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Abstract

Leiomyomatosis peritonealis disseminata (LPD) is a very
rare disease characterized by formation of multiple
smooth muscle tumor or nodules disseminated
throughout the omental and peritoneal surfaces. It is a
benign disease of unknown etiology which usually occur
in women of reproductive age. The tumor may originate
from the mesentery, the omentum and even the
peritoneum covering the abdominal wall. Literatures have
shown the association between LPD and endometriosis.
Some believed the tumors arise from endometriosis foci,
though no evidence to support that. The presentations
are nonspecific and vague. Diagnosis is a challenge and
histopathological examination (HPE) is required to
diagnose LPD. Surgery is the mainstay of treatment.
Prognosis is good even literatures shown that recurrence
is possible after tumor resection.
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Introduction
LPD is a rare benign disease, with an unknown etiology in

women of reproductive age. LPD consists of multiple nodules
adherent to and superficially invading the peritoneum,
mimicking metastatic ovarian carcinoma and it occurs mainly
in premenopausal women. Frozen section examination may
help with the diagnosis, although the final diagnosis relies on
pathological examination.

The possible causes of LPD may be divided into hormonal,
subperitoneal mesenchymal stem cell metaplasia, genetic, or
iatrogenic, following myoma morcellation during laparoscopic
surgery.

Case Presentation
We reported a case of 56 years old lady with history of

TAHBSO for multiple uterine fibroid presenting with abdominal
mass for three months associated with abdominal discomfort
and early satiety. On abdominal palpation revealed a firm and

mobile mass measures 6 cm × 7 cm in the left lumbar region.
No ascites was elicited. Colonoscopy was done show normal
result. Tumor markers (CEA) and LDH were normal [1]. CT
imaging of the abdomen revealed multiple well defined
heterogeneously enhancing interloop soft tissue lesions of
varying sizes with peripheral calcifications with central
necrosis. Patient then was posted for surgery.

Exploratory laparotomy, tumor debulking and omentectomy
were performed. Intraoperatively, we found multiple cystic
lessions varies in size largest 10 cm ×10 cm arising from the
omentum and mesentery. The histopathological examination
reported multiple well circumscribed tumor exhibiting features
of leiomyomata with degenerative changes. Postoperative
period patient went without any complications. Currently
patient is still under our follow up [2,3]. On the latest follow,
up we found that patient having recurrence of the tumor
confirmed with ultrasound findings. She now refused for any
intervention as she is asymptomatic.

Discussion
LPD is a rare disease, with an unknown aetiology. LPD first

discovered in 1952 by WIllson and Peale. LPD consists of many
nodules adhered to each other and superficially invading the
peritoneum and it commonly seen in premenopausal women.
The final diagnosis relies much on histopathological
examination (HPE).

The possible etiology of LPD may be divided into hormonal,
stem cell metaplasia, genetic, or iatrogenic. The finding of PR
and ER expression in the nodules support this hormonal
theory. Literatures reported few case of LPD presented during
pregnancy. One case report shows that LPD presented in
postmenopausal period [4,5].

Conditions where increase endogenous and exogenous
female’s hormones such as in pregnancy and prolonged
exposure to oral contraceptive agents, has been found
indicating that estrogen and progesterone play an important
role in the pathogenesis of LPD. Two cases have been reported
associating the disease with the use of tamoxifen for the
management of breast cancer [6].

Few authors have suggested that LPD results from the
implantation and proliferation of benign smooth muscle tissue
or cells originating from a uterine myoma. Some abnormality
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in the X chromosome and in other chromosomes (17, 12 and 8
chromosomes) may indicate a common pathogenesis between
uterine myomas and LPD. Recently, familial clustering of LPD
has been reported, proposing an autosomal-dominant link
with varying degrees of penetrance. Leiomyomatosis
peritonealis disseminata has also been reported in men.

