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Angelina Jolie
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Hereditary breast and ovarian cancer syndrome (HBOC)

Preventive double mastectomy
FHHmmETEIR

MY MOTHER fought cancer for almost a decade and died at 56.
She held out long enough to meet the first of her grandchildren and
to hold them in her arms. But my other children will never have the
chance to know her and experience how loving and gracious she
was.

We often speak of “Mommy’s mommy,” and | find myself trying to
explain the illness that took her away from us. They have asked if
the same could happen to me. | have always told them not to worry,
but the truth is | carry a “faulty” gene, BRCA1, which sharply
increases my risk of developing breast cancer and ovarian cancer.
My doctors estimated that | had an 87 percent risk of breast cancer
and a 50 percent risk of ovarian cancer, although the risk is different
in the case of each woman.

Only a fraction of breast cancers result from an inherited gene
mutation. Those with a defect in BRCA1 have a 65 percent risk of
getting it, on average.

Once | knew that this was my reality, | decided to be proactive and
to minimize the risk as much | could. | made a decision to have a
preventive double mastectomy. | started with the breasts, as my
risk of breast cancer is higher than my risk of ovarian cancer, and
the surgery is more complex.

NY Times May 14, 2013
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Hanahan D & Weinberg RA. Cell 144(5):646-674, 2011
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24



‘DA DB EIRBEE

HRRERIBIES DI 18BN S DaheE
(Sustaining proliferative signaling) (Evading growth suppressors)
BN S DO HEIRDIBIEEE (RHEAL)
(Avoiding immune destruction) (Enabling replicative immortality)
=8 - &% MEFHLEDHES
(Activating invasion & metastasis) (Inducing angiogenesis)

T LADREEEEER

(Genome instability & mutation)

=

5 HBRRBENDIET IS
—12p =E=F ‘f‘EHﬂF_: f
. EGIZ:‘T:(TALI;ER%SFJBRAF (Resisting cell death)
« KIT, BCL-ABL, NTRKZ

P IEE SE

(Tumor-promoting inflammation)

Hanahan D & Weinberg RA. Cell 144(5):646-674, 2011

R CORESA/IN—ZEEEEH
BERADIEBICHT B S N—BR -

NTRKzos >+ —fEEH]

2 i EGFRzos>++—vfEEHI
IXNLOFZI. SORLOFZ
3'\N?:_Kojz 33;\ 7= 5743::;"§JLD9::;'
. 2-3.3% FIFF=I - HA=ZF=T
RETxos >+ —vfHEH ’ ASSULF=T
IRIVAF=T
o/ 1)
RET 1.9% EGFR 53.0%

METzos>++—tBEER
FIRF=I, hI<IF=T
MET(ex14) 3 — 4%

BRAF=++—+fEEH

HI57J1=0 _ —
+ MEKIBERI( NS X F =) KRAS(G12C)PREH!
AN
BRAF > 2%"
ROS1zos >+ —eBAEHI / o
JUVF=T, IRXRLOF=T KRAS 9.4%" \
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Next Generation Sequencing
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(Sustaining proliferative signaling)
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(Evading growth suppressors)
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(Avoiding immune destruction) “.‘ (Enabling replicative immortality)
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(Genome instability & mutation)
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(Deregulating cellular energetics)
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(Inducing angiogenesis)
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(Tumor-promoting inflammation)
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(Resisting cell death)
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PD-1 «
CTLA-4

PD-L1
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(@I ARRER)

#1PD-14714A: Nivolumab
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™ APD-L1ftk: Atezolizumab
(Ft>kuo)
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FRE8 L R2fE O (ff5i%+Bh) (o) (@)
FEiBRRsE (0] (@) (@) (@) (@] (@)
I\iBAERE @) e}
BRI (0] (@)
FEEEE (@) (o)
RigE o (@) (@)
B (@)
i5hs - Bige" (0] (@) (o)
FHdrase (e} @] @)
88 (@)
ER=2 (@) @)
FEIRE - B (e}
INIFV U V)NE (@) o
P YIVoplV; ol (@)
TMB-HighD Btz (@)
BRI (e}
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FBIZH T HIATHT TEMBBE(EA ML —F DH); 3) BALPEERIHBLYRTREGET BROFERE. £TREBROTERE
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