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Voceé ja ouviu falar sobre melatonina e triptofano? Esses dois aminoacidos sdo fundamentais para a regulacao do sono e, consequentemente, para o bem-estar do seu corpo e mente. Neste artigo, vamos explorar a relacao entre essas substancias e como vocé pode aproveitar ao maximo seus beneficios para ter uma noite de sono mais tranquila. O
triptofano é um aminoacido essencial que nosso organismo nédo produz naturalmente. Ele deve ser obtido através da alimentacao ou suplementacdo. Esse composto é importante porque é convertido em serotonina, um neurotransmissor responsavel por regular diversas funcbes corporais, incluindo o humor e o ciclo de sono-vigilia. J4 a melatonina é
um hormoénio produzido pela glandula pineal durante a noite que ajuda a regular nosso ritmo circadiano - o relégio interno do corpo que controla os ciclos de alerta/sono. Qual é a triptofano? Ai, ja ouviu falar do triptofano? Ele é um aminodcido essencial encontrado em alimentos como carnes, ovos e nozes. O triptofano é importante para a producao
de neurotransmissores como a serotonina, relacionada ao bem-estar e regulacdao do humor. Além disso, ele é precursor da melatonina, hormoénio responsavel pelo sono. Os beneficios do triptofano incluem melhorias na qualidade do sono, reducédo da ansiedade e estresse e até mesmo aumento da sensacao de felicidade. No entanto, é preciso tomar
cuidado com os possiveis efeitos colaterais: quando consumido em excesso ou sem orientacdo médica adequada, o triptofano pode causar nauseas, tonturas e até convulsodes. Por isso, é importante se informar bem antes de introduzir suplementos a base desse aminodacido na sua dieta. O papel da serotonina na regulagdo do sono A presenca da
serotonina no nosso organismo é fundamental para regular o sono e proporcionar uma noite tranquila. Esse neurotransmissor é responsavel por manter nossos niveis de humor estaveis, além de controlar nossa ingestao alimentar. Quando os niveis de serotonina estao baixos, podemos sentir sintomas como ansiedade, irritabilidade e ins6nia. Os
especialistas apontam que a serotonina tem um papel importante na regulacdo dos ciclos circadianos do sono. Ela ajuda a equilibrar nossos ritmos naturais e melhora a qualidade do nosso descanso. Por isso, é essencial manter uma dieta balanceada em triptofano para garantir que nosso corpo produza quantidades adequadas desse neurotransmissor
tao importante. Melatonina e ciclos sono-vigilia Vocé ja deve ter ouvido falar sobre a importancia do hormoénio melatonina na regulagéo dos ciclos de sono-vigilia, certo? Mas vocé sabia que a produgdo desse hormonio é influenciada pelo triptofano? Isso mesmo! Esse aminoacido é o precursor da serotonina, neurotransmissor responsavel pela sensagao
de bem-estar e relaxamento, e também da melatonina, que ajuda a regular nosso ritmo circadiano. Para entender melhor essa relacao, confira os seguintes pontos: A producao de melatonina acontece naturalmente durante a noite, em resposta a diminuicao da luz solar; O triptofano é um aminoacido essencial que nao pode ser produzido pelo corpo
humano e precisa ser obtido por meio da dieta; Alimentos ricos em triptofano incluem frango, peru, peixe, ovos e laticinios; Quando consumimos alimentos com triptofano, ele é convertido em serotonina no cérebro; Como mencionado anteriormente, a serotonina € o precursor da melatonina. Ou seja: quanto mais serotonina temos disponivel no
cérebro (por exemplo, apés comer uma refeicdo rica em triptofano), mais facilmente nosso organismo consegue produzir melatonina para ajudar na regulacao do sono. Portanto, se vocé estd buscando maneiras naturais de melhorar seu sono e regular seu ritmo circadiano (principalmente se estiver enfrentando problemas como inso6nia ou jet lag), vale
a pena prestar atencdo na sua ingestdo de triptofano ao longo do dia! A relagdo entre melatonina e triptofano Vocé pode potencializar a regulacéao do seu sono e ritmo circadiano ao consumir alimentos como frango, peru, peixe, ovos e laticinios. Esses alimentos contém um aminoécido essencial chamado triptofano que é convertido em serotonina, um
neurotransmissor responsavel pela sensacdo de bem-estar e relaxamento. A serotonina também é transformada em melatonina durante a noite, hormoénio responséavel por regular o ciclo sono-vigilia. E importante lembrar que a absorgao de triptofano é influenciada por outros nutrientes presentes na alimentacéo, assim como o consumo excessivo de
proteinas pode prejudicar sua conversao em serotonina. Em alguns casos quando a producgao natural de melatonina nao é suficiente para regular o sono, suplementos podem ser utilizados com acompanhamento médico adequado para evitar possiveis efeitos colaterais. Alimentos ricos em triptofano Vocé pode encontrar muitos alimentos ricos em
triptofano, como frango, peru, peixe, ovos e laticinios que podem ajudar na regulacdo do sono e ritmo circadiano. Além desses alimentos de origem animal, existem também fontes vegetais de triptofano, como a soja, feijdes e lentilhas. E importante lembrar que o triptofano é um aminoacido essencial que n&o é produzido pelo corpo humano e precisa
ser obtido através da alimentacdo. A suplementagao com triptofano tem sido estudada para tratar problemas relacionados ao sono e humor. No entanto, sempre consulte um profissional de satide antes de iniciar qualquer tipo de suplementagdo. Os beneficios da suplementacdo com triptofano sao mais significativos em pessoas com deficiéncia desse
aminoacido ou em casos especificos indicados por um médico. Lembre-se também de incluir uma variedade de alimentos ricos em triptofano na sua dieta diaria para obter os beneficios deste aminoacido naturalmente presente nos alimentos. Dicas para melhorar a qualidade do sono Vocé ja sabe que uma alimentacdo rica em triptofano pode ajudar a
melhorar a qualidade do sono. Mas vocé sabia que existem outras técnicas para melhorar o seu descanso? Além de se alimentar bem, é preciso cuidar da higiene do sono e adotar algumas técnicas de relaxamento. A higiene do sono consiste em criar um ambiente propicio para dormir, como manter o quarto escuro e silencioso, evitar eletréonicos antes
de dormir e estabelecer horarios regulares para ir para a cama e acordar. Ja as técnicas de relaxamento podem incluir meditacao, respiracao profunda ou mesmo um banho quente antes de dormir. Experimente essas dicas e sinta a diferenca na qualidade do seu sono! Conclusdo Agora que vocé entende a relagao entre melatonina e triptofano, pode
usar esse conhecimento para melhorar a qualidade do seu sono. Certifique-se de incluir alimentos ricos em triptofano em sua dieta, como peru, frango, peixe e nozes. Além disso, tente regular seus ciclos de sono acordando e dormindo ao mesmo tempo todos os dias e evitando dispositivos eletrénicos antes de dormir. Com um pouco de planejamento e
