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Abstract 

Patient: We present a case of polypoid endometriosis 

in a postmenopausal 58 years old patient presenting 

with a pelvic retroperitoneal nodule mimicking a 

neoplasm. Additionally, the patient reported uterine 

bleeding three years after starting tamoxifen for ductal 

carcinoma in situ (DCIS) of the breast. Preoperative 

magnetic resonance imaging suggested the nodule as 

an endometriotic lesion. 

Interventions: Imaging results described a combined 

solid and liquid adnexal mass close to the right ovary. 

At laparoscopy, a 5-centimeter large parauterine 

retroperitoneal mass was identified medial to the right 

ureter. The suspected mass was completely resected 

and a subsequent hysterectomy was performed because 

of recurrent postmenopausal bleeding. 
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Main outcome measures: Exclusion of malignancy 

(and resolution of postmenopausal bleeding). 

Results: Pathologic diagnosis revealed polypoid 

endometriosis and a uterine polyp. 

Conclusion: Polypoid endometriosis is a very rare 

disease but should be taken into account in 

postmenopausal women with use of tamoxifen or 

hormonal therapy. This case emphasizes the 

importance of broad differential diagnosis for an 

adnexal mass in the menopause. To our knowledge 

this is the first case of polypoid endometriosis in a 

postmenopausal woman treated with Tamoxifen for 

DCIS. 

Keywords: Polypoid endometriosis; Postmenopause; 

Tamoxifen; DCIS 

Introduction 

Endometriosis is a chronic inflammatory disease that 

affects approximately 10% of fertile women [1], up to 

50% of women with infertility problems and up to 

70% of women with chronic pelvic pain [2]. It is 

caused by the growth of ectopic endometrial tissue 

outside the uterine cavity. To date, three clinical  

distinct phenotypes of endometriosis of the pelvis are 

recognized: ovarian cysts (endometrioma), peritoneal 

implants of endometriotic lesions and deep infiltrating 

endometriosis [1]. Deep infiltrating endometriosis is 

defined by fibrous infiltration of endometriotic tissue 

into organs or anatomical structures [3]. The primary 

localization is the pelvis, extrapelvic lesions are 

extremely rare. The pathophysiology of endometriosis 

remains controversial, although three distinct 

mechanisms are widely accepted: the Sampsons theory 

of backflow menstruation, the coeleomic-metaplasia 

hypothesis and the venous and/or lymphatic metastatic 

dissemination theory [1]. Current concepts of therapy 

imply surgical resection and/or endocrine treatment 

creating a hypo-estrogenic environment [2]. The 

choice of treatment should respect current symptoms 

and individual patient preferences. Therapeutic goals 

are dependent on the location of the disease. 

The incidence of endometriosis in postmenopausal 

women is estimated to be 2-4 % of all patients with 

endometriosis [4-7]. Delay of diagnosis is typical in 

these patients and may be more accentuated in 

postmenopausal women, because of rarity of the 

disorder in this specific age group. Due to its nature as 

an estrogen dependent disease, endometriosis usually 

resolves in menopause because of decreasing hormone 

levels. However, symptoms persist in some women. 

Moreover, some women experience recurrent disease 

due to estrogen biosynthesis in peripheral tissue by 

aromatization of androgens [1, 5], due to hormonal 

treatment of climacteric symptoms with unopposed 

estrogens [5, 8, 9] or, exceptionally rare, as a 

consequence of tamoxifen treatment [10]. 

Polypoid endometriosis is a distinct form of 

endometriosis and was first defined by Mostoufizadeh 

and Scully as ectopic endometrial tissue, which 

histologically resembles an endometrial polyp [11]. 

Polypoid endometriosis, especially occurring in 

postmenopausal women, can mimic neoplasia and 

must be differentiated from pathologies like 

adenofibroma, adenosarcoma, rectal cancer or 

disseminated ovarian cancer [12, 13]. Polypoid 

endometriosis should be considered in postmenopausal 

women treated with tamoxifen [14]. 

