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EEDOFLRERIZBWT, DNAY A 707 L A
*H W EIR TR BRI I LD . FUEIZAD
FHHEOF % 2R 74 4 7 (intrinsic subtype)
W ENDL Z DRSS, Zhiz3ko ER)
{LIEROREIPEDO SN TWE, LA L, ¥v127 0
T LA X B BTN, 5D A7 Pl — )L
ELTITHWLN TV, RGO RLT, =2
Fa sy ZEAE (ER). TU AT YRR
(PgR). b b FpziGili K77k (HER2). B~ —
71— TdH % Ki67 |2 X 2RI FRY 3 HIN ROV TT
bITnb,

ARV E ¥ B M O Luminal FLHE 1203 P9 53 WA 95 5,
HER2 P PEFLHE 12 13T HER2 S & v ) w R 7% 45
FRERFRE DB X ) FUEOHEHRBEIE R E < 1A
ELTw2—/HT, AFDOH 15% % H® 5. ER.
PgR. HER2 W NLEMED “ M) TV AT 4 THL
J& (triple negative breast cancer : TNBC)” % ¥ — 7" v
& L72BBERMEL SN T v, 20720, B
I £ C L BEAT O Al e e S PR ) 20 Sk — R 2R 1 72 42
BHETH D,

TNBC (&, ER. PgR. HER2 & T L ) b
WL BRIZITT, 1 DOERE L THEIN TN
A, G T RBURNTCIE 7 DI S N5 SRS
BUENTH L LhHE I T2, ZOHT
%1 60% % 5% % Basal type [ LR & % W IZ AR
MBI cHkTs2EEZLN, INBCOHFTL T
%AV | Basal-like JLIE L S TwaY, F
72 Basal-like #L 3% 1Z. BRCALI i# {% 7~ (breast cancer
susceptibility genel) Z5|2 X 2 #HMIAIEE L <D

F#AT—5 L T TV¥, BRCAL HHE L4 75 Basal-
like FLEDEHD—D L E 2 SNTW 5,

BRCA1 &z 11X 17 FHEOMAEER (17921) ki
fi7E L. BRCA2 iEfnT & & LI E ML I0 3%
JiE B (Hereditary Breast and Ovarian Cancer;
HBOC) DK & 7% % il ER D 1 2T b,
Knudson O JEIPHIEIZF D 2 & v MRILIZHES T
BRCAl Iz F IR H 5 &, ERIZH )
1 DO IEFR LB\ T ONT OiEAEEOIEI DA
U7e8a1258 b3 5. BRCAL IRflIfaZ % 4 o
PEAS 70 5% £ TICFLE. IR IC ) A7 1E, £
NZEI 44-88%. 18-54% & &\,

BRCA1 OfE#EIE, M1 O X 912 N KHfi |2 RING
FXA4 2. CEMIZIEBRCT FAA Y 2HLTEBY,
EARTEFLRE I BT 5 BRCAI ZEOKEN, 20
RING KX A~ & BRCT FAA VIZHETAHZ Eh
5. O FXA AYEIH O ETEEL2@HE T
5EEZHENTWDY, NEMIZH D RING K A
4 VIEBARDI &FEARTAHI L TE3LEXRF Y
#—+¥ (E3) # 23 %, BARDI %°BRCAl D% »
I BRFEACRENBATICAE R 2 & R ES N ik
WZWZE C LS N TV ADY, ZoZERIZL
% B3 {EHEORE R OIEEICE L Cid, HAETDH
o & EMHIN TRV, —F, CEmIZH D
BRCT F XA 3 YBRILY Y37 fG& R XA T
HY. HEETLY 7 L LTUE, MR A2 S
1% (homologous recombination; HR) (2 b %
Abraxas, CtIP X°, SHIF = v 7 KA ¥ MDD S
BRIP1 %2 ESFIH TV 5,

BRCAI (&, DNA #EHEE, BEHI#H, 5= v >
RAYMTRIN=VA, 72U FIET) T,
RO RB R 7 Sk 2 e MR N REICBI S L T,
DNA D% 5EALIZE > T A5, HR IZ L 5 DNA
ZREHYIMT (double strand break : DSB) 1&1EALHEIX
WKOEETH L, HRIZFSHIB LU G2 WA
L BEREC L IRt R A SR TS L CHRBERAL & IE
MICBET 27205 —DELICWIEETH 5,
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K1 BRCAI D FAA v Gy vy BLOZOWKRE

DNA A E1W7

® !