disciplina, é possivel melhorar sua saude geral através da promogédo de um sono adequado. Boa sorte! InChI=1S/C11H12N202/c12-9(11(14)15)5-7-6-13-10-4-2-1-3-8(7)10/h1-4,6,9,13H,5,12H2,(H,14,15)/t9-/m0/s1InChIKeyInChIKey=QIVBCDIJIAJPQS-VIFPVBQESA-NSMILESC([C@@H](C(0)=0)N)C=1C=2C(NC1)=CC=CC2Canonical
SMILESO=C(O)C(N)CC1=CNC=2C=CC=CC210ther Names for this SubstanceL-TryptophanTryptophan, L-1-B-3-IndolylalanineTryptophaneTryptophanDeleted or Replaced CAS Registry Numbers6912-86-3, 80206-30-0, 154635-35-5, 2416148-24-6, 2831375-12-1 O triptofano é um aminoacido essencial importante para a producdo de serotonina e
melatonina, regulando o humor, o sono e o apetite. A suplementacdo, quando indicada, pode melhorar a qualidade do sono, controlar os sintomas de depressao e ansiedade e apoiar a fungdo cognitiva. Vale lembrar que, apesar dos potenciais beneficios em muitas situacées, faltam estudos acerca da sua real eficacia em muitas delas. Continue a
leitura para saber mais sobre as indicagdes de triptofano. Agendar consulta O que é triptofano? O triptofano é um aminoacido essencial que o corpo humano nao pode sintetizar, ou seja, ele deve ser obtido por meio da dieta. Ele é um precursor na sintese de serotonina e melatonina. Esses hormonios atuam no sistema nervoso, ajudando a regular o
humor, o sono, a memdria e o apetite. Além disso, o triptofano também é necessario para a sintese de proteinas, manutencao dos musculos e outras funcdes metabdlicas importantes do organismo. De forma geral, o triptofano é utilizado no tratamento e na prevencao de depressdo, ansiedade, ins6nia e no processo de emagrecimento. Apesar do
amplo uso, em muitas situagdes ndo existem evidéncias claras acerca da sua eficdcia. Exame de triptofano: o que pode indicar? O exame de triptofano pode diagnosticar e monitorar diversas condigées de saide. Entre elas podemos citar: Deficiéncias nutricionais. Problemas no metabolismo. Investigar possiveis deficiéncias de triptofano que
causam sintomas como fadiga, depressao, insonia e alteracdes no apetite. Avaliar o tratamento de doencas relacionadas a serotonina, como depressao e ansiedade. Monitorar o estado nutricional de pacientes com doencas cronicas, como renais, hepéaticas ou intestinais, que podem afetar a absorcao de triptofano. Auxiliar no diagnéstico de tumores
raros, como carcinoides (que sao ligados a secrecao de hormonios). Vale ressaltar que nao existe indicacdo de sua dosagem de rotina em situagdes de check-up. Para que serve o triptofano? Quando é indicado? O triptofano é um aminodacido essencial que desempenha varias funcées importantes no organismo. Portanto, potencialmente pode
oferecer beneficios nas seguintes situagées, quando devidamente indicado: Auxilio no tratamento a depressao juntamente com outros medicamentos. Fortalecimento os musculos. Controle a ansiedade. Promogdo do bem-estar. Melhoria a memoéria. Diminuicao do estresse. Regulacdo do sono. Modulagdo do apetite. Auxilio no tratamento do
déficit de atencao, hiperatividade, fadiga cronica e sintomas da sindrome pré-menstrual. Por outro lado, nao hé evidéncias para seu uso rotineiro em adultos saudaveis. Qual é a relacao entre triptofano e melatonina? O triptofano é um aminoacido essencial que serve como precursor para a producao de melatonina. Ele é convertido em
serotonina, que é posteriormente transformada em melatonina. Este hormonio é responsavel por regular o ciclo sono-vigilia, ajudando a promover um sono de qualidade. Portanto, uma ingestdo adequada de triptofano pode ajudar a melhorar a produgédo de melatonina e, consequentemente, a qualidade do sono. Quais sao os efeitos colaterais do
triptofano? O uso de triptofano, principalmente na forma de suplementos, pode causar alguns efeitos colaterais. Entre os mais comuns estdao: Nauseas Sonoléncia Dor de cabecga Tonturas Em casos mais raros, provoca: Boca seca Visao turva Dores musculares Importante observar o rétulo do suplemento. Muitos deles contém outras substéancias
ndo declaradas na sua composicao. Portanto, procurar a informacao acerca da certificacdo por alguma agéncia regulatdria independente. Triptofano engorda? Nao. O triptofano potencialmente ajuda a modular o apetite e melhorar o sono, fatores que contribuem para o controle de peso. Alimentos ricos em triptofano Alguns alimentos ricos em
triptofano incluem: Carnes Peixes e frutos do mar Laticinios Ovos Queijos Iogurte Leguminosas, como feijao, grao-de-bico e lentilha Oleaginosas e sementes Cereais integrais, como aveia e arroz Frutas, como banana e abacate chocolate amargo Qual é o melhor horario para tomar triptofano? Para os individuos com indicacdo desse suplemento, a
recomendacao é ingerir o suplemento a noite, pouco antes de dormir. Isso ajuda a aumentar a producao de melatonina, hormonio que regula o sono e o ciclo sono-vigilia. Portanto, promove um sono de qualidade. Quando o triptofano é indicado para regular o humor e controlar a ansiedade, a indicacdo é tomar de manha ou a tarde. A estratégia é
ajudar a manter a serotonina mais estavel ao longo do dia. Qual médico procurar? O triptofano é um aminodcido essencial para o corpo e pode ser prescrito por profissional nutricionista, ndo apenas médicos. Abaixo a lista de especialistas uteis nessa avaliacao:Psiquiatras Neurologistas Geriatras Nutricionistas Médicos de familia Agendar consulta
Fonte: Dra. Livia Beraldo, psiquiatra O triptofano é um aminoacido essencial para a formacédo e manutencdo dos musculos e para a producao de serotonina e melatonina, compostos que atuam no sistema nervoso, ajudando a regular o humor, o sono, a memoéria e o apetite, sendo usado no tratamento e na prevencdo de depressdo, ansiedade, insonia e
no processo de emagrecimento. Encontre um Nutricionista perto de vocé! Parceria com Buscar Médico Por ser um aminoacido essencial, ou seja, que o organismo nao consegue produzir, o triptofano deve ser obtido a partir da ingestdo de alimentos como chocolate amargo, nozes, ovos e améndoas, por exemplo. Veja outros alimentos ricos em
triptofano. Além disso, o triptofano também pode ser obtido através da suplementacdao, como 5HTP, ou L-triptofano, em capsulas. No entanto, esses suplementos devem ser consumidos apenas sob a orientagdo de um nutricionista, ou médico. Para que serve O triptofano é um aminoacido que participa de diversas fungdes no organismo, sendo indicado
para: Combater a depressao; Formar e manter os musculos; Controlar a ansiedade; Promover o bem estar; Melhorar a memdria; Diminuir o estresse; Regular o sono; Ajudar no emagrecimento. Além disso, o triptofano também é utilizado para ajudar no tratamento da dor, do déficit de atencdo, da hiperatividade, da fadiga cronica e da TPM. O
