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Abstract: Endometriosis is defined as the presence of
endometrial-like glands and stroma outside of the uterus.
There are three types of endometriotic lesions: superficial or
peritoneal endometriosis, ovarian endometrioma, and deep
infiltrating disease. Endometriosis not only occurs in the pelvis
but also can be found in extrapelvic sites such as the gastro-
intestinal tract, upper abdominal viscera, genitourinary tract,
abdominal wall, diaphragm, and thoracic cavity. After thor-
ough history and physical examination is performed, imaging,
such as ultrasound or magnetic resonance imaging (MRI),
should be obtained if there is high suspicion for deep-
infiltrating endometriosis to better assess visceral involve-
ment. Endometriosis can be suspected based on symptoms,
physical examination findings, and imaging. However, a
definitive diagnosis requires histopathologic confirmation.
Treatment options include expectant, medical, and surgical
management. Endometriosis is largely a quality-of-life issue,
and treatment should be tailored accordingly with empiric
medical therapy frequently utilized. Medical management fo-
cuses on symptom improvement. Surgical management with
excision of endometriosis is preferred over ablation or fulgu-
ration of endometriotic lesions. In the case of deep or extrap-
elvic endometriosis, treatment with a multidisciplinary team
with experience in the treatment of advanced-stage endome-
triosis is essential tominimizingmorbidity and increasing long-
term success.
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Endometriosis is defined as the presence of endometrial-like
glands and stroma outside of the uterus [1]. Endometriosis is
an estrogen-dependent inflammatory disease and is often
diagnosed in individuals between 25 and 35 years of age [1];
however, it has been shown to affect all age groups. Higher
levels of circulating estradiol and estrone have been shown
to stimulate endometriosis tissue. As a result, risk factors for
endometriosis include early age at menarche, short men-
strual cycle, and nulliparity. In contrast, parity, smoking,
and oral contraceptive use are associated with a decreased
risk of endometriosis [2].

There are three types of endometriotic lesions: superficial
or peritoneal endometriosis, ovarian endometrioma, and deep
infiltrating disease, as seen in Figure 1. Deep infiltrating
endometriosis (DIE) includes lesions that infiltrate deeper than
5mm into the peritoneum or organ. It can be found in both
pelvic and extrapelvic sites, such as the gastrointestinal tract,
upper abdominal visceral organ, genitourinary tract, abdom-
inal wall, diaphragm, and thoracic cavity.

Endometriosis can affect a person’s quality of life due to
severe pelvic pain, negative impacts on social relationships,
sexual experiences, mental health, and work [3–5]. A thor-
ough history and physical is the first step toward the diag-
nosis of endometriosis. Ultrasound is the first step in the
evaluation of chronic pelvic pain [6], and signs of endome-
triosis can be found on ultrasound and magnetic resonance
imaging (MRI). However, a definitive diagnosis requires
histopathologic confirmation.

Clinical summary

Pathophysiology

Endometriosis results when ectopic endometrial-like cells
implant outside of the uterus and create an inflammatory
response [1]. Pathogenesis is multifactorial in nature
including genetic and cellular factors and altered immunity.
The first and most common theory is Sampson’s theory of
retrograde menstruation, in which endometrial cells flow
through the fallopian tubes into the peritoneal cavity. This
theory is highly disputed because it does not explain
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extrapelvic endometriosis, premenarchal endometriosis, or
endometriosis in patients with mullerian agenesis. Addi-
tional theories of endometriosis development have been
proposed such as metaplasia of coelomic epithelium into
endometrial-like cells, transportation of endometrial-like
tissue to distant sites through lymphatic and vascular
channels, and possibly immunologic etiologies. A newer and
likely plausible theory of endometriosis pathogenesis sup-
ports that errors in embryogenesis cause polypotential germ
cells to fail to reach the gonadal ridges and instead remain in
the peritoneal cavity, where they may transform into
external endometrial-like tissue [7].

