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Secundaria

(HOFFBRAND; MOSS, 2018).
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Classificacao

D46 Sindrome mielodisplasica
D46.0 Anemia refrataria s/sideroblastos
D46.1 Anemia refrataria c/siderobtastos
D46.2 Anemia refrataria c/excesso \q
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Tabela 16.4 IPSS-R categorias/escores de riszco prognésiico @ evelw:ao clinica. Tempo de evolugéo para LMA de
25% dos casos. Fonte: baseada em Greeziberg PL., Tuechier \., Schwanz J et al. (2012) Blood 120: 2454-65.

Tempo mediano de evolucao

Categoria de risco para LMA em 25% dos casos (anos)
Muito baixo Nao alcangado

Baixo 10,8

Intermedigrid 3,0 3.2

Alto 1.6 14

Muito alto

(HOFFBRAND; MOSS, 2018; PIERCE, B. A, 2016).
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(FEITOSA, R. L, 2018).
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EPI = acima ou ica =2 ¢iéncia
sobre alg y estudd os genes

(MULLER, H. R; PRADO, K. B, 2008).
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(PEREIRA, I. T, 2014).
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{ Alteracdes epigenéticas }
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(PEREIRA, I. T, 2014).
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(PIERCE, B. A, 2016).
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(PIERCE, B. A, 2016).
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(PIERCE, B. A, 2016).
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(FEITOSA, R. L, 2018; PEREIRA, I. T, 2014).
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Metilacao do DNA
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(YONAMINE, C.Y, 2017; PEREIRA, I. T, 2014).
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(HOFFBRAND; MOSS, 2018).
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(HOFFBRAND; MOSS, 2018).
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(SILVA, E. B; NASCIMENTO, J. A, 2018).
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(SILVA, E. B; NASCIMENTO, J. A, 2018).
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(CONITEC, 2014).
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www.pubchem.ncbi.nlm.nih.gov
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(BRASIL, 2014; CONITEC, 2014).
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d ser givididas (AR) |
.
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¢ Posologia: @ )
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i d

cutaneas

(BRASIL, 2014; CONITEC, 2014).
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Interacoes
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(BRASIL, 2014; CONITEC, 2014).
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(ANVISA, 2019; (COPYRIGHT, 2020).
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* A dose Inicial recomendada 75 mg@ r vig-~Subcutanea

diariamente, durante sete dias. <Q tes_devem ser pré-

medicados para nausea € vo |t0@
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(ANVISA, 2019; CONITEC, 2020).
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(FEITOSA, R. L, 2018).
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