neurotransmissor serotonina ajuda na formagdo do hormonio melatonina que regula o ritmo do reldgio bioldgico do organismo, melhorando a qualidade do sono, ja que a melatonina é produzida durante a noite. Lista de alimentos ricos em triptofano Alguns alimentos que sdo ricos em triptofano sdo: Queijos; Ovos; Tofu; Salmao; Nozes; Améndoas;
Amendoim; Castanha-do-Para; Banana. Além disso, o triptofano também pode ser encontrado na forma de suplementos, como 5-HTP, ou L-triptofano, em céapsulas, sendo indicada a ingestdo de 100mg a 3 g por dia, de acordo com a situacgao a ser tratada. Entenda como usar o suplemento de triptofano. Triptofano ajuda a emagrecer? O triptofano
participa da producdo de serotonina, um neurotransmissor que promove o controle da ansiedade e depressao, diminuindo a compulsao alimentar e ajudando, assim, a emagrecer. Veja como usar o triptofano para ajudar no emagrecimento. A alimentacdo muitas vezes estd relacionada com as emogoes e, por isso, momentos de ansiedade e depressao
podem estimular a ingestdo de alimentos que promovem o prazer, como os alimentos ricos em carboidratos e gorduras, incluindo chocolates, sorvetes, bolos e frituras, por exemplo, aumentando as calorias da dieta e favorecendo, assim o ganho de peso. Ingestdo didria recomendada A ingestdo diaria de triptofano, varia de acordo com a idade, o sexo e
a fase da vida, como indicado na tabela a seguir: Além disso, mulheres gravidas precisam ingerir 7 mg / Kg de peso corporal, por dia, de triptofano. Ja as mulheres que amamentam, devem consumir 9 mg / Kg de peso corporal, de triptofano por dia. "Tryptan" redirects here. For the type of anti-migraine drug, see Triptan. For the hydrocarbon, see
Triptane. l-Tryptophan Skeletal formula of L-tryptophan ball-and-stick model[1] space-filling model[1] Names IUPAC name Tryptophan Systematic IUPAC name 2-Amino-3-(1H-indol-3-yl)propanoic acid Other names 2-Amino-3-(1H-indol-3-yl)propionic acid Identifiers CAS Number 73-22-3 Y 3D model (JSmol) Interactive imageZwitterion: Interactive
image ChEBI CHEBI:16828 ChEMBL ChEMBL54976 Y ChemSpider 6066 Y DrugBank DB00150 Y ECHA InfoCard 100.000.723 IUPHAR/BPS 717 KEGG D00020 Y PubChem CID 6305 UNII 8DUHIN11BX Y CompTox Dashboard (EPA) DTXSID5021419 InChI InChI=1S/C11H12N202/c12-9(11(14)15)5-7-6-13-10-4-2-1-3-8(7)10/h1-4,6,9,13H,5,12H2,
(H,14,15)/t9-/m0/s1 YKey: QIVBCDIJIAJPQS-VIFPVBQESA-N Y SMILES cl[nH]c2ccccc2c1C[C@H](N)C(=0)0Zwitterion: cl[nH]c2ccccc2c1C[C@H](INH3+])C(=0)[0O-] Properties Chemical formula C11H12N202 Molar mass 204.229 g-mol—1 Solubility in water Soluble: 0.23 g/L at 0 °C, 11.4 g/L at 25 °C, 17.1 g/L at 50 °C, 27.95 g/L at 75 °C Solubility
Soluble in hot alcohol, alkali hydroxides; insoluble in chloroform. Acidity (pKa) 2.38 (carboxyl), 9.39 (amino)[2] Magnetic susceptibility (y) —132.0-10—6 cm3/mol Pharmacology ATC code NO6AX02 (WHO) Supplementary data page Tryptophan (data page) Except where otherwise noted, data are given for materials in their standard state (at 25 °C

[77 °F], 100 kPa). Infobox references Chemical compound Tryptophan ball and stick model spinning Tryptophan (symbol Trp or W)[3] is an a-amino acid that is used in the biosynthesis of proteins. Tryptophan contains an a-amino group, an a-carboxylic acid group, and a side chain indole, making it a polar molecule with a non-polar aromatic beta
carbon substituent. Tryptophan is also a precursor to the neurotransmitter serotonin, the hormone melatonin, and vitamin B3 (niacin).[4] It is encoded by the codon UGG. Like other amino acids, tryptophan is a zwitterion at physiological pH where the amino group is protonated (-NH+3; pKa = 9.39) and the carboxylic acid is deprotonated ( -COO—;
pKa = 2.38).[5] Humans and many animals cannot synthesize tryptophan: they need to obtain it through their diet, making it an essential amino acid. Tryptophan is named after the digestive enzymes trypsin, which were used in its first isolation from casein proteins.[6] It was assigned the one-letter symbol W based on the double ring being visually
suggestive to the bulky letter.[7] Metabolism of I-tryptophan into serotonin and melatonin (left) and niacin (right). Transformed functional groups after each chemical reaction are highlighted in red. Amino acids, including tryptophan, are used as building blocks in protein biosynthesis, and proteins are required to sustain life. Tryptophan is among the
less common amino acids found in proteins, but it plays important structural or functional roles whenever it occurs. For instance, tryptophan and tyrosine residues play special roles in "anchoring" membrane proteins within the cell membrane. Tryptophan, along with other aromatic amino acids, is also important in glycan-protein interactions. In
addition, tryptophan functions as a biochemical precursor for the following compounds: Serotonin (a neurotransmitter), synthesized by tryptophan hydroxylase.[8][9] Melatonin (a neurohormone) is in turn synthesized from serotonin, via N-acetyltransferase and 5-hydroxyindole-O-methyltransferase enzymes.[10] Kynurenine, to which tryptophan is
mainly (more than 95%) metabolized. Two enzymes, namely indoleamine 2,3-dioxygenase (IDO) in the immune system and the brain, and tryptophan 2,3-dioxygenase (TDO) in the liver, are responsible for the synthesis of kynurenine from tryptophan. The kynurenine pathway of tryptophan catabolism is altered in several diseases, including psychiatric
disorders such as schizophrenia,[11] major depressive disorder,[11] and bipolar disorder.[11][12] Niacin, also known as vitamin B3, is synthesized from tryptophan via kynurenine and quinolinic acids.[13] Auxins (a class of phytohormones) are synthesized from tryptophan.[14] The disorder fructose malabsorption causes improper absorption of
tryptophan in the intestine, reduced levels of tryptophan in the blood,[15] and depression.[16] In bacteria that synthesize tryptophan, high cellular levels of this amino acid activate a repressor protein, which binds to the trp operon.[17] Binding of this repressor to the tryptophan operon prevents transcription of downstream DNA that codes for the
enzymes involved in the biosynthesis of tryptophan. So high levels of tryptophan prevent tryptophan synthesis through a negative feedback loop, and when the cell's tryptophan levels go down again, transcription from the trp operon resumes. This permits tightly regulated and rapid responses to changes in the cell's internal and external tryptophan
levels. Tryptophan metabolism by human gut microbiota (vte) Tryptophan Clostridiumsporogenes Lacto-bacilli Tryptophanase-expressingbacteria IPA I3A Indole Liver Brain IPA I3A Indole Indoxylsulfate AST-120 AhR Intestinalimmunecells Intestinalepithelium PXR Mucosal homeostasis: | TNF-a T Junction protein-coding mRNAs L cell GLP-1 T J
Neuroprotectant: | Activation of glial cells and astrocytes | 4-Hydroxy-2-nonenal levels | DNA damage-Antioxidant-Inhibits B-amyloid fibril formation Maintains mucosal reactivity: T IL-22 production Associated with vascular disease: T Oxidative stress T Smooth muscle cell proliferation T Aortic wall thickness and calcification Associated with chronic