Presentation

The clinical presentation of endometriosis can vary butmost
commonly presents with chronic abdominal/pelvic pain,
painful periods (dysmenorrhea), painful intercourse (dys-
pareunia), and painful defecation (dyschezia). Depending on
the organ/site involved, patients can have abdominal wall
pain, chest pain, hemoptysis, or bladder dysfunction with
urinary frequency, urgency, and dysuria [1]. Patients with
intestinal endometriosis can present with diarrhea, con-
stipation, dyschezia, bowel cramping, and rarely rectal
bleeding [1]. An increased number of symptoms has been

associated with an increased likelihood of endometriosis [8].
Specifically, dyschezia and dyspareunia are the most pre-
dictable symptoms of DIE. Because endometriosis can have a
vast variation of presenting symptoms from the asymp-
tomatic to severe, the average time from presentation to
diagnosis can range from 7 to 12 years [9]. One study found
that 30 % of patients were referred to a gynecologist two or
more times before a positive diagnosis was made [9].

Evaluation

After a thorough history is taken, a physical examination
should be performed. The physical examination should
include back, abdominal, pelvic floor, and bimanual exami-
nations. Osteopathic evaluation of themusculoskeletal system
and evaluation of Chapman’s points, as well as Type I or Type
II dysfunction, can assist in localization of the primary pain
generator associated with the patient’s pelvic pain. The
bimanual examination should evaluate the posterior fornix,
cervix, uterus, and adnexa. Physical examination findings
suggestive of endometriosis include nodules in the posterior
fornix, thickened uterosacral ligament, immobility of the
uterus, and retroverted uterus. A prospective study evalu-
ating the accuracy of physical examination in the diagnosis
of endometriosis found that 75 % (3/4) patients who had
thickened uterosacral ligaments and 50% (13/26) with a

Figure 1: The types of endometriosis lesions intraoperatively. (A) Superficial endometriosis with a powder burn. (B) Ovarian endometrioma. (C) Deep
infiltrating endometriosis (DIE) lesion.
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retroverted uterus had laparoscopic confirmation of endo-
metriosis; otherwise, themajority of the patients hadnegative
physical examination findings [10]. If the bimanual exami-
nation is negative, this does not exclude the disease.

The physical examination can also assess for other pa-
thology and pain generators. The back examination should
assess for tenderness or type I/II somatic dysfunction in the
lumbar and sacral aspects of the spine, pelvic joints including
hips, anterior superior iliac spine (ASIS), sacroiliac (SI) joint,
and pubic symphysis. Pain or somatic dysfunction in any of
these areas can suggest joint injury, muscular dysfunction, or
viscerosomatic abnormalities. Specifically, the back exami-
nation should include identification of any viscerosomatic
reflexes, which can be found at the T10-L2 levels and are
associated with gynecologic conditions [11]. The abdominal
examination should assess the location of pain especially in
relation to any surgical scars, sensory deficit, or abnormal
sensation andCarnett’s sign. Carnett’s sign is performedwhile
thepatient is supine; the patient is asked to performa straight-
leg-raising maneuver or raise only the head while the painful
site is examined. This maneuver tightens the rectus abdomi-
nis muscle, increasing pain when it originates from the
abdominal wall structures in either the muscle or the nerve.
The abdominal examination can be suggestive of myofascial
or neuropathic source of pain and hernia, and it can elicit
signs of central sensitization with allodynia and hyperalgesia.
The pelvic floor should also be examined to assess for tone
and pain on palpation of the levator ani, coccygeus, and
obturator internus muscles because individuals with
endometriosis-associated pelvic pain also can have myofas-
cial dysfunction and central sensitization.

Laboratory data such as CA-125 are not routinely ordered
for evaluation of endometriosis unless there is a high suspi-
cion of ovarian malignancy. There are many biomarkers be-
ing studied to assist in the diagnosis of endometriosis

including neural fiber marker PGP 9.5 and hormonal marker
CYP19; however, there is not enough high-quality evidence to
recommend their use, and laparoscopy remains the gold
standard for diagnosis of endometriosis [12].

Imaging does not replace histological diagnosis, but it can
raise suspicion for endometriosis and assist in patient coun-
seling regarding treatment options. If surgery is considered,
knowledge of the presence and location of DIE can assist in the
preoperative planning and consideration of amultidisciplinary
approach. The first-line imaging modality for patients with
symptoms suspicious for endometriosis is transvaginal/trans-
abdominal ultrasound because it is readily available and cost-
effective. Figure 2 shows an ovarian endometrioma with its
typical characteristic unilocular mass with ground glass echo-
genicity. A retrospective study showed that individuals pre-
senting with an ovarian endometrioma had a stronger
association with the presence of DIE lesions (98.2 vs. 86.2%,
p=0.01) and intestinal DIE (57.1 vs. 37.9 %, p=0.01) compared to
those without ovarian endometrioma [13].

