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La prévention vise a éviter I'apparition de maladies
avancees et genéetiquement complexes
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Nouvelles données

1. Augmentation lente mais continue de I'incidence des cancers du
sein dans le monde, incluant les femmes < 50 ans

A
1990 Incidence

| 35% Digestive systenycancers
15.21% Skin cancers
0 14.56% Reproductpfe system cancers

B 14.32% Breast cahcer

0 1064% Hematblogical system cancers

O 8.84% Respiralory system cancers

] 623% O malignant neoplasms

B 3.67% Urinary system cancers

B 3.07% Brain and central nervous system cancer
Bl 192% Thyroid cancer

0.14% Mesothelioma

Part du cancer du

sein dans l'incidence
et la mortalité globale
par cancer avant 50
ans 1990 >> 2019

Total = 1.82 million

1990 Death

T B 35.50% Digestive system cancers

i ] 15.47% Respiratory system cancers
13.21% Hematological system cancers
B 10.52% Breast cancer

B 10.16% Reproductive system cancers

I 6.81% Other malignant neoplasms

I 4.54% Brain and central nervous system cancer

Bl 3.67% Urinary system cancers

1 1.26% Skin cancers

Bl 0.46% Thyroid cancer

Bl 0.22% Mesothelioma

Zhao BMJ oncol 2023

Total = 0.83 million

B

2019 Incidence

B 18.83% Digestive system cancers
) 17.16% Skin cancers

B 16.50% Breastcancer

B 14.50% Reproductive system cancers
0 8.93% Hematological system cancers
[0 7.77% Respiratory system cancers
] 6.58% Other malignant neoplasms
B 3.67% Urinary system cancers

8 3.15% Brain and central nervous system cancer
Bl 2.79% Thyroid cancer

B 0.11% Mesothelioma

\

Total X 3.26 million

2019 Death

Bl 32.03% Digestive system cancers

[ 14.74% Resp y system s

B 12.84% Breast cancer

B 11.79% Hematological system cancers

B 11.13% Reproductive system cancers

I 7.87% Other malignant neoplasms

B8 5.21% Brain and central nervous system cancer
Bl 3.67% Urinary syslem cancers

771 1.28% Skin cancers
B (0.56% Thyroid cancer >
Bl 0.25% Mesothelioma 4

Total = 1.06 million



Nouvelles données

1. Augmentation lente mais continue de I'incidence des cancers du
sein dans le monde, incluant les femmes < 50 ans

2. Changements majeurs dans notre compréhension de la
carcinogenese
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Global burden of disease, Lancet 2022



La moitié des déces par cancers du sein pourraient

etre préevenus (evites)?

Males Females

Trachea, bronchus, and lung

Liver and intrahepatic bile ducts i /
Breast ,

Stomach

Colorectum

Oesophagus ;

Cancertype

\
Cervix uteri ;

Head and neck

Pancreas

Brain and CNS

Leukaemia

Ovary
—| 3 Preventable (ASR of YLLs)

Non-Hodgkin lymphoma [ Treatable (ASR of YLLs)

I | | | i | I | | 1
1250 1000 750 500 250 0 250 500 750 1000 1250

ASR of premature YLLs

Figure 1: ASR per 100 000 person-years of premature, preventable, and treatable YLLs from cancer (ages
30-69 years) by major cancer types in men and women, 2020

Frick et al Lancet Global Health 2023

1. Dépistage
2. Prévention en lien avec facteurs de
risque (promotion):
* Grossesses allaitements...
* Hormones exogenes
* Alimentation
 Alcool
e BMI
* Faible activité physique

Emergents (sur incidence)

* Aliments ultratransformés

* Boissons sucrées, Edulcorants

* Travail de nuit/expositions a la
lumiere nocturne

e PM2.5...
Jacobs BJN 2022, Debras PlosMed 2023,
Chazelas BMJ 2019, Wickert EJE 2023, ,
Cordina Duverger 2018, White JNCI 2023, 9 C

Fervers ESMO 2023



La carcinogeneése est maintenant reconnue comme un processus mixte
cellulaire autonome et non autonome: les alterations de I’ADN sont
nécessaires mais non suffisantes pour créer un cancer