kidney disease: T Renal dysfunction-Uremic toxin Kidneys This diagram shows the biosynthesis of bioactive compounds (indole and certain other derivatives) from tryptophan by bacteria in the gut.[18] Indole is produced from tryptophan by bacteria that express tryptophanase.[18] Clostridium sporogenes metabolizes tryptophan into indole and
subsequently 3-indolepropionic acid (IPA),[19] a highly potent neuroprotective antioxidant that scavenges hydroxyl radicals.[18][20][21] IPA binds to the pregnane X receptor (PXR) in intestinal cells, thereby facilitating mucosal homeostasis and barrier function.[18] Following absorption from the intestine and distribution to the brain, IPA confers a
neuroprotective effect against cerebral ischemia and Alzheimer's disease.[18] Lactobacillaceae (Lactobacillus s.1.) species metabolize tryptophan into indole-3-aldehyde (I3A) which acts on the aryl hydrocarbon receptor (AhR) in intestinal immune cells, in turn increasing interleukin-22 (IL-22) production.[18] Indole itself triggers the secretion of
glucagon-like peptide-1 (GLP-1) in intestinal L cells and acts as a ligand for AhR.[18] Indole can also be metabolized by the liver into indoxyl sulfate, a compound that is toxic in high concentrations and associated with vascular disease and renal dysfunction.[18] AST-120 (activated charcoal), an intestinal sorbent that is taken by mouth, adsorbs indole,
in turn decreasing the concentration of indoxyl sulfate in blood plasma.[18] In 2002, the U.S. Institute of Medicine set a Recommended Dietary Allowance (RDA) of 5 mg/kg body weight/day of tryptophan for adults 19 years and over.[22] Tryptophan is present in most protein-based foods or dietary proteins. It is particularly plentiful in chocolate, oats,
dried dates, milk, yogurt, cottage cheese, red meat, eggs, fish, poultry, sesame, chickpeas, almonds, sunflower seeds, pumpkin seeds, hemp seeds, buckwheat, spirulina, and peanuts. Contrary to the popular belief[23][24] that cooked turkey contains an abundance of tryptophan, the tryptophan content in turkey is typical of poultry.[25] Tryptophan
(Trp) content of various foods[25][26] Food Tryptophan [g/100 g of food] Protein [g/100 g of food] Tryptophan/protein [%] Egg white, dried 1.00 81.10 1.23 Spirulina, dried 0.92 57.47 1.62 Cod, Atlantic, dried 0.70 62.82 1.11 Soybeans, raw 0.59 36.49 1.62 Cheese, Parmesan 0.56 37.90 1.47 Chia seeds, dried 0.44 16.50 2.64 Sesame seed 0.37 17.00
2.17 Hemp seed, hulled 0.37 31.56 1.17 Cheese, Cheddar 0.32 24.90 1.29 Sunflower seed 0.30 17.20 1.74 Pork, chop 0.25 19.27 1.27 Turkey 0.24 21.89 1.11 Chicken 0.24 20.85 1.14 Beef 0.23 20.13 1.12 Oats 0.23 16.89 1.39 Salmon 0.22 19.84 1.12 Lamb, chop 0.21 18.33 1.17 Perch, Atlantic 0.21 18.62 1.12 Chickpeas, raw 0.19 19.30 0.96 Egg 0.17
12.58 1.33 Wheat flour, white 0.13 10.33 1.23 Baking chocolate, unsweetened 0.13 12.90 1.23 Milk 0.08 3.22 2.34 Rice, white, medium-grain, cooked 0.03 2.38 1.18 Quinoa, uncooked 0.17 14.12 1.20 Quinoa, cooked 0.05 4.40 1.10 Potatoes, russet 0.02 2.14 0.84 Tamarind 0.02 2.80 0.64 Banana 0.01 1.03 0.87 Because tryptophan is converted into 5-
hydroxytryptophan (5-HTP) which is then converted into the neurotransmitter serotonin, it has been proposed that consumption of tryptophan or 5-HTP may improve depression symptoms by increasing the level of serotonin in the brain. Tryptophan is sold over the counter in the United States (after being banned to varying extents between 1989 and
2005) and the United Kingdom as a dietary supplement for use as an antidepressant, anxiolytic, and sleep aid. It is also marketed as a prescription drug in some European countries for the treatment of major depression. There is evidence that blood tryptophan levels are unlikely to be altered by changing the diet,[27][28] but consuming purified
tryptophan increases the serotonin level in the brain, whereas eating foods containing tryptophan does not.[29] In 2001 a Cochrane review of the effect of 5-HTP and tryptophan on depression was published. The authors included only studies of a high rigor and included both 5-HTP and tryptophan in their review because of the limited data on either.
Of 108 studies of 5-HTP and tryptophan on depression published between 1966 and 2000, only two met the authors' quality standards for inclusion, totaling 64 study participants. The substances were more effective than placebo in the two studies included but the authors state that "the evidence was of insufficient quality to be conclusive" and note
that "because alternative antidepressants exist which have been proven to be effective and safe, the clinical usefulness of 5-HTP and tryptophan is limited at present".[30] The use of tryptophan as an adjunctive therapy in addition to standard treatment for mood and anxiety disorders is not supported by the scientific evidence.[30][31] The American
Academy of Sleep Medicine's 2017 clinical practice guidelines recommended against the use of tryptophan in the treatment of insomnia due to poor effectiveness.[32] Potential side effects of tryptophan supplementation include nausea, diarrhea, drowsiness, lightheadedness, headache, dry mouth, blurred vision, sedation, euphoria, and nystagmus
(involuntary eye movements).[33][34] Tryptophan taken as a dietary supplement (such as in tablet form) has the potential to cause serotonin syndrome when combined with antidepressants of the MAOI or SSRI class or other strongly serotonergic drugs.[34] Because tryptophan supplementation has not been thoroughly studied in a clinical setting, its
interactions with other drugs are not well known.[30] The isolation of tryptophan was first reported by Frederick Hopkins in 1901.[35] Hopkins recovered tryptophan from hydrolysed casein, recovering 4-8 g of tryptophan from 600 g of crude casein.[36] As an essential amino acid, tryptophan is not synthesized from simpler substances in humans and
other animals, so it needs to be present in the diet in the form of tryptophan-containing proteins. Plants and microorganisms commonly synthesize tryptophan from shikimic acid or anthranilate:[37] anthranilate condenses with phosphoribosylpyrophosphate (PRPP), generating pyrophosphate as a by-product. The ring of the ribose moiety is opened
and subjected to reductive decarboxylation, producing indole-3-glycerol phosphate; this, in turn, is transformed into indole. In the last step, tryptophan synthase catalyzes the formation of tryptophan from indole and the amino acid serine. The industrial production of tryptophan is also biosynthetic and is based on the fermentation of serine and indole