Routine completion of the sliding sign can increase the
specificity of detection of adhesions in the posterior cul-de-sac
of the uterus and increase the specificity for detecting rec-
tosigmoid deep endometriosis. The ultrasonographer inter-
mittently exerts pressure with the transducer on the
retrocervical tissues or by manual suprapubic compression
with the nonscanning hand. In the absence of disease, free
sliding between the uterus and ectocervical tissue should be
observed. When transvaginal ultrasound is performed
without a sliding sign, DIE is detected with a sensitivity of
36.4 % and specificity was 93.9% [5]. However, with the
addition of the sliding sign, the sensitivity and specificity in-
crease to 69.4 and 98.2 %, respectively [5]. The limitations of
transvaginal ultrasound include difficulty detecting lesions
outside of the pelvis, operator dependency, and reliance on
patients’ ability to tolerate the transvaginal component. The

Figure 2: A transvaginal ultrasound image of an
ovarian endometrioma measuring 3.2 cm.
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presence of pelvic floor tension myalgia, dyspareunia, or
previous trauma can make transvaginal ultrasound difficult
for patients to tolerate.

For patients with suspicion of DIE on pelvic ultrasound or
based on symptoms, advanced imaging in the form of MRI can
be considered. This canbemore costly and time-consuming but
offers the advantages of a large field of view and the ability to
map multiple DIE lesions and it offers a sensitivity of 90%,
specificity of 92%, and accuracy of 90% [14, 15]. MRI protocols
for endometriosis often include axial T1- and T2-weighted im-
ages, coronal T2-weighted images, axial diffusion-weighted
imaging, and gadolinium-enhanced T1-weighted and -delayed
images [16]. MRI has the added utility of evaluating extrapelvic
endometriosis such as the abdominal wall, diaphragm, sciatic
nerve, and thoracic endometriosis. A limitation of MRI is the
reading radiologist experience. A study evaluating radiologists
of varying experience levels and their ability to diagnose
endometriomas and DIE showed that even the performance of

radiologists with up to 2 years of experience in female imaging
was statistically inferior to that of experts [17]. MRI does not
rule out superficial endometriosis, and laparoscopy with his-
tological diagnosis is the best way to rule out disease.

Medical management

Medical therapy focuses on symptom management and in-
cludes nonhormonal and hormonal therapy. Nonhormonal
therapy includes nonsteroidal anti-inflammatory drugs
(NSAIDs); however, studies have shown inconclusive evidence
to conclude that NSAIDs are effective in managing pain caused
by endometriosis [18]. Hormonal treatment includes combined
oral contraceptives (COCs), depot medroxyprogesterone ace-
tate (DMPA), oral progestins, levonorgestrel intrauterine sys-
tems (LNG-IUS), gonadotropin-releasing hormone (GnRH)
analogs, and androgens (danazol), as seen inTable 1. In patients

Table : Medical management and level of evidence associated.

Medical management Types Level of evidence

Nonsteroidal anti-inflammatory
drugs (NSAIDs)

Naproxen
Ketoprofen

Level  evidence:
– Inconclusive evidence to show whether NSAIDs (naproxen) are effective in

managing pain caused by endometriosis [19].
Level b evidence:
– Cyclic dienogest with estradiol valerate compared with oral ketoprofen

reduced dysmenorrhea, intermenstrual pain, dyspareunia [4].
Combined estrogen and progester-
one contraceptives

Continuous combined oral
contraceptive (COC)
Cyclic COC
Transdermal patch
Vaginal ring

Level  evidence
– Ethinyl estradiol 20 μg/drospirenone 3 mg in a flexible extended regimen

reduced endometriosis-associated pelvic pain and reduced the size of
endometriomas compared to placebo [20].

Level b evidence:
– 30 μg ethinyl estradiol and 2 mg dienogest utilized continuously had a

significant reduction in pain from baseline at 3 and 6 months compared to
cyclic use, which only had significant improvement at 6 months [21].

– Cyclic use of combined ethinyl estradiol and 120 μg etonogestrel
contraceptive ring and continuous desogestrel progesterone only pill both
had improvement of dyspareunia and nonmenstrual pelvic pain; patients
utilizing progesterone-only pill showed higher levels of satisfaction [22].