G O NOTCH1-3 B TP53 O FGFR3 Mutations tres frequentes dans les tissus sains
FAT1 @ ABM10 [ Other 1




Une vision revisitée de I'oncogenese en 2023
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Weeden, Swanton, Impact of risk factors on early cancer evolution, Cell 2023



Nishimura Nature 2023: les cellules mammaires normales
mais mutées apparaissent tres tot dans la vie

a b c

Prediction of nb mutations
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Evolutionary histories of breast cancer and Nishimur a N atur e zo 2 3: Ir exp an Si on

related clones
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Nouvelles données

1. Augmentation lente mais continue de I'incidence des cancers du
sein dans le monde, incluant les femmes < 50 ans

2. Changements majeurs dans notre compréhension de la
carcinogenese

3. Des moyens de plus en plus efficaces pour identifier les risques
Individuels de cancer du sein




Identifier les femmes qui développeront un
cancer au cours des 5 prochaines années

/bréast cancer

Scores de risque: données hormonales + génétiques +
expositions + biomarqueurs
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— Le risque individuel de cancer

A un temps donné, le risque de cancer dans les années qui suivent est variable
selon les personnes

Génétique

0 i
i .
J \

.
Expositions endogéenes
/exogeénes
Hormones
Alimentation r
Surpoids
Activité physique

Alcool

Polluants

17




Modeles de prévention et dépistage personnalisés

i
L

Risk assessment
Risk stratification

L

Intermediate High Very
risk . risk . high risk

Low
risk

Pashayan et al Nature Rev Clin Oncol 2020

Risk-tailored intervention

Reduced-intensity
screening or no

screening

Intensified
screening

Prophylactic
treatment (medical
or surgical)

18



L’evaluation du risque individuel a un temps donné permet
de mettre en ceuvre des interventions adapteées

Genetics

m |Identification of a

Exposures high risk situation
Tobacco, aIcohoI, feW yea rs before
viruses, sun,
pollutants, nutrition, event
overweight, physical
activity,
hormones......

W Targeted intervention

Cancer event
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1. Interventions de prévention primaire sur les facteurs
d’exposition/mode de vie

* Beaucoup de données épidémiologiques, trés peu de données
d’intervention prospective

» Etudes avant tout sur des surrogates
Kudiarasu Cancer 2023

Fat mass
Experimental Control Mean Difference Mean Difference
Study or Subgrol Mean _ SD Total Mean _ SD Total Weight IV, Random, 95% CI 1V, Random, 95% CI
Ong atal 2018 46 15 10 1 14 @ 407% -560F6.90,-4.30) —
Pasanisietal 2018 -1.4 1146 110 -0.1 1435 103 323%  -1.30-4.80,2.20) —_— .
Schmitzetal 2015  -271 1608 77 06 1656 45 180% -3311934,277 Bﬂ'dv weig ht
Total (95% CI) 197 157 100.0%  -3.80 [-6.92, .0.68] i Experimental Control Mean Difference Mean Difference
Heterogenefty: Tau? = 4.65; ChP* = 5.40, df= 2 (P = 0.07); P= 63% e + ;) ; g Study or Subgroup  Mean SD Total Mean SD Total Weight IV, Random, 95% CI IV, Random, 95% CI
Testfor overall effect Z = 2.39(F = 0.02) Favours [experimental] Favours [control] Han et al. 2018 =33 39417 8 22 34847 T ME% -550F950-150 ———=——
Ongetal 2018 -7 3 10 03 1.5 9 313% -730[9.03 -557) —
Pasanisietal 2018 18 1534 10 -D4 1952 103 187% -1.50-6.24, 3.24] -_—
Lean mass Rezvanietal 2018 067 2008 23 003 217 23 53% 06411441277 * s
Schmitz et al, 2015 -352 2419 7 03 2356 45 B8% -3B2[1257,4.93 ¢
Experimental Control Mean Difference Mean Difference "
Studyor Subgrowp _ Mean  SD Total Mean  SD Total Weight N, Fxed, 95% C1 IV, Fhiad, DAY O3 Simon et al, 1997 063 19 67 -108 1819 76 14.3%  045}567,657)
Ong etal. 2018 224 13 10 04 08 9 669% -2003.00,-1.00) -
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1. Interventions sur les facteurs d’exposition/mode de vie

Une grande étude prospective: Women'’s Health Initiative (WHI) Dietary Modification (DM)
Intervention = regime hypocalorique low fat versus standard

Coprimary end points = incident

Invasive breast cancer and

colorectal cancer, to be analyzed

separately.

