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Endometrial Hyperplasia results from excessive proliferation of endometrial glands, most 
commonly due to prolonged unopposed estrogen exposure. In addition to increasing the 
risk of endometrial cancer, abnormal endometrial proliferation may impair endometrial 
receptivity and fertility. This case highlights the combined impact of PCOS, obesity, and a 
CHEK2 mutation as hormonal, metabolic, and genetic risk factors for endometrial 
pathology.

PCOS causes chronic anovulation and unopposed estrogen exposure, while obesity (BMI > 
40 kg/m2) increases peripheral estrogen production in adipose tissue. CHEK2 mutations 
have also been associated with increased endometrial cancer risk, creating a potentially 
high-risk environment for recurrence and progression. 

For patients desiring fertility preservation, progestin therapy provides a conservative 
treatment option. However, ACOG recommends endometrial biopsy every 3 months until 
two consecutive negative biopsies are obtained. Inadequate surveillance or loss to follow-up 
may increase the risk of recurrence, malignancy, and further compromise fertility. 

CASE PRESENTATION

● To highlight the development and recurrence risk of endometrial hyperplasia in patients with 
multiple compounding risk factors.

● To emphasize the importance of fertility-preserving management when clinically 
appropriate. 

● To emphasize the importance of continued surveillance and preventative care in the 
long-term management of endometrial hyperplasia.

● To emphasize the role of consistent follow-up, risk-factor recognition, and patient-centered 
care in reducing recurrence and preventing long-term complications.

37-year-old nulliparous female, BMI 47.55 kg/m2

PMH: PCOS 
2017: CHEK2 mutation identified.
2021: Presented with menorrhagia. Transvaginal ultrasound revealed 12-mm endometrial 
thickening, biopsy demonstrated complex endometrial hyperplasia. Given her desire for future 
fertility, she underwent hysteroscopy and two rounds medroxyprogesterone therapy, with 
subsequent biopsy showing a normal endometrial lining. She was referred to REI for fertility 
treatment. 
Following unsuccessful fertility treatment, the patient was lost to follow-up, with no 
documented surveillance of her endometrial lining after October 2021. 
2026: Returned with severe menorrhagia and ongoing concerns regarding fertility. Hemoglobin 
was 8.6 g/dL, despite a recent transfusion. Transvaginal ultrasound demonstrated marked 
progression of endometrial thickening to 23-mm. 
Repeat biopsy revealed complex endometrial hyperplasia with atypia/endometrial 
intraepithelial neoplasia (EIN), representing recurrence and progression of her prior 
hyperplasia.

● A fertility-preserving multidisciplinary approach was pursued while addressing the risk of 
progression to malignancy.

● AMH testing to assess ovarian reserve, followed by hysteroscopy with endometrial sampling to 
evaluate for malignancy and remove abnormal tissue.

● A levonorgestrel-releasing IUD was placed for conservative treatment of EIN and suppression of 
endometrial proliferation, with REI referral.

● Treatment was guided by the patient's goals, CHEK2 mutation, and family history. She agreed to 
three potential management pathways based on hysteroscopic findings and ovarian reserve: 
○ If malignancy is identified: Referral to gynecologic oncology for definitive surgical 

management.
○ If no malignancy is identified and low AMH: Consideration of hysterectomy and alternative 

family-planning options.
○ If no malignancy is identified and adequate AMH: Continued conservative management with 

IUD and fertility treatment through REI.

This case demonstrates that regression of EIN/endometrial hyperplasia does not eliminate 
recurrence risk, especially when underlying risk factors persist. Long-term surveillance with 
endometrial assessment every 3-6 months until two consecutive negative biopsies is essential. 

Fertility preservation requires balancing definitive treatment with reproductive goals. Although 
AMH suggested preserved ovarian reserve, PCOS and chronic anovulation may impair reproductive 
function independently. 

Effective management should combine continued endometrial surveillance, fertility-sparing 
therapy, and modification of underlying risk factors, including obesity and chronic anovulation, to 
reduce recurrence and malignant progression while supporting fertility goals.

RESULTS
● AMH: 2.4, indicating possible preserved ovarian reserve and potential for future fertility 

treatment.
● Hysteroscopic polypectomy and curettage revealed diffuse polypoid endometrial tissue; 

the uterus sounded to 9-cm (Figures 1 and 2).
● Post-resection hysteroscopy demonstrated a smooth, uniform endometrial cavity 

without residual visible lesions (Figure 3).
● Pathology: Complex adenomatous hyperplasia with partial endometrial polyp 

involvement, without evidence of malignancy.
● Absence of malignancy allowed for continued conservative management and 

preservation of future fertility options.
● Patient elected to defer REI consultation for approximately 6 months with continued 

OB/GYN surveillance and repeat endometrial assessments to monitor treatment 
response and reduce the risk of recurrence or progression. 

Fig 1. Polypoid endometrial 
tissue

Fig 2. Polypoid endometrial 
tissue

Fig 3. Post-polypectomy and 
curettage removal of abnormal 
tissue
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