– Continuous use of ethinyl estradiol/etonogestrel vaginal ring and the cyclic
use of ethinyl estradiol and norelgestromin transdermal patch, both had
reduction of pain symptoms [23].

Oral progesterone Cyproterone acetate
Desogestrel
Medroxyprogesterone acetate

Level  evidence
– No difference in dysmenorrhea, deep dyspareunia, and nonmenstrual

pelvic pain between cyproterone acetate vs. continuous COCs [24].
– Medroxyprogesterone acetate (100 mg daily) appeared more effective at

reducing all symptoms at up to 12 months of follow-up compared with
placebo [32].

Level b evidence:
– Both desogestrel progesterone-only pill and desogestrel with ethinyl

estradiol had a significant decrease in chronic pelvic pain and dyspareunia
at 6 months [25].

Depot medroxyprogesterone
acetate (DMPA)

Level  evidence:
– Leuprolide and DMPA both had a significant reduction in pain; however, the

reduction in bone mineral density (BMD) was significantly less with DMPA.
Both groups’ BMD returned to pretreatment levels at 12 months [26].
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with known endometriosis and dysmenorrhea, COCs and oral
progestins have been shown to be effective when compared to
placebo [19, 32]. Intrauterine progesterone devices have also
been shown to be effective in reducing endometriosis-
associated pelvic pain; however, side effects can include
irregular bleeding and persistent pain. Bone loss with a GnRH
agonist/antagonist and DMPA has been reported; however,
bone loss that occurs with DMPA is reversible. Those who are
considering pregnancy after treatment with DMPA should
consider the delay in the resumption of ovulatory cycles with
treatment.

GnRH analogs suppress the signals from the pituitary
gland, allowing for the suppression of estrogen. The GnRH
agonist leuprolide, 3.375 mg every month, is FDA approved
for 6 months, and the GnRH antagonist elagolix is FDA
approved for 24 months of use. Therefore, GnRH analogs
should not be considered a long-term strategy. GnRHanalogs
have been shown to be effective in reducing endometriosis-
related pain [33]; however, they have not been shown to be
superior to COCs [19]. GnRH analogs can have significant side

effects due to downregulation of the HPA axis including hot
flashes, vaginal dryness, and osteopenia. The addition of
add-back estrogen and/or progesterones to GnRH analogs
can reduce or eliminate bonemineral loss, decrease the side-
effect profile, and still provide efficacious treatment of
endometriosis-related pain. Androgenic drugs such as da-
nazol can be effective, however, because side-effect profiles
including acne, hirsutism, and myalgias are more severe
than GnRH agonists/antagonists. Hormonal management
does provide symptom control; however, once hormones are
discontinued, the symptoms usually return.

Superficial or peritoneal endometriosis

Superficial endometriosis is not accurately detected on pel-
vic imaging and consists of peritoneal implants or adhesions.
Surgical treatment of superficial endometriosis includes
ablation and excision. Ablation includes eradication of
endometriosis lesions by laser vaporization, electrosurgical

Table : (continued)

Medical management Types Level of evidence

Levonorgestrel intrauterine system
(LNG-IUS)

mg/device Level  evidence:
– Symptoms and recurrence were controlled in both the LNG-IUS (52 mg/

device) and DMPA groups; however, compliance was higher in the LNG-IUS
group and bone loss was significant in the DMPA group [27].

– Chronic pelvic pain significantly decreased among LNG-IUS (52 mg/device)
users and GnRH analog groups without any difference between both
treatments [28].

Gonadotropin-releasing hormone
(GnRH) analog

GnRH agonist:
– Leuprolide
– Goserelin
GnRH antagonist
– Elagolix

Level  evidence:
– Leuprolide treatment with and without add-back therapy showed higher

reduction in pelvic pain, dysmenorrhea, and dyspareunia than continuous
COC [29].

– Both goserelin and low-dose cyclic OC had a significant reduction in deep
dyspareunia, with goserelin superior to low-dose cyclic OC at linear analog
scale assessment. Nonmenstrual pain and dysmenorrhea diminished in
both groups, without a significant difference [30].

– Based on the limited evidence from one small trial that was at high risk of
bias, there is insufficient evidence tomake a judgement on the effectiveness
of the COC compared with other medical treatments. Only one comparison
was possible, with the medical intervention being goserelin, and the find-
ings cannot be generalised.