Risque de déceés par cancer du sein

HR, 0.79; 95% ClI, 0.64 to 0.97; P = .02

Chlebowski J Clin Oncol 2020
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2. Prévention endocrine: SERMs ou antiaromatases

Breast Cancer Incidence

Chlebowski et al, JOP 2021

Deaths From Breast Cancer

( RR (95% CI) )

K

ﬁ

Trial N Follow-up? Tamoxifen Placebo Tamoxifen Placeho
Royal 2,494 13.2 years 82 104 0.78 (0.58 to 1.04) 12 9 Not reported
Marsden®
Tamoxifen Placebo HR (95% CI) Tamoxifen Placeho OR (95% CI)
NSABP P-1 13,388 74 months 145 250 0.57 (0.46 t0 0.70) 12 11 Not reported
(mean)
Tamoxifen Placeho HR (95% CI) Tamoxifen Placeho OR (95% CI)
IBIS-1 7,154 16.0 years 251 350 0.71 (0.60 to 0.83) 31 26 1.19 (0.68 to 2.10)
(median)
Anastrozole Placebo HR (95% CI) Anastrozole Placeho
IBIS-II 3,864 131 months 85 165 0.51 (0.39 to 0.66) 2 3 Not reported
(median)
Exemestane Placebho HR (95% CI) Exemestane Placeho HR (95% CI)
MAP.3 4,560 35 months 11 32 0.35(0.18 t0 0.70) 1 0 Not reported
(median)
Low-fat Control HR (95% CI) Low-fat Control HR (95% ClI)
WHI DM 48 835° 19.6 years 1,299 (0.44%) 2,075 (0.46%)] 0.95 (0.89 to 1.02) J132 (0.037%) 251 (0.047%)} 0.79 (0.64 to 0.97)
(median)
CEE Placeho HR (95% CI) CEE Placeho HR (95% CI)
WHI CEE- 10,739 20.3 years 238 (0.30%) 296 (0.37%)] 0.78 (0.65t0093)] 30 (0.031%) 46 (0.046%) 0.60 (0.37 to 0.97)
alone (median) Y, k J




2. SERM en prévention: méta-analyse 2013 incluant les effets Il

Rapport bénéfice-risque tres discutable!

Endometrial All other Any death Breast Venous Cardio- All fractures Non-vertebral Vertebral Cataracts
Cancer cancer® CAMNCEr thrombolic wascular fractures fractures
death eventst eventst
Marsden 1Zws§ GG ws B0 Cdws 54 1Z2wvsQ
IBIS-I 19 vs11 110 ws 113 65 ws 55 10vs 12 65 vs 43 A0vs3B 229 vs 252 221 vs 244 8vs8 7ovs70
NSABP-P-1 36 vs 15 101 vs 103 SO ws 71 4vsb 55 vs 29 g0 vs 82 502 vs 539 480 vs 509 22 vs 30 578 vs513
ltalian 106 ws 91 36 vs 38 2vs2 11vs 10 14 vs 10
MORE/CORE Gus8 112 vs 132 81vs 84 47 vs 25 82vs78 353 vs 450 214 vs 225 139 ws 225 275vs 280
RUTH 21vs17 204 ws 203 548 vs 585 2vs0 106 vs 73 AB7 vs 481 E29ws 5ol A70 ws. 499 50 ws 92 70 ws §E1
STARS (raloxifene vs tamoxifen) 37 vs 65 354 ws 323 202 vs 236 4vs11 154 vs 202 233vs220 1272vs1364 1195 vs 1299 65 vs 77 603 vs739
PEARL (0-5 mg vs 0-25 mg vs 2vs2 25vs 20 92ws73 48 vs 37 47 vs 54 359 vs 422 203 ws 233 156 wvs189  320ws317
placebo) vs 3 vs22 vs b5 vs 18 vs7h vs GOB vs 246 vs 262 vs 330
GEMERATIOMS Qusd 7adws 75 103 vs 98 A3 vs 17 71 ws 64 426 vs 508 316 vs 327 110 ws 181 382 vs 400
All events 787vs799 1038 vs 1050 27 19 o 831vs829 239872848 1004ws2050  404w:798  2201ws 2154
HR or OR {95% Cl) HR 0-98 HR 0-98 HR 1-03 OR1-73 OR 0-99 OR0-85 OR 0-93 OR 0-66 OR 1-01
(0-89-1-08)  (0-90-106)  (0-55-1-92) | (147-2-05) ] (0-91-1.09) | (0-80-089)  (0-87-0-99) | (0-59-073) (0-95-1.06)

