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Cancer colorrectal hereditario

Sd Deficiencia Constitucional MMR

Criterios Amsterdam 1 sin MMR
(CCR Familiar o Sindrome “X”)

Sd no polipdsicos

EPCAM
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_J’ Poliposis Adenomatosa Familiar (APC)
Poliposis Adenomatosa Familiar Atenuada (APC)
Sindrome Poliposis Mixta

Cancer Colorrectal y Mama Hereditario (CHECK2) | Sd poliposicos
Poliposis Asociada a MUTYH adenomatosos
TGFBR1 l

® = as yet undiscovered Poliposis Serrada | <1%

hereditary cancer variants

- Sd Peutz-Jeghers (STK11)

Poliposis Familiar Juvenil (SMAD4, BMPR1A) sd bolindsi
Sd Cowden (PTEN) _ POlIPOSICOS
Sd Bannayan-Ruvalcaba-Riley hamartomatosos

Modificado de Lynch HT et al. Cancer 2004;100:53-64
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Sd Lynch tipo Il
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Ca de intestino delgado (MSH2 y MLH1)
Ca hepatobiliar (MSH2 y MLH1)

Ca pancreatico (MSH2 y MLH1)

Car géstrico (MSH2 y MLH1)

Ca no seroso de ovario (MSH2 y MLH1)
Ca de pelvis renal (MSH2 y MSH6)

Ca de uréter (MSH2 y MSH®6)

Ca de vejiga urinaria (MSH2 y MSH®6)
Cay adenoma de glandula sebacea
(sindrome de Muir-Torre)

Ca de proéstata (MSH2)

Ca de mama (MLH1)

Cancer del sistema nervioso central
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Sindrome de Lynch Etiopatogenia
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Inestabilidad de MicroSatélites Dx linea somatica (tumor)
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Ac anti proteinas de los genes reparadores
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Linea germinal
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