Tamoxifen is a nonsteroidal triphenylene compound 
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with dual action on estrogen receptors and belongs 

therefore to the group of selective estrogen receptor 

modulators (SERM). It exerts antagonistic estrogen 

effects in breast tissue and is used as adjuvant 

treatment in women with breast cancer but also in a 

preventive manner in women with ductal carcinoma in 

situ (DCIS) of the breast. Tamoxifen reduced the 

incidence of invasive breast cancer and of carcinoma 

in situ of the breast by 49% and 50%, respectively 

[15]. In contrast, in the postmenopausal period, 

tamoxifen can exert agonist effects onto the female 

genital tract due to low serum estradiol levels [16]. 

Side effects induced by tamoxifen are based on its 

partial agonist actions on the uterus, respectively on 

the endometrium: endometrial hyperplasia, 

endometrial polyps, endometrial carcinoma, 

endometriosis, adenomyosis and cervical polyps [10, 

17, 18]. Occurrence of estrogen-related disease in 

postmenopausal women taking tamoxifen suggests a 

causal relationship between the drug and the disease. 

Case report 

A 58-year-old woman presented to our hospital with a 

history of postmenopausal bleeding. She was third 

gravida and third para. She entered the menopause 5 

years ago. A pre-existing essential hypertension was 

managed by oral medication. On examination she was 

generally well with normal blood pressure and pulse 

rate. 

Past medical history was significant for DCIS (ductal 

carcinoma in situ) of the left breast three years earlier. 

She subsequently underwent conservative surgery of 

the left breast followed by radiotherapy of the breast 

with a total dose of 50.4 Gy. She was following the 

medical advice to complete tamoxifen treatment for 5 

years at a dose of 20 mg daily and until presentation to 

our hospital she remained well without relapse or 

progression to invasive breast cancer. Besides the 

postmenopausal bleeding, she reported no major side 

effects in respect to Tamoxifen. 

She denied any history of dysmenorrhea, dyspareunia, 

dyschezia or dysuria during her fertile years. She 

reported no other current changes to her baseline 

health: no abdominal bloating, increase in size and no 

abdominal pain. Normal appetite and no feeling of 

fullness were reported. 

The patient´s body mass index was 23.0 kg/m2 at 

presentation. She had an up-to-date cervical cancer 

screening showing no cytologic alterations. Full blood 

count was within normal range. The bimanual 

examination revealed an adnexal nodule lateral to the 

uterus. 

A transvaginal ultrasound examination of the pelvis 

reveled an anteflexed uterus with a width of 51 mm 

and an endometrial width of 25 mm. The endometrium 

was thickened and a hyperechogenic tissue with cystic 

enlargements in the uterine cavity was suggestive of 

Tamoxifen-associated endometrial hyperplasia or of an 

endometrial polyp. The ovaries appeared normal and 

were approximately 20x20 mm in diameter, bilaterally. 

A unilocular 41x36 mm nodular, partly hypoechoic, 

partly isoechoic thickening was located in the right 

lateral compartment, adjacent to the uterus and the 

right lateral pelvic wall. The nodule was partly solid, 

partly  of liquid appearance and of honeycomb-like 

inner structure and with smooth, irregular contours. 

The proportion of solid tissue was 80%. No septa were 

identified within the cysts on sonographic imaging. 

The nodule showed no mobility by ultrasound 

examination when assessed in respect to the uterus and 
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to the pelvic wall. Color flow mapping revealed a vast 

prefusion of the tumor and Doppler flow showed a rich 

vascularization, both arterial and venous, within the 

adnexal mass increasing the suspicion of malignancy. 

No peritoneal nodular implants or ascites were 

detected. A transabdominal kidneys scan was normal. 