using either wild-type or genetically modified bacteria such as B. amyloliquefaciens, B. subtilis, C. glutamicum or E. coli. These strains carry mutations that prevent the reuptake of aromatic amino acids or multiple/overexpressed trp operons. The conversion is catalyzed by the enzyme tryptophan synthase.[38][39][40] There was a large outbreak of
eosinophilia-myalgia syndrome (EMS) in the U.S. in 1989, with more than 1,500 cases reported to the CDC and at least 37 deaths.[41] After preliminary investigation revealed that the outbreak was linked to intake of tryptophan, the U.S. Food and Drug Administration (FDA) recalled tryptophan supplements in 1989 and banned most public sales in
1990,[42][43][44] with other countries following suit.[45][46] Subsequent studies suggested that EMS was linked to specific batches of L-tryptophan supplied by a single large Japanese manufacturer, Showa Denko.[42][47][48][49] It eventually became clear that recent batches of Showa Denko's L-tryptophan were contaminated by trace impurities,
which were subsequently thought to be responsible for the 1989 EMS outbreak.[42][50][51] However, other evidence suggests that tryptophan itself may be a potentially major contributory factor in EMS.[52] There are also claims that a precursor reached sufficient concentrations to form a toxic dimer.[53] The FDA loosened its restrictions on sales
and marketing of tryptophan in February 2001,[42] but continued to limit the importation of tryptophan not intended for an exempted use until 2005.[54] The fact that the Showa Denko facility used genetically engineered bacteria to produce the contaminated batches of L-tryptophan later found to have caused the outbreak of eosinophilia-myalgia
syndrome has been cited as evidence of a need for "close monitoring of the chemical purity of biotechnology-derived products".[55] Those calling for purity monitoring have, in turn, been criticized as anti-GMO activists who overlook possible non-GMO causes of contamination and threaten the development of biotech.[56] See also: Postprandial
somnolence § Turkey and tryptophan A common assertion in the US and the UK[57] is that heavy consumption of turkey meat—as seen during Thanksgiving and Christmas—results in drowsiness, due to high levels of tryptophan contained in turkey.[24] However, the amount of tryptophan in turkey is comparable with that of other meats.[23][25]
Drowsiness after eating may be caused by other foods eaten with the turkey, particularly carbohydrates.[58] Ingestion of a meal rich in carbohydrates triggers the release of insulin.[59][60][61][62] Insulin in turn stimulates the uptake of large neutral branched-chain amino acids (BCAA), but not tryptophan, into muscle, increasing the ratio of
tryptophan to BCAA in the blood stream. The resulting increased tryptophan ratio reduces competition at the large neutral amino acid transporter (which transports both BCAA and aromatic amino acids), resulting in more uptake of tryptophan across the blood-brain barrier into the cerebrospinal fluid (CSF).[62][63][64] Once in the CSF, tryptophan is
converted into serotonin in the raphe nuclei by the normal enzymatic pathway.[60][65] The resultant serotonin is further metabolised into the hormone melatonin—which is an important mediator of the circadian rhythm[66]—by the pineal gland.[10] Hence, these data suggest that "feast-induced drowsiness"—or postprandial somnolence—may be the
result of a heavy meal rich in carbohydrates, which indirectly increases the production of melatonin in the brain, and thereby promotes sleep.[59][60][61][65] In 1912 Felix Ehrlich demonstrated that yeast metabolizes the natural amino acids essentially by splitting off carbon dioxide and replacing the amino group with a hydroxyl group. By this
reaction, tryptophan gives rise to tryptophol.[67] Tryptophan affects brain serotonin synthesis when given orally in a purified form and is used to modify serotonin levels for research.[29] Low brain serotonin level is induced by administration of tryptophan-poor protein in a technique called acute tryptophan depletion.[68] Studies using this method
have evaluated the effect of serotonin on mood and social behavior, finding that serotonin reduces aggression and increases agreeableness.[69] See also: 5-Hydroxytryptophan § Psychedelic effects Tryptophan produces the head-twitch response (HTR) in rodents when administered at sufficiently high doses.[70] The HTR is induced by serotonergic
psychedelics like lysergic acid diethylamide (LSD) and psilocybin and is a behavioral proxy of psychedelic effects.[71][72] Tryptophan is converted into the trace amine tryptamine and tryptamine is N-methylated by indolethylamine N-methyltransferase (INMT) into N-methyltryptamine (NMT) and N,N-dimethyltryptamine (N,N-DMT), which are known
serotonergic psychedelics.[701[731[741[75]1[761[77] Main article: Fluorescence spectroscopy § Tryptophan fluorescence Tryptophan is an important intrinsic fluorescent probe (amino acid), which can be used to estimate the nature of the microenvironment around the tryptophan residue. Most of the intrinsic fluorescence emissions of a folded protein
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[26]. Intriguingly, INMT is distributed widely across the body, predominantly in the lungs, thyroid, and adrenal glands, with a dense presence in the anterior horn of the spinal cord. Within the cerebral domain, regions such as the uncus, medulla, amygdala, frontal cortex, fronto-parietal lobe, and temporal lobe exhibit INMT activity, primarily localized
in the soma [26]. INMT transcripts are found in specific brain regions, including the cerebral cortex, pineal gland, and choroid plexus, in both rats and humans. Although the rat brain is capable of synthesizing and releasing DMT at concentrations similar to established monoamine neurotransmitters like serotonin [27], the possibility that DMT is an
authentic neurotransmitter is still speculative. This issue has been controversial for decades [28] and requires the demonstration of an activity-dependent release (i.e., Ca2+-stimulated) of DMT at a synaptic cleft to be fully established in the human brain. ~ Aratjo AM, Carvalho F, Bastos Mde L, Guedes de Pinho P, Carvalho M (August 2015). "The
hallucinogenic world of tryptamines: an updated review". Arch Toxicol. 89 (8): 1151-1173. Bibcode:2015ArTox..89.1151A. d0i:10.1007/s00204-015-1513-x. PMID 25877327. Wood RM, Rilling JK, Sanfey AG, Bhagwagar Z, Rogers RD (May 2006). "Effects of tryptophan depletion on the performance of an iterated Prisoner's Dilemma game in healthy
adults". Neuropsychopharmacology. 31 (5): 1075-84. doi:10.1038/sj.npp.1300932. PMID 16407905. Huang Y, Zhao M, Chen X, Zhang R, Le A, Hong M, Zhang Y, Jia L, Zang W, Jiang C, Wang J, Fan X, Wang J (June 2023). "Tryptophan Metabolism in Central Nervous System Diseases: Pathophysiology and Potential Therapeutic Strategies". Aging Dis.