Cuzick et al Lancet 2013




2. Préevention endocrine: babyTAM?

Effet intéressant avec une excellente tolérance (mais: 70% intracanalaire et 30% de lésions atypiques)

A

50 -
All breast events
HR, 0.58; 95% Cl, 0.35to 0.95
40 - Log-rank P=.028
/ End of treatment
30 - .

Cumulative Breast
Cancer Incidence Rate (%)

Placebo

= Tamoxifen

Time (years)
No. at risk:
Placebo 247 (11) 233 (11) 218 (7) 202 (7) 170 (4)
Tamoxifen 253 (5) 241 (4) 232 (7) 218 (6) 179 (3)

92 (1) 12 (0)
102 (0) 10 (0)

0
0

50 —
Placebo
Contralateral breast events .
—— Tamoxifen
HR, 0.36; 95% CI, 0.14 to 0.92
40 —
End of treatment
30 - /

Cum. Contralateral
Breast Cancer Incidence Rate (%)

Time (years)

No. at risk:
Placebo 247 (5) 239 (2) 230 (3) 218 (5) 185 (1) 102 (0) 12 (0) O
Tamoxifen 253 (0) 246 (1) 240 (3) 229 (2) 192 (0) 109 (0) 12 (0) 0

Lazzeroni et al J Clin Oncol 2023




Modeélisation

Quelle stratéegie pour
diminuer au mieux le
risque de cancer du
sein selon le niveau
de risque et I'age?

Ergun Health Care manag Sci 2022

Optimal breast cancer risk reduction policies tailored to personal risk level

375

Probability of Optimality

Probability of Optimality
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Recommandations internationales (hors hauts risques

géneéetiques): NCCN 2024

RISK ASSESSMENT

Individuals with atypical |
hyperplasia or history of LCIS

comprenensive NCCN Guidelines Version 1.2024

(o{elvll Cancer

Breast Cancer Risk Reduction

RISK MANAGEMENT

and
Life expectancy 210 yFk

ﬂ’rior thoracic RT <30 y of agew\
and
Life expectancy 210 yfk

* Risk-reducing agent is strongly
recommended’ (BRISK-6 and BRISK-B)
* Counsel individuals on healthy lifestyles!'

(BRISK-A)

Individual desires risk-
reducing therapy

Breast cancer risk elevated
based on validated risk
estimation9 models (BRISK-C)

and
\Life expectancy 210 yfk )

If individuals have any of the above
assessed risks but life expectancy <10 yk

(BRISK-5)
Counsel
individuals on
healthy lifestyles
and rlski’jreductlon Individual does not desire
options risk-reducing therapy

(BRISK-A) (BRISK-7)

Counsel individuals regarding

» | healthy lifestyles' See BRISK-A and

NCCN Guidelines for Breast Cancer
Screening and Diagnosis

(@)



Recommandations internationales (hors hauts risques

géneéetiques): NCCN 2024

RISK-REDUCING BASELINE
THERAPY DESIRED ASSESSMENT
ﬁndividual desires \ Breast screening

risk-reducing therapy

» Baseline gynecologic
assessment (for individuals
with intact uterus) e

» Baseline bone density Di i< if not
evaluation" (for post- shagnosis I no

menopausal individuals only) done in previous

\ year

as per NCCN_

Guidelines for
Breast Cancer
Screening and

Normal

Abnormal

[o{®)'fl Cancer

o ensive NCCN Guidelines Version 1.2024

Network®

Breast Cancer Risk Reduction

RISK-REDUCING INTERVENTION

If considering )
risk-reducing agent"S!

