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Assoclation cancer ovarien et
endomeétriose (1)

« Dr J.A. Sampson, 1925:

— Assoclation intime
endomeétriose et cancer
dans le méme ovaire

— Pas d’autre localisation
cancereuse primitive

— Histologie compatible

voL. » JANUARY, 1925 - IN TWO PARTS~PART | Ne. 1

ARCHIVES OF SURGERY

ENDOMETRIAL CARCINOMA OF THE OVARY,
ARISING IN ENDOMETRIAL TISSUE
IN THAT ORGAN*
JOHN A. SAMPSON, M.D

ALRANY, N. ¥

Many interesting and important problems have presented themselves

to clinicians and pathologists, who have appreciated the frequency of
ectopic endometrium-like tissue in the pelvis and have had an oppor-
tunity to observe the various lesions in the ovaries and other pelvic
structures resulting from this tissue. One of the most interesting

problems is the source of these implantation-like lesions occurring on the

surface of the various pelvic structures. Are they true i

plantations
derived primarily from uterine or tubal epithelium escaping through the
tubes into the peritoneal cavity, as the study of many of these lesions
in human beings indicates' and as Jacobson?® in the autotrans-
plantation of endometrial tissue in rabbits, has experimentally proved
possible, or are they derived from scattered localized metaplasias of the
serosal mesothelium or from developmental inclusions of portions of
the Wolffian body or Millerian duct? This problem has not yet been
definitely solved to the satisfaction of all who are interested in the
subject.  An exhaustive presentation of the serosal origin of these
lesions has recently been published by Lauche? Irrespective of their

* From the Gynecological and Pathological Departments of the Albany Hos-
pital and the Albany Medical College. Presented in part at the Forty-Ninth
Annual Meeting of the American Gynecological Society, May 17, 1924

1. Sampson, J. A.: Intestinal Adenomas of Endometrial Type, Arch. Surg
§:217-280 (Sept.) 1922; The Life History of Ovarian Hematomas (Hemor-
rhagic Cysts) of Endometrial (Mallerian) Type, Am. J. Obst. & Gynec. 4:451-
512 (Nov.) 1922; Benign and Malignant Endometrial Implants in the Peritonecal
Cavity and Their Relation to Certain Ovarian Tumors, Surg., Gynec. & Obst
38:287.311 (March) 1924

2. Jacobson, V. C.: The Autotransplantation of Endometrial Tissue in the
Rabbit, Arch. Surg. §:281-300 (Sept.) 1922; Further Studies in Autotrans-
plantation of Endometrial Tissue in the Rabbit, Am. J. Obst, & Gynec. 6:257-262
(Sept.) 1923,

3. Lauche, Arnold Die Extrogenitalen heterotopen Epithelwucherungen
von Bau der Uterusschleimhaut (Fibroadenomatosis Seroepithelialis), Virchow's
Archiv. {. Pathologische Anatomie und Physiologie 243:298-372 (April) 1923,
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Association between endometriosis and risk of histological
subtypes of ovarian cancer: a pooled analysis of
case-control studies
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Background Endomesriosts 1s 2 sk facor for epithelial ovarlan @ncer; however, whether this risk exends w0 all
invastve hiswlogical subeypes or borderine mumours is not dear. We undenook an tnternational collaboratve sudy w
assess th clation bemween end riosts and hiswological subiypes of ovartan cancer.

Methods Data from 13 ovarian cancer case-comrel susdies, which were pare of the Ovartan Cancer Assoclation
Comsorium, were pooled and logistic regression analyses were underaken 1o assess the assodation beween salF
reported endometriosis and risk of ovarian cancer. Analyses of invasive cases were done with respec o hissological
subtypes, grade, and sige. and analyses of borderline mmours by hiswlogical subwpe. Age. ethnic origin, study ske.
pariy, and duraston of oral comracepeive use were inchuded in all analyical models.