She underwent an additional examination by MRI. A 

large circumscribed, bilobulated mass within the 

pouch of Douglas was detected, adjacent to the 

posterior uterine contour and the right pelvic wall 

(max. 3.7 x 5 x cm). On T2-weighted sequences, the 

mass showed a hyperintense signal intensity with 

multiple cystic lesions, most likely representing 

ectopic endometrial glands. On T1-weighted 

sequences, the largest lesion showed an intratumoral, 

hyperintense cyst, indicative of hemorrhagic or 

proteinaceous content. After intravenous application of 

contrast medium, the mass showed vivid enhancement 

with “swiss cheese” appearance due to lack of 

enhancement of dilated cystic glands. 

The endometrium was thickened and showed a 

heterogeneous, hyperintense signal intensity on T2-

weighted images with multiple intratumoral cysts, 

suggestive of endometrial hyperplasia or an 

endometrial polyp (Figure 2A). Furthermore, multiple 

uterine leiomyomas were detected, which showed 

characteristic low signal intensity on T2-weighted 

images. 

Considering the history of postmenopausal bleeding, 

the presence of a uterine mass and a suspicious right 

adnexal mass, a laparoscopy with hysterectomy and 

bilateral salpingo-oophorectomy was consented with 

the patient. At laparoscopy, a distorted anatomy of the 

pelvic organs with severe pelvic adhesions and a 

complete obstruction of the pouch of Douglas were 

detected, which justified the diagnosis of frozen pelvis. 

On gross examination, both ovaries looked normal. A 

retroperitoneal mass adjacent right to the uterus was 

detected (Figure 1A). No ascites was seen and there 

was no evidence of intraabdominal metastatic disease. 

The pelvic adhesions were lysed. The suspected 

retroperitoneal mass was removed and a preexisting 

cyst within retroperitoneal lesion spontaneously teared 

during excision revealing a dark brown content, 

corresponding to a chocolate cyst (Figures 1B and 1C). 

The hysterectomy and bilateral salpingo-

oophorectomy were performed (Figure 1D). 

Figure 1: Intraoperative view of the pelvis. (A) Intraoperative view of the protruding retroperitoneal mass (asterisk) 
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and severe pelvic adhesions (black arrow), (B) Intraoperative view of the retroperitoneal mass after incision of the 

peritoneum (asterisk), (C) Intraoperative view of the retroperitoneal mass before removing the mass showed dark brown 

content outpouring the mass (asterisk) and (D) Intraoperative situs after laparoscopic hysterectomy with bilateral 

salpingo-oophorectomy and removal of all endometriotic lesions 

On cross examination, the uterine cavity showed an endometrial polyp (Figure 2A). The removed retroperitoneal mass 

was 55x40x40 mm and showed variable shades of white-grey and was partly cystic (Figure 2B). The largest cyst 

contained “chocolate- colored” fluid on sectioning (Figure 2B). 

Figure 2: (A) Macroscopic view of the removed uterus with an endometrium polyp and several myoma. 

Endometrial polyp (black arrow), atrophic endometrium (asterisk) and (B) Macroscopic view of the removed 

retroperitoneal mass. White-grey, partly cystic gross section through the retroperitoneal mass (aterisk) and a chocolate 

colored containing cysts within the removed retroperitoneal mass (black arrow). 
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Histological examination revealed an atrophic 

endometrium with a width of 0.2 cm, an endometrial 

polyp of 35x25x15 mm and adenomyosis uteri besides 

uterine myoma. The microscopic sections of formalin- 

fixed paraffin-embedded tissue of the retroperitoneal 

lesion showed after hematoxylin and eosin (H&E) 

staining a biphasic proliferation with both benign 

appearing endometrial cells with highly prismatic 

morphology and benign appearing, focally fibrous, 

partly edematous and partly spindle-shaped 

endometriotic stroma (Figure 3A). Thick-walled blood 

vessels were embedded within the stroma.  

