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Placental polyp: a rare cause of iron deficiency anemia
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ABSTRACT
Placental polyps are defined as pedunculated or polypoid fragments of placenta
or ovular membranes retained for an indefinite period of time into the uterus after
abortion or child birth. An important cause of retention is placental accretism, an
abnormal adherence of the placenta into the uterine wall. Chronic cases are rarely
reported in the literature. In these cases, the placental retention in the immediate
postpartum is not followed by heavy bleeding what makes the diagnosis
challenging. We report a rare case of iron-deficiency anemia in a multiparous
29-year-old female patient two years after the last delivery. She sought medical
care with clinical symptoms of anemia and recent menses alterations. There
was no history of abortion. On gynecological examination, there was a twofold
enlarged uterus, and the pelvic ultrasound revealed an image compatible with an
endometrial polyp. She underwent open hysterectomy because of uncontrollable
bleeding followed by hypotension after curettage. The histolopathologic
examination revealed a partially hyalinized and necrotic placental polyp.
Keywords: Iron deficiency; Anemia; Uterine hemorrhage; Placenta accreta; Hysterectomy.
CASE REPORT
A 29-years-old, previously healthy, female
patient sought medical care because of palpitations,
breathlessness and the feeling of near syncope. She
complained of dyspnea on moderate exertion and
slight lower limbs edema during the last week. She
also reported a significant increase in the menstrual
flow, with large amounts of blood clots, what was
out of her regular menses. She had been prescribed
intramuscular progesterone every three months for the
last two years as the contraceptive method, receiving
the last dose seven months ago. Patient denied having
noted any other bleeding site. She did not present
any comorbidity, drug allergies, smoking or alcohol

consumption. She had an obstetric history of five
pregnancies, one of them a twin gestation, five vaginal
deliveries. She did not follow adequate prenatal care
in any of the five pregnancies. She has been recently
diagnosed with anemia when it was prescribed oral iron
supplementation. The physical examination showed
a pale, hydrated, anicteric, afebrile (T = 37.1 °C)
patient. The respiratory rate was 16 rmpm, pulse
oxymetry = 98%, heart rate = 90 bpm with symmetrical
and rhythmic pulse, blood pressure = 115 × 60 mmHg.
There were no clinical signs of heart failure. On
cardiac auscultation, a systolic murmur in the mitral
area was evidenced. Lung and abdominal examination
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were unremarkable. Laboratory tests are listed in
Table 1 and 2. Ascaris lumbricoides was detected
in a stool test.
The bimanual gynecological examination
was painless while evaluating the adnexa as
well as mobilization of the cervix. The uterus was
retroverted and twofold increased in size. The
specular examination revealed neither bleeding
discharge from the cervix nor any free fluid collected
in the cul-de-sac. The transvaginal ultrasonography
showed an increased uterine volume 254 cm3 (normal
range = 180 cm3)with an echogenic mass in the inner
lining of the uterus, measuring 5.2 × 3.6 × 2.9 cm,
comprising blood vessels in its interior, which could
correspond to a polyp. Urinary pregnancy test (total
human chorionic gonadotropin) was negative.The
patient was treated with red blood cells transfusion
and albendazole 400 mg single dose. During the
hospital stay, she restarted the genital bleeding
which dropped the hemoglobin level to 5.4 g.dL–1. A
surgical approach was attempted. Hysteroscopy was
performed showing an irregular endometrial cavity
with a polypoid formation on the anterior wall and a
sessile mass on the fundus. The tubal ostia could not
be visualized. Curettage product revealed a moderate
amount of friable, amorphous and fetid material.
The curettage was immediately followed by an
uncontrolled heavy bleeding which ensued a severe
hypotension. A total abdominal hysterectomy was
undertaken allowing clinical stabilization. The surgical
specimen examination showed a sessile, friable and

fetid mass adherent to the myometrium (Figure 1).
Pathological examination detected a fragment of
partially necrotic placenta accreta measuring 3.0 cm in
the greatest diameter in the uterine fundus, consistent
with a hyalinized placental polyp. The histology
of the polyp was composed primarily of necrotic
and hyalinized placental chorionic villi, but also of
areas with preserved trophoblast, which penetrated
superficially the myometrium (accretism). An acute
polymorphonuclear inflammatory infiltrate and areas
of hemorrhage with fibrin were observed along with
necrotic areas. The surrounding endometrium showed
chronic inflammatory infiltrate with plasma cells and
granulation tissue (Figure 2).

Figure 1 – Longitudinal section of formalinfixed uterus, showing a 3.0 cm polypoid mass
at the fundus. Observe a thickened myometrium
compatible with multiparity.