14 (3): 858-878. d0i:10.14336/AD.2022.0916. PMC 10187711. PMID 37191427. "KEGG PATHWAY: Tryptophan metabolism - Homo sapiens". KEGG: Kyoto Encyclopedia of Genes and Genomes. 23 August 2006. Retrieved 20 April 2008. G. P. Moss. "Tryptophan Catabolism (early stages)". Nomenclature Committee of the International Union of
Biochemistry and Molecular Biology (NC-IUBMB). Archived from the original on 13 September 2003. Retrieved 20 April 2008. G. P. Moss. "Tryptophan Catabolism (later stages)". Nomenclature Committee of the International Union of Biochemistry and Molecular Biology (NC-IUBMB). Archived from the original on 13 September 2003. Retrieved 20
April 2008. B. Mikkelson, D. P. Mikkelson (22 November 2007). "Turkey Causes Sleepiness". Urban Legends Reference Pages. Snopes.com. Retrieved 20 April 2008. Retrieved from " 2Not to be confused with 5-hydroxytryptamine. This article is about 5-hydroxytryptophan as a biological compound. For its role as a medication and supplement, see
Oxitriptan. 5-Hydroxytryptophan Names IUPAC name 2-amino-3-(5-hydroxy-1H-indol-3-yl)propanoic acid Other names 5-HTP; Oxitriptan; a-Carboxy-5-hydroxytryptamine; a-Carboxy-5-HT Identifiers CAS Number 56-69-9 N 3D model (JSmol) Interactive image ChEBI CHEBI:17780 Y ChEMBL ChEMBL350221 Y ChemSpider 388413 Y ECHA InfoCard
100.022.193 ITUPHAR/BPS 4671 KEGG D07339 Y MeSH 5-Hydroxytryptophan PubChem CID 144 UNII C11JO185Q9 Y CompTox Dashboard (EPA) DTXSID1025437 InChl InChI=1S/C11H12N203/c12-9(11(15)16)3-6-5-13-10-2-1-7(14)4-8(6)10/h1-2,4-5,9,13-14H,3,12H2,(H,15,16)/t9-/m0/s1 YKey: LDCYZAJDBXYCGN-VIFPVBQESA-

N YInChI=1/C11H12N203/c12-9(11(15)16)3-6-5-13-10-2-1-7(14)4-8(6)10/h1-2,4-5,9,13-14H,3,12H2,(H,15,16)/t9-/m0/s1Key: LDCYZAJDBXYCGN-VIFPVBQEBZ SMILES O=C(0O)[C@@H](N)Cc2clcc(O)cccl[nH]c2 Properties Chemical formula C11H12N203 Molar mass 220.228 g-mol—1 Density 1.484 g/mL Melting point 298 to 300 °C (568 to 572 °F;
571 to 573 K) Boiling point 520.6 °C (969.1 °F; 793.8 K) Except where otherwise noted, data are given for materials in their standard state (at 25 °C [77 °F], 100 kPa). N verify (what is YN ?) Infobox references Chemical compound 5-Hydroxytryptophan (5-HTP), used medically as oxitriptan, is a naturally occurring amino acid and chemical precursor
as well as a metabolic intermediate in the biosynthesis of the neurotransmitter serotonin. 5-HTP can be manufactured and used as a drug and supplement with the INNTooltip International Nonproprietary Name oxitriptan. Brand names include Cincofarm, Levothym, Levotonine, Oxyfan, Telesol, Tript-OH, and Triptum. As a drug, it is used in the



treatment of depression and for certain other indications. 5-HTP is produced from the amino acid tryptophan through the action of the enzyme tryptophan hydroxylase. Tryptophan hydroxylase is one of the biopterin-dependent aromatic amino acid hydroxylases. Production of 5-HTP is the rate-limiting step in 5-HT (serotonin) synthesis. 5-HTP is
normally rapidly converted to 5-HT by amino acid decarboxylase.[1] 5-HTP is decarboxylated to serotonin (5-hydroxytryptamine or 5-HT) by the enzyme aromatic-L-amino-acid decarboxylase with the help of vitamin B6.[2] This reaction occurs both in nervous tissue and in the liver.[3] 5-HTP crosses the blood-brain barrier,[4] while 5-HT does not.
Excess 5-HTP, especially when administered with vitamin B6, is thought to be metabolized and excreted.[5][6] Metabolic pathway from tryptophan to serotonin. 5-HTP AAAD Serotonin PLP See also: Tryptophan § Dietary sources Though 5-HTP is found in food only in insignificant quantities, it is a chemical involved intermediately in the metabolism
of tryptophan, an amino acid found in all unfractionated foods, with lower total amino acid content correlating with increased tryptophan absorption.[7] Main article: Oxitriptan 5-HTP is used medically and as a supplement under the name oxitriptan in the treatment of depression and for certain other indications. It can be potentiated in combination
with a peripherally selective aromatic L-amino acid decarboxylase (AAAD) inhibitor such as carbidopa or benserazide. These agents increase the strength and duration of oxitriptan. An investigational combination formulation is oxitriptan/carbidopa. See also: Tryptophan § Psychedelic effects 5-HTP robustly produces the head-twitch response (HTR) in
rodents when administered at relatively high doses.[8][9]1[10][11][12] It dose-dependently induces the HTR in mice across a dose range of 50 to 250 mg/kg via intraperitoneal administration, with an inverted U-shaped dose-response curve and maximal induction of the HTR at a dose of 200 mg/kg.[12][1] Similarly to the case of 5-HTP,
intracerebroventricular injection of serotonin, but not peripheral administration of serotonin, produces the HTR.[9][8][11] The HTR is induced by serotonergic psychedelics like lysergic acid diethylamide (L.SD) and psilocybin and is a behavioral proxy of psychedelic effects.[13][8] The HTR of 5-HTP is blocked by serotonin 5-HT2A receptor antagonists,
which block the hallucinogenic effects of serotonergic psychedelics in humans, is prevented by aromatic L-amino acid decarboxylase (AAAD) inhibitors, which block conversion of 5-HTP into serotonin, and is potentiated by monoamine oxidase A (MAO-A) inhibitors, which prevent the degradation of serotonin and other endogenous tryptamines.[9][8]
[10][11][12] It is also suppressed by the serotonin 5-HT1A receptor full agonist 8-OH-DPAT, is greatly augmented by the serotonin 5-HT2C receptor antagonist RS-102221, and is reduced by the trace amine-associated receptor 1 (TAAR1) antagonist EPPTB.[12] In addition, the HTR of 5-HTP is abolished by indolethylamine N-methyltransferase (INMT)
inhibitors, which block conversion of serotonin and other endogenous tryptamines into N-methylated tryptamines, such as N-methylserotonin (NMS; norbufotenin), bufotenin (5-hydroxy-N,N-dimethyltryptamine; 5-HO-DMT), and N,N-dimethyltryptamine (DMT).[8][14][11] These N-methylated tryptamines are well-known for their psychedelic effects,
whereas serotonin itself, without biotransformation, does not seem to produce psychedelic effects.[8][11] 5-HTP has not been found to produce psychedelic effects in humans, which has been attributed to the high doses required to produce such effects.[8][10] The 5-HTP doses that produce the HTR in rodents are orders of magnitude higher than the
doses of 5-HTP that have been used safely and therapeutically in humans.[10][12] It remains unknown whether 5-HTP can produce psychedelic effects in humans.[15][12] The highest dosage of 5-HTP that is known to have been evaluated in humans is about 3,000 mg per day.[12][1] Serotonin syndrome and associated hallucinations have been
reported with overdose of serotonin-elevating drugs, but psychedelic-like effects have not been reported.[12] The lack of the HTR and psychedelic effects with serotonin itself has been attributed to the fact that these effects appear to be dependent on activation of a population of intracellular 5-HT2A receptors expressed in cortical neurons in the