Immunohistochemical analysis showed CD10 

expression but no expression of inhibin, SMA or WT1 

(Figure 3B). The retroperitoneal lesion was diagnosed 

as polypoid endometriosis. Other endometriotic lesions 

were diagnosed in the pouch of Douglas, on the dorsal 

uterine wall and adjacent to the rectum wall. The final 

histopathological diagnosis was polypoid 

endometriosis in the pelvis besides adenomyosis of the 

uterus, myoma and an endometrium polyp. 

Currently, the patient is doing well, at ultrasound 

examination no recurrent disease was detected. 

Figure 3: (A) Microscopic view of the removed parauterine mass H&E staining reveal blue staining of the 

ectopic endometrial glands and reddish staining of the adjant stroma and (B) CD 10 Immunochemistry of the 

removed parauterine mass Confirmation of the diagnosis by brown staining of the ectopic endometrial stroma but 

no staining of the endometrial glands 

Discussion 

Incidence of endometriosis in the menopause is 

extremely rare and is estimated by 2-4% [4-7] as 

endometriosis normally is suppressed by the low 

estrogen state of menopause. It is unclear if 

endometriosis diagnosed in the menopause is a de 

novo development of endometriotic lesions, an 

activation of already preexisting endometriotic foci 

or a continuation of an already preexisting disease 

[5]. The series of Morotti et al. described in only 

15.3% of cases of endometriosis in menopause a 

preexisting endometriosis [19]. 

Conditions or medication leading to increased 

estrogen levels can trigger or reactivate dormant 

endometriotic lesions. Our patient was of normal 

weight, an estrogen excess due to aromatization in 

peripheral fat tissue was unlikely. However, in 
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postmenopausal women with a history of 

endometriosis or in women taking tamoxifen as in 

this case, recurrence of endometriosis should be 

taken into account. Due to various different 

symptoms or even lack of symptoms, the clinical 

diagnosis of endometriosis might be a great 

challenge. It is assumed that about 10 % of all 

women have asymptomatic endometriosis [20]. Our 

patient reported no symptoms related to 

endometriosis during her fertile life span. 

Dysmenorrhea, as leading symptom of 

endometriosis, is absent in menopausal women. 

Other symptoms, as dyspareunia, may be misled as 

a consequence of age- related alterations of the 

urogenital tract. Therefore, in menopause, active 

endometriosis is often diagnosed because of severe 

symptoms as postrenal failure or as incidental 

finding in surgery to exclude malignancy [10], as 

described in the current case. 

Hormone replacement may increase the risk of 

recurrence of endometriosis in postmenopausal 

women [5]. Matorras et al. showed increased risk of 

recurrence in women with bilateral salpingo-

ovarectomy and hormone replacement with 

transdermal estrogen and micronized oral 

progesterone compared to no hormone replacement 

of 1% versus 0% recurrence risk per year [21]. In 

women with preexisting endometriosis and definite 

surgery (hysterectomy and bilateral salpingo- 

oophorectomy) the recurrence rate of endometriosis 

was 2% in women when taking unopposed 

estrogens [9]. In contrast, tibolone showed a 

decreased recurrence risk compared to transdermal 

estrogen and cyclic medroxyprogesterone acetate 

[8]. 

The pathophysiological mechanisms leading to 

endometriosis are not fully understood. 