Preoperative diagnosis is difficult. Leiomyomatosis
peritonealis disseminata usually presented with nonspecific
abdominal pain or discomfort. Rarely they presented with per
rectal or per vaginal bleeding. Most of the patients are
asymptomatic. They also can present with symptoms such as
nausea and vomiting of indigested food material.

Most patient presented late or whenever the tumor already
causing compressive symptoms to adjacent organ. Radiological
imagings are helpful in this situation. Several modalities such
as ultrasonography, computed tomography (CT) and magnetic
resonance imaging (MRI) able to detect the tumor.

The tiny nodules of disseminated peritoneal leiomyomatosis
may also be below the resolution of all radiologic techniques.
This imaging cannot tell the exact diagnosis. On the other
hand, they may suggest the presence of a malignant condition.
A spectrum of features can be seen ranging from multiple solid
subcentimetre nodules like those in peritoneal carcinomatosis
to large solid masses on both ultrasound and CT [7,8].

These masses may show homogeneous or heterogeneous
densities with a variable enhancement pattern simillar to
uterine leiomyomas. Even on magnetic resonance imaging
(MRI), the masses are with a signal intensity simillar to skeletal
and smooth muscle. Biopsies are required for histopathological
examination and confirmation of the diagnosis. Macroscopicly
these tumors are firm, round, white to grey nodules with size
ranging from 0.5 cm to 10 cm in diameter.

Upon cutting the surface, they resemble uterine leiomyoma
with firm, white and whorled architecture. Microscopically, the
round nodules consist of mature fusiform smooth muscle cells
and these cells are arranged in interdigitating fascicles [9,10].
The nodules are lack of mitotic figures or the mitotic index
(MI) is less than 3/10 high power field (HPF).

Cellular atypia, nuclear polymorphy, hyperchromasia, and
tumor cell necrosis are absent in LPD while a leiomyosarcoma
has a higher MI and shows nuclear atypia, tumour necrosis,
and infiltrative growth into adjacent structures/organs (Figures
1-3).

LPD is a benign condition. However, cytological atypia,
nuclear polymorphism, hyperchromasia, tumor cell necrosis
and increased mitotic figures are histological signs of
malignant transformation. Some cases of malignant
transformation in patients suffering from LPD have been
reported and the incidence is unknown. In a review of 103
case reports, Beckers described six cases with malignant
leiomyosarcoma diagnosed shortly after the diagnosis of LPD
was made [11,12].

Figure 1 Ultrasound image demonstrates a well-defined
lesion heterogenous with multiple hypoechoic region within
suggestive of necrosis.

Figure 2 CECT imaging demonstrates a well-defined
heterogeneously enhancing interloop soft tissue lesion
peripheral calcifications with central necrosis.

The treatment of LPD can be devided into surgical and
nonsurgical. Surgery is the mainstay of treatment. However,
there are no firm guidelines in the literature with regard to the
management of these patients.
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Figure 3 Leiomyomatosis peritonealis disseminata nodules
resected from the mesentery and omentum of various size.

Many authors advocate a conservative approach in women
with reproductive age. Reducing exposure to estrogen is
sufficient to cause regression of LPD. LPD exhibits a benign
biological behavior, and the decline in sex hormone levels in
the body leads to regression of the disease Regression of LPD
was reported with hormonal therapy using gonadotropin-
releasing hormone (GnRH) agonists, megestrol acetate, and
danazol. Recurrence of LPD has been reported even after a
radical surgical approach surgical treatment may include
exploration and debulking surgery. Recurrence of LPD has
been reported even after a radical surgical approach.

Conclusion
In conclusion, LPD is very rare and difficult to diagnose.

Diagnosis of LPD should be based on histopathological
examination and imaging studies have a limited role. Surgery
plays a big role in management of LPD. Patients should be
followed carefully after surgery. This is because these tumors,
though benign, could re-grow and cause symptoms or
transform to malignancy.
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