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Sunami K, et al. J Thorac Oncol 2016; 11: 203-12
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PTEN 10qg23.3 RRI7A—H (B BE1E) Cowdend HERBIE, ATILARE
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BRCA2 13g12-913 DNAf&1E R FLIE IR E ORESE . R

RB1 13q14 A R 44 - SRS HBIE 3 HER2AE (RB) MR MAARE, B M. %
E-cadherin 16022 ik RiEEBE BRERFILR), L&

TP53 17p13 HRRE R - 7R — R Li-Fraumemisi &% 2 KERS DIES

NF1 17g11 ST IVEE IR IEE 1R WRFE BEHEAE

BRCA1 17g21 DNAfEE RIEHEFLE IR iz

SMAD4/DPC4 18921 S FIVRE Rt EFHRIR— R K. BERE
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Hereditary breast and ovarian cancer syndrome (HBOC)

Preventive double mastectomy
F R EAEEDR

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 defectin 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

Angelina Jolie
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James P Allison Tasuku Honjo
MD Anderson Cancer Center Kyoto University
CTLA-4 PD-1/PD-L1
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HRRERIBIES DI 18BN S DaheE
(Sustaining proliferative signaling) (Evading growth suppressors)
SN B OO “.‘ SEIRDISEAE CRIEAL)
(Avoiding immune destruction) (Enabling replicative immortality)

=B - 5

(Activating invasion & metastasis)

MEHEDFES

(Inducing angiogenesis)

T LADREEEEER P IEE SE
(Genome instability & mutation) (Tumor-promoting inflammation)
#BIR T R)LF—DEREBER HERRSENDIEAE
(Deregulating cellular energetics) (Resisting cell death)

Hanahan D & Weinberg RA. Cell 144(5):646-674, 2011
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L e HMRERIBIES T T I IESEHIFIN 5 DE)E
* IHER2UASS (Sustaining proliferative signaling) (Evading growth suppressors)

FRBRDIBHEAE (RFE(L)

(Enabling replicative immortality)

RIEN DD O

(Avoiding immune destruction)

s

REF T v IINA > FREHE
* JAPD-1/PD-L13{A
« FCTLA4IA

MEFHEDFES

(Inducing angiogenesis)

e

MEFEBEH
T LADALZEMEER « JIVEGFi{&
(Genome instability & mutation) « FIVEGF-RIUEK
+F—PEEH HBRRBEN IR

. EGFR. ALK, ROS1, BRAF (Resisting cell death)
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Hanahan D & Weinberg RA. Cell 144(5).646-674, 2011
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HRiGHRIEIES T T 1BIEHNHI D S DEEE

(Sustaining proliferative signaling) (Evading growth suppressors)

G5 DEEE “. SEIRODIETERE (RFEAL)
(Avoiding immune destruction) (Enabling replicative immortality)

=

RIEF T v INA v SRAEHA x5
- }1PD-1/PD-L1HiiA MEHEDHEE
« FACTLA4HIAR

(Inducing angiogenesis)

T NDREEEEER P IEE SE
(Genome instability & mutation) (Tumor-promoting inflammation)
#BER T R)LF—DEREBER HERRSENDIETME
(Deregulating cellular energetics) (Resisting cell death)

Hanahan D & Weinberg RA. Cell 144(5).646-674, 2011
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antigen presenting cell (APC)
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