Endometriosis is an estrogen dependent and 

estrogen driven disease [1]. In women of fertile age, 

estrogen is mainly a product of ovarian biosynthesis 

and promotes growth of endometriotic lesions 

through systemic effects [1]. On the other hand, 

estrogen released with the follicular  fluid during 

ovulation can locally stimulate the peritoneal 

implants, whereas in postmenopausal women 

estrogen is mainly synthesized in peripheral tissue 

(adipose tissue or skin) by aromatization of steroids 

produced within the adrenal glands [1, 5]. Estron, 

the leading postmenopausal estrogen can be 

converted within the endometriotic lesion via 17- β 

hydroxylase into estradiol, which for its part is not 

metabolized into its degradation products due to 

lack of 17- β hydroxyl steroid dehydrogenase type 2 

[5]. Additionally, local estrogen biosynthesis in 

endometrial stromal cells may support growth of the 

lesions and sustains its own synthesis by inducing 

the expression of local aromatase by binding to ER-

β (estrogen receptor β) [1, 22] in both women of 

fertile age and women in menopause. Estrogen acts 

through ER-β and complementary through VEGF 

(vascular endothelial growth factor) and to IL-1β 

(interleukin 1 β) on induction of COX-2 

(cyclooxygenase-2) expression and PGE2 

(prostaglandin E2) synthesis, which mediates 

inflammation and pain generation on one hand, on 

the other, it leads to a vicious circle, which 

promotes its one local synthesis [1, 22] and thus 

proliferation and long- term survival of ectopic 

endometrial tissue. Additionally, due to epigenetic 

changes in  endometriotic tissue, ER-β levels are 

142 times the levels in normal endometrium and 

lead to suppression of ER-α (estrogen receptor α) 
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and to progesterone resistance [1]. Another crucial 

step in the establishment of endometriosis lesions is 

characterized by neoangiogenesis, thus 

endometriosis is generally referred to as benign 

cancer [23]. VEGF is expressed in an estrogen 

dependent manner in the epithelium of endometrial 

implants and in activated peritoneal macrophages 

and neutrophils [24]. There is a direct correlation 

between VEGF expression, microvessel density and 

proliferative activity of endometriotic lesions [25]. 

Tamoxifen binds to the estrogen receptor and forms 

a complex, which binds irreversibly to DNA of the 

target cells, representing the classical pathway of 

gene expression mediated by estrogen receptor. In 

tissue, in which tamoxifen exerts agonist action, like 

endometrial derived tissue [26], DNA binding of the 

tamoxifen- estrogen receptor complex leads to 

increased synthesis of estrogen receptor, leading to 

locally increased tamoxifen action due to high levels 

of binding substrate [27]. Moreover, tamoxifen 

exerts its tissue specific estrogen antagonist or 

agonist effects dependent on the promoter of the 

specific genes and the particular intracellular 

context [28]. The concentration and availability of 

coactivators of gene transcription, like the steroid 

receptor coactivator (SRC-1), influence the level of 

impact tamoxifen exerts to a specific tissue [29]. 

Shang and Brown described a second pathway of 

tamoxifen driven gene transcription: transcription 

activation in an endometrial cancer cell line was 

stimulated by tamoxifen in spite of lack of estrogen 

response elements within the gene promoter of 

specific genes like c-Myc and IGF-1 (insulin growth 

receptor 1), both genes responsible for cellular 

proliferation and gene expression [29]. Taken 

together, these two pathways may explain the effect 

of tamoxifen on endometriotic lesions in some 

patients, like in this case. Our patient had no 

previous history of endometriosis, but it seems 

probable, due to the extent of intraabdominal 

adhesions and endometriotic lesions, that tamoxifen 

had stimulated pre-existing enometriotic foci. 

Polypoid endometriosis was first defined by 

Mostoufizadeh and Scully as ectopic endometrial 

tissue, which histologically resembles an 

endometrial polyp [11]. Nonetheless, in the series 

published by Parker et al., polypoid endometriosis 

resembled in almost 50% of cases an intrauterine 

endometrial polyp [12]. The involved organs were 

ovaries, adnexal soft tissue, uterine serosa, cervix, 

vagina, ureter and omentum [12]. Because of the 

rarity of this condition, other cases of polypoid 

endometriosis might have been misinterpreted. 

