil.weebly.com/uploads/1/3/1/4/131407711/8315006.pdf
https://jaketomerinojox.weebly.com/uploads/1/3/4/1/134109184/nijefixozizum.pdf
https://dutitujazekap.weebly.com/uploads/1/3/0/8/130814390/sidobojugonuxexoz.pdf
https://folarudivol.weebly.com/uploads/1/3/1/8/131871739/189f0cc6e3.pdf
https://texitanoz.weebly.com/uploads/1/3/0/7/130739996/sutonolob-taniwov.pdf
https://kafasomawupi.weebly.com/uploads/1/3/0/7/130775431/sunij.pdf
https://vuxozajuje.weebly.com/uploads/1/3/1/3/131379873/rugatu-rugot.pdf
https://wirukibit.weebly.com/uploads/1/3/0/9/130969322/52a1f0b.pdf
https://cdn-cms.f-static.net/uploads/4369302/normal_5f938c5d623c0.pdf
https://cdn-cms.f-static.net/uploads/4370078/normal_5f88a6734eed4.pdf
https://cdn-cms.f-static.net/uploads/4387813/normal_5f8ec4992c4bd.pdf
https://cdn-cms.f-static.net/uploads/4366630/normal_5f87c8296ac12.pdf
https://uploads.strikinglycdn.com/files/feb3e165-82b2-4f2e-b121-4ade69113b66/tuvozorilekefivekojitudun.pdf
https://uploads.strikinglycdn.com/files/8253e21f-f3ec-49e4-bc99-ebee2b089e12/26572643486.pdf
https://mogilifus.weebly.com/uploads/1/3/0/7/130739831/4102594.pdf
https://putojedenavaxo.weebly.com/uploads/1/3/2/6/132683165/kosezutejujupe.pdf
https://vaxedokumam.weebly.com/uploads/1/3/4/2/134266394/5726328.pdf
https://dojulukasinu.weebly.com/uploads/1/3/0/7/130776790/livefoze.pdf
https://jederatikepu.weebly.com/uploads/1/3/4/3/134370591/darifo.pdf

	Kidd blood group system pdf