Findings 13226 controls and 7911 women with tnvasive ovarian cancer were included in this analysis. 818 and 738,
respectively, reported a history of endomesriosis. 1907 women with borderline ovarian cancer were also tnduded in
the analysis, and 168 of these reported a history of endometriosts. Self reporved endomeriosts was assoclaed with 2
signifiamtly increased risk of clear-cell {136 [20- 23] of 674 cases vs 818 [6-2%] of 13226 controls, odds raso 3.05,
958 CI 2-43-3 54, p<0-0001), low-grade serous (31[9 - 25] of 336 cases, 2-11, 1-39-3 - 20, p<0-0001), and endometriotd
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invastve ovartan cancers (169 [13-95¢] of 1220 cases, 2-04, 1-67-2-48, p<0-0001). No assoctarton was nowed beween
endomeriosis and risk of mudnous (31 [6-0%] of 516 cases, 1-02, 0-6%1-50, p={0-93) or high-grade serous imvasive
ovarian ancer (261 [7-136] of 3659 cases, 1-13, 0-97-1-32, p~0-13), or borderline mmours of etther subrype [serous
103 [9-0%] of 1140 cases, 1. 20, 0-95-1-52, p=0-12, and mucinous 55 [8-5%] of 767 cases, 1-12, 0-84-1. 45, pmi. 45).
interpretation Chmiclans should be aware of the d risk of specific subtypes of ovartan cancer in women with
endomerriosts. Fuure effons should focus on undersuanding the mechantsms thar might lead v malignam
ransformation of endometriosts so as o help idenutf subsets ofwomen at increased risk of ovarian caneer:
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Crude Stratified only Stratified and adjusted
OR (95% CI) pvalue OR (95% CI)* pvaluve OR (95% CI)T p value
Invasive 149 (134-1-65) <00001 1.53(1-37-170) <=0-0001 1-46(1-31-1.63) <0-0001
Clear-cell 373(3-04-458) <0-0001 344(278-427) <=00001 305(243-384) <0-0001
Endometrioid 232 (1.94-278) <0-0001 2.20(1-82-2-66) <0.0001 2-04(1-67-2-48) <0-0001
Mucinous  1.09 (076-1.58) 0-63 1:04(0-71-1.51) 0-86 102 (0-69-1.50)  0-93
High-grade  1.11(0-96-1-29) 0-16 116 (1-00-135) 0056  113(0-97-132) 013
Serous
Low-grade 202 (1-38-2.97) <0-0001 222(1-48-331) <0-0001 211(138-320) <0-0001
Serous
Borderline 126(1-05-150) 0012  119(099-143) 0062 112(093-135) 024
Mucinous 127 (0-97-1.67) 0078 119(090-157) 023 112 (0-84-1-48)  0-45
Serous 1.31(1.05-1-63) 0015 128(1:02-161) 0034 120(095152) 012

OR=-odds ratio. * Stratified by age (S year categories), ethnic origin (non-Hispanic white, Hispanic white, black, Asian,
and other). 15tratified by age (5 year categories), ethnic origin (non-Hispanic white, Hispanic white, black, Asian, and
other), and adjusted for duration of oral contraceptive use (never, <2 years, 2-4-99 years, 5-9-99 years, z10years), and
parity (0, 1, 2, 3, =4 children).

Table 3: Association between history of endometriosis and the histological subtypes of ovarian cancer
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Published in final edited form as:
N Engl 7 Med. 2010 October 14; 363(16): 1532-1543. doi:10.1056/NETMoal008433.