The polypoid endometriosis could mimic 

malignancy on intraoperative evaluation and 

histological examination or on preoperative 

imaging, as in the presented case [12]. Histological 

examination of polypoid endometriotic lesion can be 

difficult and demanding as up to 50% of all cases 

were misinterpreted as low-grade or well-

differentiated neoplasm in the first place and 

proliferative benign-like, endometroid-type glands 

were seen in polypoid endometriosis as well as in 

adenofibroma and in adenosarcoma [12]. The series 

of cases described by Parker et al. included women 

aged 23 to 78 years and lesions, which ranged from 

0,4 to 14cm in maximal size [12]. 60% of them were 

postmenopausal, in contrast to typical 

endometriosis, arising almost always in 

premenopausal women [12]. Polypoid 

endometriosis was associated with typical 
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endometriosis in 75% of cases and a personal 

medical history of endometriosis was reported in 

29% of cases [12]. Multilocular presentation of 

polypoid endometriosis was reported in up to 39% 

of cases [12]. The manifestation of the disease in 

our patient suits the previous reported cases, as the 

dimensions of the lesion was 4cm, the 

histopathological diagnosis revealed multilocular 

presentation and was associated with typical 

endometriotic lesions. 

Association of polypoid endometriosis with 

endocrine therapy was described in 4 cases in the 

series of Parker et al.: one patient was diagnosed 

during tamoxifen therapy, one patient developed 

polypoid endometriosis after GnRH agonist 

discontinuation and two patients were using 

unopposed estrogen [12]. Two other cases regarding 

the association of polypoid endometriosis with 

tamoxifen were described by Choi et al. and Kraft et 

al. Both patients had a previous history of breast 

cancer [30, 31]. One premenopausal woman with a 

history of DCIS and tamoxifen treatment as breast 

cancer prevention and subsequent endometriosis 

exacerbation was described in the literature. To our 

knowledge, the current case report of polypoid 

endometriosis arising in a postmenopausal woman 

with a history of DCIS and tamoxifen intake as 

preventive therapy is the first reported in literature. 

Polypoid endometriosis is a benign disease with 

potential to malignant transformation. The 

malignant transformation seems to be a function of 

age and hormone effect. To date, clear cell 

carcinoma of the ovary, the most frequent 

malignancy related to endometriosis, as 70% of 

patients had concurrent histological findings [32], 

has not been associated to polypoid endometriosis 

[12]. Malignant transformation was described in less 

than 10% of cases in the series described by Parker 

et al. and included an endocervical mucinous 

borderline tumor and a complex atypical hyperplasia 

with grade 1 endometroid adenocarcinoma within an 

ovarian endometriotic cyst, while metaplastic 

epithelia were found in 75% of cases [12]. Takeuchi 

reported a case of a 52 years old perimenopausal  

women with no history of endocrine therapy with 

histological diagnosis of atypical endometrial 

hyperplasia and malignant transformation of 

polypoid endometriosis to well-differentiated 

endometroid carcinoma of a nodule located 

posterior to the uterus [33]. 

In contrast, malignant transformation of typical 

endometriotic lesions during tamoxifen therapy has 

been reported more often. There is substantial 

evidence, that benign or malignant transformation of 

endometroid foci can occur similar to 

transformation of eutrophic endometrium, 

regardless of affected anatomical structure, and is 

associated with endocrine therapy and age of the 

patient [12, 34]. Duration of tamoxifen treatment 

until malignant transformation was one to four years 

with gradual transition of the endometriotic lesion 

from typical to atypical endometriosis into neoplasia 

[18, 35]. There are several case reports describing 

malignant transformation related to endometriotic 

lesions and tamoxifen intake. Cohen at al. reported a 

case of a postmenopausal woman with a history of 

invasive breast cancer and tamoxifen therapy who 

showed serial plasma 17 β estradiol levels within 

normal range of menopause (<20pg/ml) and who 

developed an endometroid ovarian cancer within 

foci of ovarian endometriosis [34]. Okugawa 
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described a case of a 67-year-old woman with a 

history of breast cancer who was diagnosed with an 

endometroid adenocarcinoma of the left ovary FIGO 

Ia after 4 years of tamoxifen treatment [35]. 