– At 3months, a significantly greater proportion of womenwho received each
elagolix dose (150 mg/200 mg) met the clinical response criteria for
dysmenorrhea and nonmenstrual pelvic pain compared to those who
received placebo [33].

Androgens Danazol Level  evidence:
– DMPA 150 mg every 3 months compared to cyclic monophasic oral

contraceptives combined with oral danazol showed that both groups had a
decrease in symptoms; however, the danazol group had a more significant
reduction in dysmenorrhea. Patients in the DMPA group had greater
satisfaction than the those in the danazol group [31].
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fulguration, or desiccation. Excision can include the removal
of a wide margin of peritoneum surrounding the lesion and
radical excision of all suspected implants or peritonectomy.
Endometriosis can be microscopic and therefore present
even when the peritoneum is visually normal [34]. Excision
should be performed instead of ablation because excision
allows for the treatment of deep lesions while ablation
techniques may not penetrate the depth of the lesion or may
injure the underlying structures. Excision provides histo-
logical diagnosis and proof of treatment that can not only
assist in the guidance of future treatment and fertility rec-
ommendations but also provide patient relief because the
diagnosis is clear. Excision can potentially lead to more su-
perior symptom reduction and lower odds of disease
recurrence, especially with early-stage disease [35, 36].

Intestinal endometriosis

Intestinal endometriosis occurs in 8–12 % of individuals with
endometriosis. It is the presence of endometriotic glands and
stroma infiltrating at least the muscularis propria of the in-
testinalwall, as seen in Figure 3. Themost common sites are the
rectum, sigmoid, and ileocecal junction [37]. The small and
large bowel are routinely and systematically evaluated lapa-
roscopically for endometriosis lesions. Currently, there is no
data on medical management targeting specifically bowel
endometriosis. Bowel endometriosis can be managed surgi-
cally with rectal shaving, discoid excision, or segmental
resection. Rectal shaving involves shaving the lesion off the
affected muscularis layer of the bowel and repairing it with a
suture. Discoid excision canbe performed through the removal
of endometriosis lesions from the bowel lumen followed by
closure with a suture or the use of transanal end-to-end anas-
tomosis (EEA) stapler. Referral to colorectal/general surgery for
segmental resection should be considered if lesions are multi-
focal, greater than 3 cm in size, cause significant rectosigmoid

stenosis, infiltrate the rectalmucosa, or involvemore than 50%
of the intestinal circumference [38]. There are many advan-
tages of rectal shaving over discoid excision or segmental
resection including a lower risk of complications such as rec-
tovaginal fistula, anastomotic leak, postoperative bleeding,
bowel stenosis, andpelvic abscess [38, 39].Whencounseling the
patient, the risk of recurrence with rectal shaving must be
weighed with both short-term complications and long-term
postoperative bladder and bowel dysfunction [40] with
segmental resection.

Appendix

Although appendiceal endometriosis is rare in patients un-
dergoing appendectomy for acute appendicitis, patientswith
endometriosis, particularly those with DIE, may experience
rates of appendiceal endometriosis as high as 9.3–39.0 % [41].
One study found that the probability of appendiceal endo-
metriosis in patients with no other positive sites was 6 % and
increased to 56 % when the patient had four or more sites
positive for endometriosis [42]. The signs and symptoms of
appendiceal endometriosis are nonspecific and can include
cyclic and chronic right lower-quadrant pain and melena
[43]. In retrospective studies and case reports, appendiceal
endometriosis has led to complications such as appendicitis,
cecal intussusception, and intestinal perforation [43]. In our
practice, we inspect the appendix at the time of laparoscopy,
and if endometriosis lesions are visualized on or involving
the appendix, we recommend appendectomy to optimize the
benefit of laparoscopic endometriosis excision.

Bladder

Urinary tract endometriosis can involve the bladder, ure-
ters, kidneys, and urethra, with the bladder and uretersmost

Figure 3: An intraoperative image of the small
intestines, with the red arrow pointing to a
superficial endometriosis lesion.
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commonly affected [44]. The prevalence of urinary tract
endometriosis ranges from 0.3 to 12 % in those with endo-
metriosis and as high as 20–52.6 % in those with DIE. Among
cases of urinary tract endometriosis, approximately 85 %
occur at the bladder, specifically the base, and urinary tract
endometriosis can present with dysuria, urinary frequency,
recurrent urinary tract infections, and hematuria [44]. Pre-
operative imaging with computed tomography (CT) or MRI
can identify bladder endometriosis. Cystoscopy can also be
utilized to assess the extent of bladder endometriosis; how-
ever, if lesions are intraperitoneal in location, then lapa-
roscopy is the modality of choice for diagnosis.