ARID1A Mutations in Endometriosis-Associated Ovarian
Carcinomas

Kimberly C. Wiegand, B.Sc., Schrab P. Shah, Ph.D., Osama M. Al-Agha, M.D., Yongjun
Zhao, D.V.M., Kane Tge, B.Sc., Thomas Zeng, M.5c., Janine Senz, B.5c., Melissa K.
McConechy, B.Sc., Michael 5. Anglesio, Ph.D., Steve E. Kalloger, B.5c., Winnie Yang,
B.Sc., Alireza Heravi-Moussavi, Ph.D., Ryan Giuliany, B.Sc., Christine Chow, B.M.L.5c.,
John Fee, B.Sc., Abdalnasser Zayed, B.5Sc., Leah Prentice, Ph.D., Nataliya Melnyk, B.Sc.,
Guliza Turashvili, M.D., Ph.D., Allen D. Delaney, Ph.D., Jason Madore, M.5c., Stephen Yip,
M.D., Ph.D., Andrew W. McPherson, B.A.Sc., Gavin Ha, B.Sc., Lynda Bell, R.T., Sian
Fereday, B.5c., Angela Tam, B.5c., Laura Galletta, B.5c., Patricia N. Tonin, Ph.D., Diane
Provencher, M.D., Dianne Miller, M.D., Steven J.M. Jones, Ph.D., Richard A. Moore, Ph.D.,
Gregg B. Morin, Ph.D., Arusha Oloumi, Ph.D., Niki Boyd, Ph.D., Samuel A. Aparicio, B.M.,
B.Ch., Ph.D., le-Ming Shih, M.D., Ph.D., Anne-Marie Mes-Masson, Ph.D., David D. Bowtell,
Gens Ph.D., Martin Hirst, Ph.D., Blake Gilks, M.D., Marco A. Marra, Ph.D., and David G.
Huntzman, M.D.
British Columbia (BC) Cancer Agency (K.CW., S PS5 OMA JS MKEKM, MSA, SEK,
WY AH-M RG, AZ LP NM,SY K AWM,GH,LB, DM, NB., D.GH.), the Michael
Smith Genome Sciences Centre (Y 2., KT, TZ. ADD AT, SJMJ RAM, GBM, 6 MH,
M.A_M.), the BC Cancer Research Centre (J.F., G.T., A0, 5.4 A, the Genetic Pathology
Evaluation Centre (C.C_, B.G_, D.G.H.), and the University of British Columbia (K.C.W_, D.M.,
GBM.,SAA BG,MAM, D.GH.)—allin Vancouver, Canada; and Simon Fraser University,
Burnaby, BC (G.B.M., M.AM.) — all in Canada; Cenire de Recherche du Centre Hospitalier de
I'Université de Montréal-Institut du Cancer de Montréal Hopital Notre-Dame (J.M_, D_P_, A -M.M .-
M.}, McGill University and the Research Institute of the McGill University Health Centre (P.N.T.),
and Université de Montréal (D_P., A.-M.M_.-M.) — all in Montreal; Peter MacCallum Cancer Centre
(5.F., L.G., D.D.B.) and the University of Melboumne (D.0.B.) — both in Melbourne, VIC,
Australia; and Johns Hopking University School of Medicine, Baltimore (1.-M.5.)
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Implications et prévention
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Figure 2: Relative risk” of ovarian cancer by duration of use of ol contraceptives
*Stratified by study, age. parity, and hystenechoemy.

Implications et prévention

Ovarian cancer and oral contraceptives: collaborative
reanalysis of data from 45 epidemiological studies
including 23 257 women with ovarian cancer and

87 303 controls

Collaborative Group on Epidemial ogical Studies of Ovanan Concer®

Summary

Background Oral contraceptives were introduced almost 50 years ago, and over 100 million women currently use
them. Oral contraceptives can reduce the risk of ovarian cancer, but the eventual public-health effects of this reduction
will depend on how long the protection lasts after use ceases. We aimed 1o assess these effects.

Methods Individual data for 23257 women with ovarian cancer (cases) and 87 303 without ovarian cancer {controls)
from 45 epidemiological smdies in 21 countries were checked and analysed centrally. The relative risk of ovarian
cancer in relation to oral contraceptive use was estimated, stratifving by study, age. parity, and hysterectomy.