McCluggage documented a case of a 50-year-old 

breast cancer survivor and tamoxifen use for 3 

years, who developed an endometroid 

adenocarcinoma of the ovary [18]. Bese et al. 

described a case of a 74-year-old woman with a 

history of tamoxifen therapy and subtotal 

hysterectomy with bilateral salpingo-oophorectomy, 

who developed a supracervical pelvic mass 14 

months after  hysterectomy. Histopathological 

analysis revealed endocervical adenocarcinoma 

[36]. Bardi et al. reported a case of a 57-year-old 

woman with diagnosis of pelvic endometriosis, 

adenomatose hyperplasia and endometroid 

carcinoma G1 two years after hysterectomy and 

bilateral salpingo-oophorectomy with a history of 

tamoxifen use due to breast cancer [37]. Schlesinger 

and Silverberg reported a case of a 62-year- old with 

multiple arising tamoxifen-associated endometriotic 

foci and subsequent endometroid adenocarcinoma 

[10]. 

The preoperative diagnosis of postmenopausal 

endometriosis is challenging. Deep infiltrating 

endometriosis affects up to 20% of women with 

endometriosis and 1% of women of fertile age [38, 

39]. For the postmenopausal life span, data 

regarding incidence of DIE are scarce. A thorough 

physical examination can reveal tenderness and 

palpable pelvic masses as manifestation of deep 

infiltrating endometriosis (DIE) and can lead to the 

diagnosis [2]. Nevertheless, the sensitivity of routine 

clinical examination to detect DIE, even performed 

by specialists, is limited, as only 73.5% of 

uterosacral ligament endometriosis, 50% of vaginal 

endometriosis and only 46% of intestinal 

endometriosis are detected by this procedure [40]. 

Ultrasound is the first-line approach for pathologies 

of the pelvis on the imaging work-up, both for pre- 

and postmenopausal women. Nisenblat et al. 

showed a sensitivity of 79% and a specificity of 

94% [3] for detection of DIE on transvaginal 

ultrasound. Rectal sonography showed a sensitivity 

of 48% and a specificity of 44% for detection of 

endometriosis [3]. A nodular hypoechoic thickening 

may be suggestive for endometriosis, as in our case. 

Transvaginal color and power-Doppler sonography 

allow in vivo assessment of vascularity of suspect 

pelvic masses. Intense vascularization of deep 

infiltrating endometriosis might indicate an elevated 

activity of the endometriotic lesions, analogous to 

enhanced vascularity in highly active ovarian 

endometrioma [41]. Transvaginal ultrasound meets 

the criteria for a triage test in combination with 

patient history but is not recommended as 

replacement test for diagnostic surgery [3]. Surgery 

remains the gold standard for diagnosis, both for 

premenopausal and for postmenopausal women, 

even if the postmenopausal women might have 

more comorbidities and thus an elevated operative 

risk. 

MRI is used as an additional imaging modality in 

complex cases with unclear risk/benefit ratio for 

surgery or in women with significant or relevant 

comorbidities [3, 42]. MRI is a noninvasive imaging 

method without the use of ionizing radiation which 

has an excellent soft tissue contrast. MRI is highly 

accurate in the evaluation of endometriosis with a 

sensitivity of 94 % and specificity of 77 % [3] as it 

can evaluate areas which are difficult to assess on 
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ultrasound or laparoscopy making it possible to 

detect endometriotic lesions on multiple sides of the 

abdomen [43]. T2-weighted sequences without fat 

suppression are the best sequences for detecting 

pelvic endometriosis [44]. Endometriotic lesions 

show a low signal intensity on T2-weighted imaging 

and intermediate signal intensity on T1- weighted 

imaging, sometimes with high signal intensity foci 

due to hemorrhage in ectopic endometrial glands 

[42]. In contrast, polypoid endometriosis often 

shows high signal intensity on T2-weighted images 

[13] indicative of edematous tissue and a high 

proportion of endometrial glandular tissue. The 

signal intensity is dependent on quantity and age of 

hemorrhage and on the proportion between 

endometrial and stromal cells [44]. 