—— > BRISK-6

iscuss option of risk-
reducing mastectomy"
for only those
individuals meeting
criteria

) NCCN Guidelines for

—  »|Genetic/Familial High-Risk
Assessment: Breast, Ovarian
and Pancreatic

NCCN Guidelines for Breast

» Cancer Screening and Diagnosis
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Recommandations internationales (hors hauts risques
génétiques): NCCN 2024 82‘,L°p’}2'henswe NCCN Guidelines Version 1.2024

[o{®)'fl Cancer . A
Network® Breast Cancer Risk Reduction

CANDIDATE FOR RISK-REDUCING AGENT
Clinical trial¥
Premenopausal* —— |or )
RISK-REDUCING BASELINE RISK-REDUCING IN Tamoxifen* (category 1)*
THERAPY DESIRED ASSESSMENT
Clinical trial¥
or )
If considering Tamoxifen* (category 1)*
- . j,s,1 or :
risk-reducing agent”S Raloxifenel (category 1)2
Postmenopausal' — |,
Aromatase inhibitors/ (category 1)%
Normal
lr_‘d'Vidual _deSires Breast screening I'D;:lclzlsns on':talgtne:tfol::k;l NCCN Guidelines for
risk-reducing therapy as per NCCN 9 Y |, |Genetic/Familial High-Risk
« Baseline gynecologic N Tt for only those A B Ovari
A . Guidelines for individuals meeting ssessment: Breast varian
assessment (for individuals .~ and Pancreatic

with intact uterus)" —» |Breast Gancer criteria

» Baseline bone density ggezz'sr:g i:;nndot
evaluation" (for post- 12JROIES

menopausal individuals only) done in previous o
year NCCN Guidelines for Breast

Abnormal » Cancer Screening and Diagnosis
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Recommandations internationales (hors hauts risques

géneéetiques: ASCO

Visvanathan J Clin Oncol 2019

Agent

Use of Endocrine Therapy for Breast Cancer

Risk Reduction: ASCO Clinical Practice

Guideline Update

Kala Visvanathan, MHS, MD'; Carol J. Fabian, MD?; Elissa Bantug, MHS®; Abenaa M. Brewster, MHS, MD* Nancy E. Davidson, MD%;
Andrea DeCensi, MD®; Justin D. Floyd, DO”; Judy E. Garber, MPH, MD®; Erin W. Hofstatter, MD®; Seema A. Khan, MD'%
Maria C. Katapodi, PhD'!; Sandhya Pruthi, MD'%; Rachal Raab, MD'?; Carolyn D. Runowicz, MD; and Mark R. Somerfield, PhD'®

Recommendations

Strength of Recommendation and Strength of Evidence

Tamoxifen

Strong, evidence-based recommendation. Strength of

1.1. Should be discussed as an option to reduce the risk of invasive
BC, specifically ER-positive BC, in premenopausal women who
are = 35 years of age with a 5-year projected absolute BC risk
= 1.66% or with LCIS. Risk reduction benefit continues for at
least 10 years.

evidence: strong, based on five RCTs with a low risk
of bias.

1.2. Is not recommended for use in women with a history of deep vein
thrombosis, pulmonary embolus, stroke, transient ischemic attack,
or during prolonged immaobilization.

1.3. Is not recommended for women who are pregnant, women who
may become pregnant, or nursing mothers.

1.4. Is not recommended in combination with hormone therapy.

1.5. Follow-up should include a timely workup of abnormal vaginal
bleeding.

1.6. Discussions with patients and health care providers should
include both the risks and benefits of tamoxifen in the preventive
setting.
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1.7. Dosage: 20 mg/day orally for 5 years.