Findings Overall 7308 (3136) cases and 32717 (37%) controls had ever used oral contraceptives, for average durations
among users of 4-4 and 5 - 0 years, respectively. The median year of cancer diagnosis was 1993, when cases were aged
an average of 56 years. The longer that women had used oral contraceptives, the greater the reduction in ovarian
cancer risk (p<0-0001). This reduction in risk persisted for more than 30 years after oral contraceptive use had ceased
but became somewhat arenuated over time—the proportional risk reductions per 5 years of use were 29%
(95% CI 23-34%) for use that had ceased less than 10 years previously, 19% [14-24%) for use that had ceased
10-19 years previously, and 15% [9-21%) for use that had ceased 20-29 years previously. Use during the 1960s, 1970s,
and 1980s was associated with similar proportional risk reductions, although typical oestrogen doses in the 1960s
were more than double those in the 1980s. The ncidence of mudnous tumours (12% of the total) seemed Little
affected by oral contraceptives. but otherwise the proportional risk reduction did not vary much between different
histological wpes. In high-income countries, 10 years use of oral contraceptives was estimated 1o reduce ovarian
cancer incidence before age 75 from 1-2 to 0-8 per 100 users and mortality from 0-7 to 0-5 per 100; for every
5000 woman-years of use. about wo ovanan ancers and one death from the disease before age 75 are prevented.

Interpretation Use of oral contraceptives confers long-term protection against ovarian cancer. These findings suggest
that oral contraceptives have already prevented some 200000 ovarian cancers and 100 000 deaths from the disease,
and that over the next few decades the mumber of cancers prevented will rise to at least 30000 per year.

Lancey 2008; 371 203-14
Sex Editoatal page 75
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Ovarian cancer and oral contraceptives: collaborative
reanalysis of data from 45 epidemiological studies
including 23 257 women with ovarian cancer and

87 303 controls

Collaborative Group on Epidemial ogical Studies of Ovanan Concer®

Summary

Background Oral contraceptives were introduced almost 50 years ago, and over 100 million women currently use
them. Oral contraceptives can reduce the risk of ovarian cancer, but the eventual public-health effects of this reduction
will depend on how long the protection lasts after use ceases. We aimed 1o assess these effects.

Methods Individual data for 23257 women with ovarian cancer (cases) and 87 303 without ovarian cancer {controls)
from 45 epidemiological smdies in 21 countries were checked and analysed centrally. The relative risk of ovarian
cancer in relation to oral contraceptive use was estimated, stratifving by study, age. parity, and hysterectomy.

Findings Overall 7308 (3136) cases and 32717 (37%) controls had ever used oral contraceptives, for average durations
among users of 4-4 and 5 - 0 years, respectively. The median year of cancer diagnosis was 1993, when cases were aged
an average of 56 years. The longer that women had used oral contraceptives, the greater the reduction in ovarian
cancer risk (p<0-0001). This reduction in risk persisted for more than 30 years after oral contraceptive use had ceased
but became somewhat arenuated over time—the proportional risk reductions per 5 years of use were 29%
(95% CI 23-34%) for use that had ceased less than 10 years previously, 19% [14-24%) for use that had ceased
10-19 years previously, and 15% [9-21%) for use that had ceased 20-29 years previously. Use during the 1960s, 1970s,
and 1980s was associated with similar proportional risk reductions, although typical oestrogen doses in the 1960s
were more than double those in the 1980s. The ncidence of mudnous tumours (12% of the total) seemed Little
affected by oral contraceptives. but otherwise the proportional risk reduction did not vary much between different
histological wpes. In high-income countries, 10 years use of oral contraceptives was estimated 1o reduce ovarian
cancer incidence before age 75 from 1-2 to 0-8 per 100 users and mortality from 0-7 to 0-5 per 100; for every
5000 woman-years of use. about wo ovanan ancers and one death from the disease before age 75 are prevented.