Furthermore, MRI can be useful to evaluate 

operative steps, perioperative risks and possible 

complications [3]. We propose a multidisciplinary 

approach to optimize preoperative planning. 

Computed tomography (CT) has a limited role in the 

evaluation of endometriosis due to its poor soft 

tissue contrast and provides therefore only minimal 

additional information [43]. 

There is no gold standard for surgical treatment of 

endometriosis in postmenopausal women. The first 

line therapy in postmenopausal patients with a 

pelvic mass resembling a malignant lesion on 

imaging is radical resection of the lesion to prove 

the diagnosis and prevent spreading in case of 

malignancy. Postmenopausal endometriosis, even 

without malignant transformation should be 

resected, because this may prevent subsequent 

malignant transformation, as endometriosis is 

acknowledged as a precursor lesion of several 

gynecologic neoplasms. Almost all patients with 

polypoid endometriosis in the series of Parker et al. 

received a complete removal of the lesions and of 

the affected organs [12]. 

Successful conservative therapy with aromatase 

inhibitors (AI) in postmenopausal women with 

recurrence of an aggressive form of endometriosis 

was first described in 1998 by Takayama K et al. 

(oral anastrozole 1mg/d, elemental calcium 1.5 g/d 

and Vit D 800 U/d) for nine months [22]. Within 

nine months, they reported a near-complete 

eradication of a 30 mm implant. AI can sufficiently 

block local aromatase in the endometrial stromal 

cells, resulting in a hypo-estrogenic state within the 

endometriotic lesion [22]. Moreover, aromatase 

inhibitors can block the aromatization from 

androgen into estrogen in the adipose tissue, which 

is markedly increased in adipose women even in the 

menopause, as the adrenal glands as well as the 

ovaries produce androgens even at an advanced age. 

Therefore, aromatase inhibitors are an appropriate 

therapy for symptomatic adipose women with an 

history of endometriosis, as they resolve the vicious 

circle of peripheral and local estrogen impact on 

endometriotic lesions. Conservative management of 

tamoxifen induced or reactivated endometriosis is 

histological diagnosis through biopsy followed by 

tamoxifen discontinuation or conversion to 

aromatase inhibitor therapy. The difficulty of 

conservative management is to obtain a 

representative probe to assure the benign diagnosis. 

Nevertheless, oral therapy with aromatase inhibitors 

could be an adequate therapy for women in the 

postmenopause diagnosed with endometriosis. 

Moreover, women with a history of endometriosis 

and need of endocrine therapy due to breast cancer, 

could be treated with AI instead of tamoxifen in the 
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first line.  

Conclusion 

With this case report and review of literature we aim 

to raise the awareness of the condition of 

postmenopausal endometriosis as an extremely rare 

but potentially serious tamoxifen-related 

complication. Postmenopausal endometriosis 

requires a high index of suspicion. Tamoxifen may 

induce or unmask endometriosis in both pre- and 

postmenopausal women with no prior history of 

endometriosis [10]. In cases suspicious of 

malignancy, a histological analysis via biopsy or, if 

the suspect mass is inaccessible to biopsy, a 

complete resection of the lesion should be 

performed. Additionally, aromatase inhibitor 

treatment should be reconsidered in favor of a 

therapy with tamoxifen in patients with a history of 

endometriosis or in patients with disease 

exacerbation in the menopause. 

The present case highlights the importance of broad 

differential diagnosis, a multidisciplinary approach 

and it underlines endometriosis not only as a disease 

of fertile women but as well as a condition of the 

postmenopausal woman. 
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