Recommandations internationales (hors hauts risques

génetiques: ASCO

Visvanathan J Clin Oncol 2019

Raloxifene

Use of Endocrine Therapy for Breast Cancer

Risk Reduction: ASCO Clinical Practice

Guideline Update

Kala Visvanathan, MHS, MD'; Carol J. Fabian, MD?; Elissa Bantug, MHS®; Abenaa M. Brewster, MHS, MD* Nancy E. Davidson, MD%;

Andrea DeCensi, MD®; Justin D. Floyd, DO; Judy E. Garber, MPH, MD®; Erin W. Hofstatter, MD®; Seema A. Khan, MD'%
Maria C. Katapodi, PhD'!; Sandhya Pruthi, MD'?; Rachal Raab, MD'?; Carolyn D. Runowicz, MD; and Mark R. Somerfield, PhD'®

Strong, evidence-based recommendation. Strength of

2.1. Should be discussed as an option to reduce the risk of invasive
BC, specifically ER-positive BC, in postmenopausal women who are
= 35 years of age with a 5-year projected absolute BC risk = 1.66%
or with LCIS.

evidence: strong, based on four RCTs with a low risk
of bias.

2.2. May be used longer than 5 years in women with osteoporosis, in
whom BC risk reduction is a secondary benefit.

2.3. Should not be used for BC risk reduction in premenopausal
women.

2.4. Is not recommended for use in women with a history of deep vein
thrombosis, pulmonary embolus, stroke, or transient ischemic
attack, or during prolonged immobilization.

2.5. Discussions with patients and health care providers should
include both the risks and benefits of raloxifene in the preventive
setting.

2.6. Dosage: 60 mg/day orally for 5 years.
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Recommandations internationales (hors hauts risques

géneéetiques: ASCO

Visvanathan J Clin Oncol 2019

Exemestane

Moderate, evidence-based recommendation. Strength

of evidence: moderate, based on one RCT with a low

3.1. Should be discussed as an alternative to tamoxifen and/or . L
risk of bias.

raloxifene to reduce the risk of invasive BC, specifically ER-positive
BC, in postmenopausal women = 35 years of age with a 5-year
projected absolute BC risk = 1.66% or with LCIS or atypical
hyperplasia.

3.2. Should not be used for BC risk reduction in premenopausal
women.

3.3. Discussions with patients and health care providers should
include both the risks and benefits of exemestane in the preventive
setting

3.4. Dosage: 25 mg/day orally for 5 years.

Anastrozole

Evidence based, benefits outweigh harms; Evidence

quality: high; Strength of recommendation: strong,

4.1. Anastrozole (1 d Ily for 5 hould be di d
nastrozole (1 mg/day orally for 5 years) shou iscussed as based on one RCT with low risk of bias.

an alternative to tamoxifen, raloxifene, or exemestane to reduce the
risk of invasive BC in postmenopausal women at increased risk of
developing BC.

4.2. Women most likely to benefit from endocrine therapy are those
with one of more of the following: a diagnosis of atypical (ductal or
lobular) hyperplasia or LCIS, an estimated 5-year risk (NCI BCRAT)
of at least 3%, a 10-year risk (IBIS/Tyrer-Cuzick Risk Calculator) of
at least 5%, or a relative risk of at least four times the population risk
for their age group if their age is 40 to 44 years or two times the
population risk for their age group if their age is 45 to 69 years.

4 3. Clinicians should not prescribe anastrozole, exemestane, or
raloxifene for BC risk reduction in premenopausal women.

4 4. Discussions between patients and health care providers should
include both the benefits and risks of anastrozole along with the
other approved drugs for risk reduction based on menopausal
status.

4.5. Prior to initiating an aromatase inhibitor, clinicians should



NICE (UK) : tamoxifene pour les femmes a risque augmenteé

N I c E National Institute for
Health and Care Excellence

Patient decision aid

Taking tamoxifen to reduce the chance of developing
breast cancer

Decision aid for premenopausal women at moderately increased

risk

NICE 2013 puis 2017 — update 2021

Table 1 How do the options compare?

No medicine

Tamoxifen

. What does this

option involve?

Taking no medicine. Depending on
things such as your age and your
estimated risk of cancer you may be
offered regular scans to check for
breast cancer.

Taking one tablet every day for

5 years. Depending on things such as
your age and your estimated risk of
cancer you may be offered regular
scans to check for breast cancer.