medial prefrontal cortex (mPFC) that lack the serotonin transporter (SERT) and are inaccessible to serotonin.[16][17] Serotonin itself is too hydrophilic to enter serotonergic neurons without the SERT, whereas serotonergic psychedelics and serotonin's N-methylated metabolites and analogues are lipophilic and readily enter these neurons.[16][17]
These findings may also explain why selective serotonin reuptake inhibitors (SSRIs) and related serotonergic agents do not produce psychedelic effects.[16] The properties of 5-HTP in animal drug discrimination tests have been studied.[18][19][20][21][22][23] 5-HTP generalizes with the serotonin releasing agent fenfluramine and its cue is markedly
potentiated by the selective serotonin reuptake inhibitor (SSRI) fluoxetine.[18][19] However, numerous serotonin receptor antagonists, including methysergide, cyproheptadine, metergoline, methiothepin (metitepine), ketanserin, pirenperone, pizotifen, and mianserin, all failed to block the discriminative stimulus properties of 5-HTP.[18][19][20][21]
Conflictingly however, in a subsequent study, pizotifen was able to fully block the discriminative stimulus properties of 5-HTP.[18][21] The inability of serotonin 5-HT2A receptor antagonists to block the discriminative stimulus properties of 5-HTP is in notable contrast to their ability to block the 5-HTP-induced HTR.[24] 5-HTP only partially substitutes
for LSD in drug discrimination tests, whereas LSD and quipazine fully substitute for 5-HTP.[20] The full substitution of LSD and quipazine for 5-HTP can be blocked by the serotonin 5-HT2A receptor antagonist ketanserin.[20] The findings of drug discrimination tests suggest that 5-HTP has a more complex or compound discriminative stimulus
compared to other agents like LSD and that its stimulus properties may not be readily explained by either the serotonin 5-HT1 or 5-HT2 receptors alone.[18][20][23] Instead, a combination of actions at these and/or other receptors may be involved in its stimulus effects.[18][20][23] a-Methyl-5-hydroxytryptophan ™ a b ¢ Turner EH, Loftis JM,
Blackwell AD (March 2006). "Serotonin a la carte: supplementation with the serotonin precursor 5-hydroxytryptophan". Pharmacology & Therapeutics. 109 (3): 325-338. do0i:10.1016/j.pharmthera.2005.06.004. PMID 16023217. S2CID 2563606. 5-HTP is commonly given to rats or mice to test the SSRI potency of putative antidepressants (O'Neil &
Moore, 2003). This simple in vivo test measures the potency of a compound in potentiating the serotonin syndrome induced by the administration of 5-HTP (Grahame-Smith, 1971). The behavioral and physiological features of this syndrome include hypolocomotion, head twitch, forepaw treading, tremors, hindlimb abduction, flat body posture or
hunched back, cyanosis, and hyperthermia. In rodents, 5-HTP induces a serotonin syndrome at dosages of 100- 200 mg/ kg (Casal et al., 2000; Nisijima et al., 2000, 2001; see Section 4.4.3 for more on serotonin syndrome). ~ Rahman MK, Nagatsu T, Sakurai T, Hori S, Abe M, Matsuda M (October 1982). "Effect of pyridoxal phosphate deficiency on
aromatic L-amino acid decarboxylase activity with L-DOPA and L-5-hydroxytryptophan as substrates in rats". Japanese Journal of Pharmacology. 32 (5): 803-11. doi:10.1254/jjp.32.803. PMID 6983619. ~ Bouchard S, Bousquet C, Roberge AG (September 1981). "Characteristics of dihydroxyphenylalanine/5-hydroxytryptophan decarboxylase activity in
brain and liver of cat". Journal of Neurochemistry. 37 (3): 781-7. doi:10.1111/j.1471-4159.1982.tb12555.x. PMID 6974228. S2CID 43853143. ~ Nakatani Y, Sato-Suzuki I, Tsujino N, Nakasato A, Seki Y, Fumoto M, Arita H (May 2008). "Augmented brain 5-HT crosses the blood-brain barrier through the 5-HT transporter in rat". The European Journal of
Neuroscience. 27 (9): 2466-72. do0i:10.1111/j.1460-9568.2008.06201.x. PMID 18445233. S2CID 18940166. ™ Bouchard S, Roberge AG (July 1979). "Biochemical properties and kinetic parameters of dihydroxyphenylalanine--5-hydroxytryptophan decarboxylase in brain, liver, and adrenals of cat". Canadian Journal of Biochemistry. 57 (7): 1014-8.
doi:10.1139/079-126. PMID 39668. ©~ Amamoto T, Sarai K (September 1976). "On the tryptophan-serotonin metabolism in manic-depressive disorders. Changes in plasma 5-HT and 5-HIAA levels and urinary 5-HIAA excretion following oral loading of L-5HTP in patients with depression". Hiroshima Journal of Medical Sciences. 25 (2-3): 135-40.
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been reported to have psychedelic effects in humans [49]. Although, overdoses of compounds that increase serotonin release can result in serotonin syndrome, which may include hallucinations [50,51], classic psychedelic effects resembling those induced by tryptaminergic and other psychedelic drugs have not been reported. In our study,
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for materials in their standard state (at 25 °C [77 °F], 100 kPa). N verify (what is YN ?) Infobox references Chemical compound 5-Hydroxytryptophan (5-HTP), used medically as oxitriptan, is a naturally occurring amino acid and chemical precursor as well as a metabolic intermediate in the biosynthesis of the neurotransmitter serotonin. 5-HTP can be
manufactured and used as a drug and supplement with the INNTooltip International Nonproprietary Name oxitriptan. Brand names include Cincofarm, Levothym, Levotonine, Oxyfan, Telesol, Tript-OH, and Triptum. As a drug, it is used in the treatment of depression and for certain other indications. 5-HTP is produced from the amino acid tryptophan
through the action of the enzyme tryptophan hydroxylase. Tryptophan hydroxylase is one of the biopterin-dependent aromatic amino acid hydroxylases. Production of 5-HTP is the rate-limiting step in 5-HT (serotonin) synthesis. 5-HTP is normally rapidly converted to 5-HT by amino acid decarboxylase.[1] 5-HTP is decarboxylated to serotonin (5-
hydroxytryptamine or 5-HT) by the enzyme aromatic-L-amino-acid decarboxylase with the help of vitamin B6.[2] This reaction occurs both in nervous tissue and in the liver.[3] 5-HTP crosses the blood-brain barrier,[4] while 5-HT does not. Excess 5-HTP, especially when administered with vitamin B6, is thought to be metabolized and excreted.[5][6]
Metabolic pathway from tryptophan to serotonin. 5-HTP AAAD Serotonin PLP See also: Tryptophan § Dietary sources Though 5-HTP is found in food only in insignificant quantities, it is a chemical involved intermediately in the metabolism of tryptophan, an amino acid found in all unfractionated foods, with lower total amino acid content correlating
with increased tryptophan absorption.[7] Main article: Oxitriptan 5-HTP is used medically and as a supplement under the name oxitriptan in the treatment of depression and for certain other indications. It can be potentiated in combination with a peripherally selective aromatic L-amino acid decarboxylase (AAAD) inhibitor such as carbidopa or
benserazide. These agents increase the strength and duration of oxitriptan. An investigational combination formulation is oxitriptan/carbidopa. See also: Tryptophan § Psychedelic effects 5-HTP robustly produces the head-twitch response (HTR) in rodents when administered at relatively high doses.[8][9]1[10]1[11][12] It dose-dependently induces the