Bladder endometriosis can be excised at the time of
surgery, and small injuries at the bladder dome can often be
easily repaired. However, if extensive bladder resection is
necessary or if the planned resection is in close proximity to
or involves the bladder trigone or ureters, then we recom-
mend a multidisciplinary approach with urology.

Diaphragm/thoracic

Diaphragmatic and thoracic endometriosis affects approxi-
mately 1–1.5 % of endometriosis patients [45]. Symptoms such
as cyclic chest pain and shoulder pain, difficulty breathing, and
hemoptysis can occur [45]. Serious sequelae of diaphragmatic
and thoracic endometriosis include hemothorax and catame-
nial pneumothorax, and unfortunately preoperative imaging
such as CT or MRI can be unreliable due to low sensitivity [45].
We recommend systematic evaluation of the abdomen and
pelvis at the time of laparoscopy for endometriosis, starting
with visualization of bilateral hemidiaphragm surfaces. If
there was a high clinical suspicion for diaphragmatic endo-
metriosis preoperatively or if there was previous laparoscopy
demonstrating diaphragmatic endometriosis, endometriosis
excision or diaphragm resection with reconstruction may be
indicated. If a patient has symptoms consistent with chest
cavity endometriosis such as catamenial hemoptysis, a multi-
disciplinary approach with cardiothoracic surgery is recom-
mended for possible video-assisted thoracoscopic surgery
(VATS). If diaphragmatic endometriosis is incidentally identi-
fied at the time of surgery, intraoperative findings should be
discussed and shared decision making should take place to
determine if a staged procedure needs to occur. A cardiotho-
racic surgeon or advanced gynecologic surgeon with training
in diaphragm resection and reconstruction is necessary due to
the high risk for iatrogenic pneumothorax and injury to the
phrenic nerve.

Referral

It is worth considering the referral of patients with symptoms
or imaging concerning endometriosis to a center with
advanced gynecologic surgeonswith amultidisciplinary team
equipped with adjunct surgical and radiologic specialists.
Fellowship training in surgical subspecialities, such as mini-
mally invasive gynecologic surgery, has been shown to
improve surgical quality and can decrease the risk of com-
plications and morbidity [46, 47]. Therefore, if a significant
disease burden with endometriosis is anticipated that is
beyond the expertise or scope of a patient’s obstetrician/gy-
necologist, collaboration with a fellowship-trained gyneco-
logic surgeon is advisable.

Discussion

Endometriosis has a significant burden on our healthcare
system including the costs of surgery, testing, hospitalization,
and medications [5, 48]. A poor quality of life associated with
endometriosis has been shown to predict higher healthcare
utilization and costs, with the stage of endometriosis, the
presence of pelvic pain symptoms, and a longer delay in
diagnosis associated with higher utilization and cost [5]. For
these reasons, psychologic support is crucial, especially for
patients who fail medical or surgical management [49]. Phys-
ical therapyandosteopathicmanipulativemedicine canalso be
utilized as adjunctive therapy for endometriosis-related
musculoskeletal dysfunction [11].

In our experience, endometriosis, particularly advanced-
stage endometriosis, is best managed through a multidisci-
plinary team. A multidisciplinary team composed of a gyne-
cologic surgeon trained in advanced pelvic surgery and
endometriosis, a urologist, a colorectal and/or general surgeon,
a cardiothoracic surgeon, and a radiologist experienced in gy-
necologic imaging increase the likelihood of providing cost-
effective care and delivering adequate, evidence-based treat-
ments [50]. At our institution and at several hospital systems in
the United States, centers for endometriosis have been estab-
lished to care for patients with endometriosis [3].

Conclusions

In conclusion, endometriosis can be a challenging disease to
diagnose due to the variation of presenting symptoms,which
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can lead to delays in treatment. If clinical suspicion for DIE
based on the patient’s presentation is high, imaging with
ultrasound and/orMRI should be obtained. Imagingwill help
to not only prepare for surgery, but also itwill allow formore
in-depth patient counseling, inform provider knowledge of
the extent of disease, and aid in appropriate referral to an
advanced pelvic surgeon with a multidisciplinary team.
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