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Outline

w Endometriosis
w Endometriosisassociated tumours

¢ Endometrioid carcinoma
¢ Clear cell carcinoma

¢ Mesonephrielike adenocarcinoma

w Future directions



Endometriosis

w Endometrial tissue (glands and stroma) outside
uterine body

w Most common site Is ovary

w Non-ovarian endometriosis may also give rise to. "
endometriosisassociated tumours

Endometriosis-related pathology: a discussion of selected
uncommon benign, premalignant and malignant lesions

W Glenn McCluggage
Department of Pathology, Belfast Health and Social Care Trust, Belfast, UK

Histopathology 2020; 76: 782




Classification of Ovarian Epithelial Tumours

Origin Fallopian Tube Endometriosis Unclear
wn
= o 5 e O =
nQ ) Q o <) w
o |2A| § | 3 | 8 | & | @
cC = C 3 — 0. ') O o
n D 7 =. 5 D c @
Q. o (@) o = 0]
wm
Borderline
/AP
Grade 1
Grade 2
Grade 3

<«<—— (Carcinosarcoma —



EndometrioidCarcinoma

wAssociated with:
¢ Endometriosis and endometrioid hyperplasia
¢ Lynch syndrome

¢ Borderline endometrioid lesions
wBorderline adenofibroma
wAtypical hyperplasia/EIN in endometriosis

wSguamous and mucinous differentiation diagnostically helpful

wSynchronous endometrioid endometrial carcinoma may be
present









Proactive Molecular Risk Classifier for Endometrial Cancer
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Molecular subtype in full cohort (n = 505)
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Molecular subtype in full cohort (n = 497)
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Molecular subtype in low-stage cohort (n = 273)
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Unsupervised clustering adndometrioid ovarian carcinomas by patterns of mutation
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Genomic characterisation acfndometrioid ovarian carcinomas
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Genomic subtypes oéndometrioid ovarian carcinoma demonstrate distinct
clinical behaviour

112 WES cases
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Hormone receptor expression across genomic subtypesmdometrioid ovarian carcinoma
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Clinical outcome of endometrioid ovarian carcinoma cases defined by combined
PRbased subtyping and P53mutation status
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Disease-specific survival (%)

Relapse-free survival (%)
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Synchronous Ovarian and Endometrial Carcinomas

w ESGO/ESTRO/ESP guidelines
w If either Is norendometrioid, consider as separai@mours

w If both endometrioid:
¢ Most are clonally related

¢ Have good prognosis and should be managed as two independent prinmaoyrs
If:
wNo more than superficial myometrial invasion
w Nolymphovasculamvasion
w Low grade endometrioid morphology
w Absence of metastases elsewhere
wBothtumourst A YAUSR (2 OG4KS 2NAIFIY o60adGl3asS wYL! QU
ConcinN et al. Int JGynecolCancer 2021; 31, £29
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Synchronous Ovarian and Endometrial Carcinomas

w In our study, all pairetbumourswere genomically related

w This applied to endometrioid and clear cell carcinomas

w ProMisEparameters did not segregate according to genomic
similarity

w This supports using a clinical risk strategy for the assessment
of thesetumours



Synchronous Ovarian and Endometrial Carcinomas

w ESGO/ESTRO/ESP guidelines
w If either Is norendometrioid, consider as separai@mours

w If both endometrioid:
¢ Most are clonally related

¢ Have good prognosis and should be managed as two independent prinmaoyrs
If:
wNo more than superficial myometrial invasion
w Nolymphovasculamvasion
w Low grade endometrioid morphology
w Absence of metastases elsewhere
wBothtumourst A YAUSR (2 OG4KS 2NAIFIY o60adGl3asS wYL! QU
ConcinN et al. Int JGynecolCancer 2021; 31, £29



Case

wFemale aged 55 years

wTAH and BSO for 10 cm right adnexal
mass

Case courtesy of Dr@rondin Québec, Canad
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