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Genetic counseling i (¥ 3% 39

Purpose K EHE A

Collection of a comprehensive family history W £ 54 £k &

Cancer risk assessment /& s& B.1& 1%

Differential diagnosis &%) 3i5&f

Risk, benefit, implication and limitation of testing 2 fo4& % &9 B.f& ~ 4F
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Pre-test visit
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1. Explore psychosocial issue 4% 18 5 R
2. Confidentiality 1{%3 /% 8)

Gene test J& B #4550

Post-gene test counseling 14 %
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2. Recommended medical management options £ SHEH R
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EREME RIS — 5 - M2 2 EE (R 2 il D AR N ZE B B g s (RIS - HRIERE
% fAIG AR o B DUKIE A KRR A - S8R AT - BARSE ARYA Familial
adenomatous polyposis  ( FEIEE M AIE ANEEEE » FAP) ~ MUTYH-associated polyposis * Polymerase
proofreading-associated polyposis * Juvenile polyposis syndrome ¥ Peutz-Jeghers syndrome ZEE(EEF - JEE ARIAY

A Lynch syndrome ~ Li Fraumeni syndrome ~ Cowden syndrome ~ A7M Bl CHEK? % FEIRIZESE (6] »
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Familial adenomatous polyposis (FAP) [

HEG & Attenuated FAP Figh

BMPRIA Juvenile polyposis syndrome High

EPCAM Lynch syndrome High

MLHI Lynch syndrome High

MSH2 Lynch syndrome High

MSHE Lynch syndrome High

MUTYH

biallelic MUT YH-associated polyposis High

mutations
Polymerase proofreading-associated o

POLD} . Presumed high risk
polyposis

POLE Polyma@se proofreading-associated T,
polyposis

PALS2 Lynch syndrome High

PTEN Cowden syndrome IModerate-High

SMAD4 Juvenile polyposis syndrome High

STKII Peutz-Jeghers syndrome High

TRP53 Li Fraumeni syndrome High
Increased risk for breast

ATAS cancer and colorectal Moderate
cancer

CHER? Increased risk for breast, Moderate
colon, and other cancers

Adapted and modified from NCCN guideline, 2016[6]
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