Interpretation Use of oral contraceptives confers long-term protection against ovarian cancer. These findings suggest
that oral contraceptives have already prevented some 200000 ovarian cancers and 100 000 deaths from the disease,
and that over the next few decades the mumber of cancers prevented will rise to at least 30000 per year.
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Tumeurs epithéliales de 1’ovaire

e Fréquence des types
histologiques
— Séreux: 50-70%
e Bas grade: 25%
e Haut grade: 75%

— Mucineux: 5%
— Endométrioide: 10%
— C Claires: 10%




| es cancers de I’ovaire:
une maladie hétérogene !!!

Séreux de bas | Cellules claires Endométrioide | Mucineux Séreux de
grade haut grade
Signatures BRAF ARID1A ARID1A KRAS TP53
moléculaires KRAS HNF 1B PTEN HERZ2 BRCA
HERZ2 PI3KCA B-catenine
PTEN KRAS
Instabilité faible faible faible Faible forte
génomique
Fréquence 5% 10% 10% 3% 70%
Précurseurs Borderline Endometriose Endométriose | Séquence: -Trompe
séreux Adénofibrome Adénofibrome | Adenome/ de Fallope
Borderline (STIC)
-Ovaire
(dysplasia)
Pronostic Favorable Intermédiaire Favorable Favorable Mauvais
Réponse Intermédiaire | Chimiorésistance | Bonne Chimiorésistance | Bonne
initiale a la (20-30%) (15%) (15-20%) (80%)
chimiothérapie
a base de sels
de platine
Cibles Inhibiteurs Inhibiteurs de Inhibiteurs de | Inhibiteurs de Inhibiteurs
thérapeutiques | de BRAF PI3K mTOR MEK de PARP
potentielles Inhibiteurs Inhibiteurs
de MEK du cycle

cellulaire
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Fallopian tube as conduit

Tubal ligation
(or salpingectomy)

Potential to develop blocks passageway
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DECLARATION DE LA GOC

CONCERNANT LA SALPINGECTOMIE ET LA PREVENTION DU CANCER DE L'OVAIRE

Recommandations de la GOC :

+ En raison de son utilisation possible en tant que méthode de prévention du
cancer, on recommande aux médecins de discuter des risques et des avantages
de la salpingectomie bilatérale avec les patientes devant subir une hystérectomie
ou faisant la demande d'une méthode contraceptive permanente et irréversible.

+ Etant donné que I'ensemble des avantages et des risques de ce changement de
pratique n‘a pas encore été déterminé, la GOC s'est donné comme priorité la
mise en place d'une étude nationale sur la prévention du cancer de I'ovaire,
mettant I'accent sur I"ablation des trompes de Fallope.
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Ovarian Carcinogenesis
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Ligature tubaire (1)

Site Controls Cases OR (95% CI)
N ) N np, (%) .

GER 521 50(9.6) 224 12 (5.4) : 0.52 (0.26, 1.04)

NJO 435 86(19.8) 223 30(13.5) _‘—;_' 063 (0.37, 1.08) Fallopian tube as conduit

MAL 1546 156(10.1) 542 36 (6.6) +— 0.76 (052, 1.14)

SON 561 136(24.2) 365 57 (15.6) —o:— 0.70 (0.48, 1.04) e : ,l,l/

CON 548 147 (26.8) 372 64 (17.2) ——  073(050,1.07) ' /,1" ----- \\‘

STA 562  109(19.4) 493 71 (14.4) —i—o—— 0.81 (0.56, 1.16) v (or-,;ua,;;; ’:?:gg,’," - \ ) N

HAW 1086 289 (26.6) 625 92 (14.7) _‘_E' 0.57 (0.43,0.76) P"‘e"E"é;(‘;’cféve"’p blocks passageway

DOV 1311  203(223) 491 82 (16.7) —l 084063, 1.11) Ovary Retrograde menstruation
H (Inflammation, endometriosis)