2 MR ZAEED X B = X 4

HR Oft:flA % T EICHERL &, O ko —
& LT MRE11-RAD50-NBS1 (MRN) # &1k & ATM
ADSBIZ X AEBIHMIZ) 7 V— SN b,
(2@ BRCAI-CUP HAMKIZ XY 5 KMOH] Y A
£ % —74H DNA 221§ %, (3 BRCAI-PALB2 |2
£ ) BRCA2/ RADSI HEKD) 7 v — F S 5B,
@ RADS1 12 & 0 #2857 DNA %383 L. g
BRD "R DNAICA P Y FERASELZ &
THIMH O DNA G T, A GH DNA 2SI
ENRD, EVIOIEETHLY (M2, ZnLHIC

BRCAl #IZTAERENH 5 &, HRIEEREOIELIZ X
D BIETFEENPERL, ML DA 2FHET
5 EIHESHIHETE LD,

i 4R, 2 O HR B #E AN 42 (HRD : Homologous
recombination deficiency) % ¥ — %7 v b2 L 7z Poly
ADP-ribose polymerase (PARP) FHEH]IZ X % & HiEKk
FEHEAEH SN T 2%, PARP I3 DNA — A1)
Wris15 (single strand break : SSB) ®—2>Td %Mk
FxZ:451% (base excision repair : BER) 235\ THE %
i EE R72 LT b, IEFMIETIE PARP FHEH
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I2& D) SSB#[E 3 % &, HR 7% & O DSB 51H 1%
12X 1) DNA 1518 S 11 % 25, BRCAI ZE 7L
T3 DSB B EME A 2IRETH 5 720, Mifust
WCEBLEVI R Z AL THSHY, PARP [HEH]T
BB T7%3) TH, BRCA 2RI VEMEAT VRN B B
FZnh LTy 2014 412 FDA 12 & 0 B &K EE S
FURIZBE LTl BIfE, 58 3 MHERIRBERDSETTH T
H5o

¥ 72, BRCA1 Z& B 3L 1213 DNA B E M 0L
BERIDRNRITH D . FEICHSRF OF R - H
BN O BRRIFZE CH ST b BIFE. K%
RSB SIT DN T B A, TR —EORKRIIES
TV,

BRCA1 Z S ALEEZNEFLIE D 40% % HO L 05, &
BALODPSEZ D ER255% 12T T v, L
L. 4, BRCAl BIZTFIZERDS WD 2
H 5T, BRCA BEEAREIZ[G> T A EE S 5
ERbProTE, TORERKDUE DX, BRCAI
BEFORBZHB L TWETOE— ¥ — il O
DNA X F WAL H B0 T T 22T 4 v 7 Il
TIBIHNC X - TBRCAL ¥ ¥ 7387 oD WA
LCHBEAEIZ R EZ N0, Z0k) 7%
HR |2 B 17 % BRCAl HERE AN & IRE XA L T
“BRCAness (77 71 A &) LIFIENTHB Y. TNBC
D#J 70% 1& BRCAness Td 5 & iy STV 5121,

& ¥ = T L Multiplex Ligation-dependent Probe
Amplification (MLPA) #:% Fi\>T BRCAness % &l
L. BHOKZHICHET 2 E0 B X ORI
iTo T 5, TNBC (K3 2 frEif b i o B
B2 3 T, BRCAness #LJ& &, non-BRCAness 7L
JRLIWE LT, F27) MEHETHL 5 X5 R
PUEAI L D b DNABEEETH LT Y AT 4 7)
YRPER OB EIE N L FHRE LY,

MEDS INBC 2974 4 FI250 0 CHET 5
L RAEORBMLEEEZHED D L TEETH D,
ZD72%|Z BRCAl OFERRIREEZ 5§ 5 2 & 13
HTHBHEEZBND, F#IZ BRCAL DHEREOHT
HRD OFHiiE K TH . BE, W OhDHk
2D C YR OB 3 5 H ko ME 257
bNTwd, 5%, BHETHMLPAEIZ L S
BRCAness IZVEH L CTHiZE 2 #it 7 TW < FETH
%o
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