. What difference

will it make to my
chance of
developing breast
cancer?

See pages 6-8 for
more information

and diagrams to
help explain this.

On average, if 1000 women at
moderately increased risk of
developing breast cancer do not to
take tamoxifen, over 10 years:

¢ about 50 women will develop
breast cancer
e about 950 women will not.

Your healthcare professional will

explain if your personal risk is more or
less than this.

On average, if 1000 women at
moderately increased risk of
developing breast cancer take
tamoxifen, over 10 years:

+ about 35 women (15 fewer) will
develop breast cancer

e about 965 women will not.

You will continue to benefit from
having taken tamoxifen for at least
11 years after you stop taking
tamoxifen. It is expected that the
benefits will continue after this, but
this has not yet been shown.
Tamoxifen has not been shown to

reduce your risk of dying from
breast cancer.




NICE (UK) : tamoxifene pour les femmes a risque augmenteé

What difference
will it make to my
chance of getting
a blood clot such
as deep vein
thrombosis (DVT)
or a blood clot in
the lungs
(pulmonary
embolism)?

See pages 9-11 for
more information
and diagrams to
help explain this.

If 1000 women at average risk of
getting a blood clot do not take
tamoxifen, over 5 years

e about 10 women will get a blood
clot

e about 990 will not.

Your healthcare professional will
explain if your personal risk is more or
less than this.

normal after How you feel about the options

NICE 2013 puis 2017 — update 2021

Tamoxifen increases your risk of
getting a blood clot while you are
taking it, but your risk returns to

1000 women
getting a bloc
5 years:

about 20\
a blood cl

about 980
blood clot

R S D - L 3

Issue

How
important is
this to me?

Very
important

Important

Not
important

Not at all
important

Taking a tablet every day for

5 years

The difference it makes to my
chance of developing breast

cancer

Knowing that it has not been
shown to change my chance of

dying from breast cancer

The difference it makes to my

chance of getting a blood clot

The possibility of other side

effects

Issues if | want to try for a baby

You can use the table to help you make a note about how important the issues are to you.




France

* Aucune recommandation spécifique
* Les SERMs et anti aromatases ne sont pas recommandés
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Conclusions

* Besoin de plus de prévention des cancers du sein!

* La prévention personnalisée est une d'avenir voie majeure (mais ne
doit pas remplacer une prévention populationnelle globale!)

e Les recommandations internationales sont extremement
disparates

* Mieux translater les données épidémiologiques vers la clinique et
tester/mettre en place des interventions visant les facteurs
modifiables est urgent

* Besoin de recommandations Francaises/Européennes
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Preuve de concept d’un dépistage personnalisé: MyPeBS

40-70 years-old women

53,143 women, 5 countries Invitation from organized
2.5 years inclusion screening centres or volunteering
4 year-follow-up

Dedicated visit Women with prior breast cancer or already

Exclusion criteria:
identified very high risk

ELIGIBILITY

Randomisation Arm 2 - Risk-stratified

|
Risk evaluation (including salivary test)

Arm 1 - Standard

Risk-based screening according to 5-year risk

Standard screening according to ongoing
recommendations

Very high risk
=> Annual

Low risk

Average risk High risk
=> Next

=>2-yearly => yearly

mammogram at 4 mammogram and
mammogram mammogram
years MRI

Primary endpoint: Incidence of stage 2 or higher breast cancer in each group at 4 years

, .. AT 10 AND 15 YEARS :
Résultats de I’analyse prmupale = 2027!!l  OnG TERM FOLLOW-UP INCLUDING BREAST CANCER MORTALITY



Interception: un parcours pilote mixte ville-hopital physique-digital de
prévention personnalisée chez les personnes a risque élevé de cancer,

déployé de facon nationale

Dépistage positif \

Suspicion de cancer

Identification des risques VInformation, sensibilisation

Journée

" :
-4 Identification Interception . .
des personnes a s Suivi coordonné

risque

MIDECIN

T | W

Interface digitale . . .
! damont Interface digitale Interception

INTER EPTION

GUSTAVE ROUSSY Le progra e d e pré

/ personnalisée des cancers
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