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Abstract

In recent years, the environment surrounding hereditary tumors has changed, and in particular,
it is a susceptibility syndrome of cancers such as breast cancer and ovarian cancer caused by
mutations in the germline of BRCA, and has an autosomal dominant inheritance pattern. Hereditary
breast and ovarian cancer (HBOC) has become an important issue in breast cancer treatment.

Key Words: HBOC, Breast cancer, BRCA gene, PARP inhibitors.
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F9 20184 7 A2 [ AALFRTRED H 5
BRCA & {572 B> HER2 B #EATH
FEFLHE ] OEESE L L TPARPHESRTH 5
F I THKBEINZ L EZITT, Z0a
Y= F Y& L CT? BRACA analysis &2
AT LHMREBEEIS & 7 o 72, kIZ 2019 4 6 H
I T RSN 2 S VRS B DS AEIE T S L
ARG & 72 D, B2 2020 44 A5
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1. HBOC/BRCA B8#EZEIERE (BRCA As-
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Y FIZIE, 2019 4E NCCN A K54 V4
3 ITIX ATM #= RIS 7 2 MIFED
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)7 N R RO BRIV IO W T,
BRCA B#EFLINHSE (BRCA Associated
HBOC) &FHENLT END 5.
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FEB & OHEIHREIC BV CEMEDE C, 1) v o8
EREGE, IRERERE pb3 ke, LT
TNBC OHTH) 80% % 5> 5 CK5/6 72 & D%
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FEMFLIE T OXTRRILERIZETIX 10 4EB L UV 15
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FEIEY) A 7 LRI AR ER DRI R S /R ST
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TA Y OEEOT MDD 2 L2 BV

—77 BRCA B5#5[ S 13 — o — R 7
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TR RS RE CPRARTH L7720, B
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BINEAY) AT (risk reducing salpingo-oopho-
rectomy, PLF RRSO) 2% X NCT 1 5.
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FHC DNA 818257 &5 75, poly ADP-ribose
polymerase (LLF, PARP) 25 DIB1EIZB5-
LTEY, zofiz, ko & < HRRIZIX
BRCA #E{= A5 L C\w5b. BRCA B
HBOC ®°, A:fiMNE %2512 BRCA #nT D
BN) 7 2 b aFTE D HRD A L5
BRCAness DIKEED X 9 12 BRCA Ein T DF%
BEASHZE L T\, PARP 12 X % DNA 1518
DA HETH A, L L, PARP HH
EEXN5LE PARP B L UBRCA #EET- & b IZ
PRRERE S & 20 0, AL (synthetic lethali-
ty) I2E 5. PARP [HEHITH LA 7% 71,
29 L2 E D LIRS S, 2018
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0 GBI RN 22 F B P 2D HER2 BEMED
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