NEC 1242 228 (184) 822 115(14.0) e 0.89(0.68,1.17) Ui o

USC 1832 286 (15.6) 1300 137 (10.5) —m 0.70 (0.55, 0.88) Initants (.g. talc)

NO 1041 378(36.3) 704 174 (24.7) —o—;— 0.63 (0.49, 0.79)

HOP 1751 612(350) 594 136 (22.9) —o—é— 0.61 (0.48, 0.77)

AUS 1468 398 (27.1) 1187 273 (23.0) i—o—- 0.87 (0.71, 1.05)

Overall 13804 3168 (22.8) 7942 1279 (16.1) <> 0.71 (0.66, 0.77)
Y

T T T T T T°71 TT
03 04 05060708091 12

Table 3 Subtype-specific risk of invasive and borderline ovarian tumours associated with tubal ligation

Cases Prior tubal ligation OR?* (95% CI)
Tumour behaviour, histology N N (%)
Invasive
Serous 4777 893 (18.7) 0.81 (0.74-0.89)
High-gradcb 3791 729 (19.2) 0.80 (0.73-0.89)
L()\pﬂv-gradeb 361 58 (16.1) 0.89 (0.65-1.22)
0 oS ‘5?4 77 Hui (068 (0
Endometrioid 1273 138 (10.8) 0.48 (0.40-0.59)
Clear cell 737 81 (11.0) 0.52 (0.40-0.67)
Borderline®
Serous 1309 233 (17.8) 0.98 (0.83-1.16)
Mucinous 906 161 (17.8) 1.01 (0.83-1.23)

Serous/mucinous 2215 394 (17.8) 0.98 (0.86-1.12)




Ligature tubaire (2)
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Tubal ligation and the risk of ovarian
cancer: review and meta-analysis
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Table VI Risk of OC after TL: final outcomes of performed meta-analyzes.

Fallopian tube as conduit

v
Potential to develop
EC/CCC

Ovary

Comparison of
subgroups (P-value)

Analysisioutcome Outcome of meta-analysis RR: relative risk

Main analysis
OC after TL/all studies/ 069 (0.64-0.75) =<0.001 0039 -
OC after TL/strict selection/ 066 (0.60-0.73) =<0.001 0317 0.125°
OC after TL/extended selection/ 074 (0.66-0.84) <0.001 0023
Subgroups
Years since TL
0-4 069 (0.51-093) 0015 0524 0.5%0
5-9 082 (0.65-1.05) 0.113 0074
10-14 065 (0.44-097) 0034 0815
15-1% 088 (0.58-1.35) 0573 0245
Tumar type
Ivvasive 068 (0.61 -0.75) =20.001 0460 0.096
Borderiine 086 (0.67-1.10) 0227 04679
0.73 (0.63 -0.85) =<0.001 [ =< 0.001
092 (0.66-1.30) 0.653 0012
040 (0.30-053) =20.001 0412¢
069 (0.53-0.89) 0.004 0098 0.845°
073 (0.42-1.24) 0243 0333

'Cl: confidence interval
*Statistically significant heterogenity was ohserved within one of subgroups.
R far endometrioid tumars is signi lower (P < 0,001 ) than AR for serous and mucinous tumers.
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« Analyse moléculaire des
endomeétriomes ovariens
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Analyse moléculaire

Endométrios
e « bénigne »
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Loss of ARID1A/BAF250a-expression in
endometriosis: a biomarker for risk of
carcinogenic transformation?