HTR in mice across a dose range of 50 to 250 mg/kg via intraperitoneal administration, with an inverted U-shaped dose-response curve and maximal induction of the HTR at a dose of 200 mg/kg.[12][1] Similarly to the case of 5-HTP, intracerebroventricular injection of serotonin, but not peripheral administration of serotonin, produces the HTR.[9][8]
[11] The HTR is induced by serotonergic psychedelics like lysergic acid diethylamide (LSD) and psilocybin and is a behavioral proxy of psychedelic effects.[13][8] The HTR of 5-HTP is blocked by serotonin 5-HT2A receptor antagonists, which block the hallucinogenic effects of serotonergic psychedelics in humans, is prevented by aromatic L-amino
acid decarboxylase (AAAD) inhibitors, which block conversion of 5-HTP into serotonin, and is potentiated by monoamine oxidase A (MAO-A) inhibitors, which prevent the degradation of serotonin and other endogenous tryptamines.[9][8][10][11][12] It is also suppressed by the serotonin 5-HT1A receptor full agonist 8-OH-DPAT, is greatly augmented
by the serotonin 5-HT2C receptor antagonist RS-102221, and is reduced by the trace amine-associated receptor 1 (TAAR1) antagonist EPPTB.[12] In addition, the HTR of 5-HTP is abolished by indolethylamine N-methyltransferase (INMT) inhibitors, which block conversion of serotonin and other endogenous tryptamines into N-methylated tryptamines,
such as N-methylserotonin (NMS; norbufotenin), bufotenin (5-hydroxy-N,N-dimethyltryptamine; 5-HO-DMT), and N,N-dimethyltryptamine (DMT).[8][14][11] These N-methylated tryptamines are well-known for their psychedelic effects, whereas serotonin itself, without biotransformation, does not seem to produce psychedelic effects.[8][11] 5-HTP has
not been found to produce psychedelic effects in humans, which has been attributed to the high doses required to produce such effects.[8][10] The 5-HTP doses that produce the HTR in rodents are orders of magnitude higher than the doses of 5-HTP that have been used safely and therapeutically in humans.[10][12] It remains unknown whether 5-
HTP can produce psychedelic effects in humans.[15][12] The highest dosage of 5-HTP that is known to have been evaluated in humans is about 3,000 mg per day.[12][1] Serotonin syndrome and associated hallucinations have been reported with overdose of serotonin-elevating drugs, but psychedelic-like effects have not been reported.[12] The lack of
the HTR and psychedelic effects with serotonin itself has been attributed to the fact that these effects appear to be dependent on activation of a population of intracellular 5-HT2A receptors expressed in cortical neurons in the medial prefrontal cortex (mPFC) that lack the serotonin transporter (SERT) and are inaccessible to serotonin.[16][17]
Serotonin itself is too hydrophilic to enter serotonergic neurons without the SERT, whereas serotonergic psychedelics and serotonin's N-methylated metabolites and analogues are lipophilic and readily enter these neurons.[16][17] These findings may also explain why selective serotonin reuptake inhibitors (SSRIs) and related serotonergic agents do
not produce psychedelic effects.[16] The properties of 5-HTP in animal drug discrimination tests have been studied.[18][19][20][211[22][23] 5-HTP generalizes with the serotonin releasing agent fenfluramine and its cue is markedly potentiated by the selective serotonin reuptake inhibitor (SSRI) fluoxetine.[18][19] However, numerous serotonin
receptor antagonists, including methysergide, cyproheptadine, metergoline, methiothepin (metitepine), ketanserin, pirenperone, pizotifen, and mianserin, all failed to block the discriminative stimulus properties of 5-HTP.[18][19][20][21] Conflictingly however, in a subsequent study, pizotifen was able to fully block the discriminative stimulus
properties of 5-HTP.[18][21] The inability of serotonin 5-HT2A receptor antagonists to block the discriminative stimulus properties of 5-HTP is in notable contrast to their ability to block the 5-HTP-induced HTR.[24] 5-HTP only partially substitutes for LSD in drug discrimination tests, whereas LSD and quipazine fully substitute for 5-HTP.[20] The full
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um aminodacido essencial para a formacgao e manutencao dos musculos e para a produgdo de serotonina e melatonina, compostos que atuam no sistema nervoso, ajudando a regular o humor, o sono, a memoria e o apetite, sendo usado no tratamento e na prevencdo de depressdo, ansiedade, insonia e no processo de emagrecimento. Encontre um
Nutricionista perto de vocé! Parceria com Buscar Médico Por ser um aminoacido essencial, ou seja, que o organismo nao consegue produzir, o triptofano deve ser obtido a partir da ingestdo de alimentos como chocolate amargo, nozes, ovos e améndoas, por exemplo. Veja outros alimentos ricos em triptofano. Além disso, o triptofano também pode ser
obtido através da suplementagdo, como 5HTP, ou L-triptofano, em cépsulas. No entanto, esses suplementos devem ser consumidos apenas sob a orientacao de um nutricionista, ou médico. Para que serve O triptofano é um aminodcido que participa de diversas fungdes no organismo, sendo indicado para: Combater a depresséao; Formar e manter os
musculos; Controlar a ansiedade; Promover o bem estar; Melhorar a meméria; Diminuir o estresse; Regular o sono; Ajudar no emagrecimento. Além disso, o triptofano também ¢é utilizado para ajudar no tratamento da dor, do déficit de atencao, da hiperatividade, da fadiga cronica e da TPM. O neurotransmissor serotonina ajuda na formacao do
hormonio melatonina que regula o ritmo do reldgio bioldgico do organismo, melhorando a qualidade do sono, ja que a melatonina é produzida durante a noite. Lista de alimentos ricos em triptofano Alguns alimentos que sdo ricos em triptofano sao: Queijos; Ovos; Tofu; Salmé&o; Nozes; Améndoas; Amendoim; Castanha-do-Para; Banana. Além disso, o
triptofano também pode ser encontrado na forma de suplementos, como 5-HTP, ou L-triptofano, em capsulas, sendo indicada a ingestdo de 100mg a 3 g por dia, de acordo com a situacao a ser tratada. Entenda como usar o suplemento de triptofano. Triptofano ajuda a emagrecer? O triptofano participa da producédo de serotonina, um neurotransmissor
que promove o controle da ansiedade e depressdo, diminuindo a compulsao alimentar e ajudando, assim, a emagrecer. Veja como usar o triptofano para ajudar no emagrecimento. A alimentagdo muitas vezes esta relacionada com as emocgées e, por isso, momentos de ansiedade e depressao podem estimular a ingestédo de alimentos que promovem o
prazer, como os alimentos ricos em carboidratos e gorduras, incluindo chocolates, sorvetes, bolos e frituras, por exemplo, aumentando as calorias da dieta e favorecendo, assim o ganho de peso. Ingestao diaria recomendada A ingestdo diadria de triptofano, varia de acordo com a idade, o sexo e a fase da vida, como indicado na tabela a seguir: Além
disso, mulheres gravidas precisam ingerir 7 mg / Kg de peso corporal, por dia, de triptofano. J& as mulheres que amamentam, devem consumir 9 mg / Kg de peso corporal, de triptofano por dia.