Eleftherios P Samartzis®, Nicolas Samartzis®, Aurelia Noske®, André Fedier®,
Rosmarie Caduff®, Konstantin | Dedes’, Daniel Fink' and Patrick Imesch®

'Department of Gynecology, University Hospital Zurich, Zurich, Switzerland and *Department of Pathology,

University Hospital Zurich, Zurich, Switzerland

mm;anmwmmnmmnmmmmemm in expression of the BRG- jated
factor 250a (BAF250a), a large subunit of slating Human SWI/SNF complexes, which have an
important role in the control of call prolileration and Wumor Supp i ARID1A i are particularly
wmhmmmmmmmmmmmmmmdmm
described as a possible key i aul,rstq:hta 1 of riosis into cancer. Here,
we ined the immunohistochemical xp of BAF250a in a tissue microarray including 74
d riosis and 30 end ri les. Ovarian cancer samples (n=136) sarved as a control. Epithelial
BAF250a expression was ble in 90/104 (87%) and stromal BAF250a expression in 95404 (31%) of the
d riosis, and end ri cases due to lack of adequate tissue in some spots. Complete lack of
BAF250a exprassion was ob d in three end tri (r.r am15%]andonedaep-hﬂlnm;ando-
matricsis sampla (n=1/22, 5%), but in none of the peri il ri (n=0/16) and eutopic endometrium
mucnmlnmmmnum‘ ity scores jed a significantly lower
expression rate of BAF250a in end d with | endometrium (P<0.0005), as well as
peritoneal { P =0.003) and deep-infiltrating endometriosis (P =0.02). Our data d thata lete loss
of BAF250a expression is observable in some endometriotic lesions, especdially in endometriomas. In addition,
we report that a partial loss of BAF250a expression is occurring in the form of cell clusters indicating a clonal
mgo1mﬁmam§onhtmmhmhsad ion of the tu uppr protein BAF250a in
some possibly indi a risk of —* a e M wdo o o dad o .kae- —a
imp in the o ination of individual treat 1 /
d triosis needs 1o be further st
Modern Pathology (2012) 25, B85-892: doi:10.1038/m 3
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Multifocal endometriotic lesions associated with cancer are clonal
G - and carry a high mutation burden
! Michael S Anglesio,"* Ali Bashashati** Yi Kan Wang?* Janine Senz,' Gavin Ha? Winnie Yang? Mohamed R
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Therapeutics, Targets, and Chemical Biology
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Harboring a Genetic Deficiency in the Chromatin Remodeling
Factor BRG1
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Implications et prevention

» Biopsie optique




La biopsie optique

Benign adenomatoid tumour.
Note the tortuous architectural organization in pCLE.

Sercus tubol intraepithelicd carcinoma (STIC). Note the irreguior cells in size, the hyperderse epitheliol celis and the architecturol
diserganization (=), the dilated ond distorted vessels (—) in pCLE.

p53 |

High-grade serous tubal carcinoma. Note the architectural disorganization, the dark neoplastic cells reguiar in size and shape in pOLE.



Conclusions

Endométriose: 5-15%

Transformation maligne: 0.7-1.6% (= 10 ans)

— Rare mais Association significative endométriose-
cancer endometrioide/ cellules claires

Endomeétriose atypique: méfiance !

Surveillance a long terme de toute
endométriose



GYNECOLOGY
New insights in the pathophysiology of ovarian
cancer and implications for screening and prevention

Farr R. Nezhat, MD; Radu Apostol, DO; Camran Nezhat, MD; Tanja Pejovic, MD, PhD

 Survelllance clinique et radiologigue
(écho/IRM) prolongée:
— endometriose apparue a un age jeune
— longue duree d'évolution de I'endométriose
— volumineux endometriome ovarien

— modifications radiologiques (échographiques/IRM)
de I'aspect de I'endomeétriome

— préesence d'endometriose atypique a l'analyse
anatomopathologique



Conclusions

Endométriose: 5-15%

Transformation maligne: 0.7-1.6% (= 10 ans)

— Rare mais Association significative endométriose-
cancer endometrioide/ cellules claires

Endomeétriose atypique: méfiance !

Surveillance a long terme de toute
endométriose

Marqueurs prometteurs: ARID 1A, HNF-1...

Place de la ligature tubaire ? Salpingectomie
prophylactique ?



Merci de votre attention...
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