Table 1 – Laboratory tests
D0

D5

VR

D0

Hemoglobin

4,8

3,9

12,3-15,3 g%

Hematocrit

15

13

36,0-45,0%

D5

VR

PT

91

70-100%

APTT

0,99

<1,25

13

5-25 mg.dL–1

MCV

78

77

80-96 fL

MCH

26

24

27,5-33,2 pg

BUN

6

RDW

15,6

17,7

11-16 %

Creatinine

0,7

Leucocytes

16.200

11,900

4,4-11,3 103/mm3

Mielocytes

1

0

0%

Sodium

136

134

136-146 mEq.L–1

Rods

7

2

1-5%

Potassium

3,9

4,5

3,5-5,0 mEq.L–1

Segmented

75

70

45-70%

Total bilir

0,17

0,3-1,2 mg.dL–1

Eosinophils

0

1

1-4%

ALT

16

9-36 U.L–1

Basophils

0

0

0-2,5%

AST

21

10-31 U.L–1

Linfocytes

7

0

18-40%

LDH

142

120-246 U.L–1

Monocytes

5

Glucose

96

70-99 mg.dL–1

Platelets

380.10

TSH

0,9

0,55-4,78 mcUI.mL–1

4
3

499.10

2-9%
3

150-40010 /mm
3

3

0,4-1,3 mg.dL–1

D0 = admission Day, D5 = fifth hospital Day, MCV = mean cospuscular volume, MCH = mean corpuscular hemoglobin, RDW = red cell distribution width, PT = prothrombin time, APTT = activated partial thromboplastin time, BUN = blood urea nitrogen, ALT = alanine aminotranspherase,
AST = aspartate aminotranspharese, LDH = lactate dehydrogenase, TSH = thyroid stimulating hormone.
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Figure 2 – Photomicrographs of the placental polyp: A - (HE-100x) placental villous with central fibrosis and
hemorrhagic areas on the right; B - (HE-100x) detail of accretism with villi penetrating directly through the
myometrium, without interposition of decidua; C - (HE-200x) area of necrotic villi with acute polymorphonuclear
inflammatory infiltrate; D - (HE-400x) surrounding endometrium with lymphoplasmacytic inflammatory
infiltrate and proliferation of capillaries.
Table 2 – Iron metabolism tests and reticulocytes

membranes retained for an indefinite period of time
into the uterus after abortion or child birth.

VR
Serum iron

6

37-145 mcg.dL–1

Transferrin

291

250-410 mcg.dL–1

Ferritin

68

10-291 ng.mL–1

Saturation of transferrin

2

20-50%

Reticulocytes

50,000

24,000-84,000/mm3

Serum HCG was retrospectively dosed in a
frozen stored sample resulted in 184.7 mUI.mL–1
(normal range = <10 mUI.mL–1). The postoperative
period was uneventful and the patient was discharged
on the third postoperative day.

DISCUSSION
Placental polyps are defined as pedunculated
or polypoid fragments of placenta or ovular

Baer was the first to recognize this condition
in 1884 and since then some cases have been
reported in the literature.1-5 Polyps can arise from
placenta accreta, gestational trophoblastic disease
and choriocarcinoma. An important cause of retained
placenta is the accretism which consists in the
abnormal adherence of the placenta into the uterine
wall. It is believed that uterine atony combined with
placenta accreta contributes to placental polyps
development.1,6
The disease is classified according to the
depth of trophoblastic tissue invasion, which can
be superficial in the myometrium (placenta accreta)
invade the myometrium in depth (placenta increta)
or penetrate to or through the uterine serosa with or
without invasion of the surrounding organs (placenta
percreta).7
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About 80% of cases of placental polyps
derived from placenta accreta,8 as in the present case
report. There are numerous risk factors for placenta
accreta and its incidence has been increasing in
recent decades. The most important risk factor for
placenta accreta is the placenta previa associated
with the presence of uterine scar derived from
myomectomy, cesarean deliveries and curettage.9,10
Maternal age, multiparity, smoking during pregnancy,
hypertension during pregnancy, endometrial defects
are other risk factors.9,11-13
The clinical picture of placenta accreta usually
involves massive hemorrhage in the immediate
postpartum and may lead to hypovolemic shock
and death, usually demanding interventions that
range from curettage to total hysterectomy. Other
complications are the invasion of organs like the
bladder, ureters, and neurovascular structures,
consumptive coagulopathy, adult respiratory
distress syndrome, renal failure, infection and
thromboembolism.14,15 Usually, the clinical suspicion
of placenta accreta is made by the ultrasonographic
examination performed during the second or third
trimester of the prenatal period. The findings, in
ultrasound examination, associated with placenta
accreta are: loss of the hypoechoic image in the
retro placental area, the presence of many round
and linear vascular lacunae which produce a ‘‘motheaten’’ appearance to the placenta, placental tissue
or blood vessels crossing the uterus placental border;
reduced myometrium thickness (less than 1 mm)
and the presence of lacunae that exhibit marked
turbulent blood flow by color doppler scanning.16-18
In chronic cases, the placental retention usually
does not cause massive bleeding immediately after
child birth, which indeed makes the diagnosis very
difficult. Chronic cases are scarce in the literature and
are characterized by pelvic pain; mild or moderate
bleeding in the postpartum that may require some
medical intervention19 and puerperal infections.
The time for diagnosis is extremely varied
ranging from days to years after delivery or abortion.
In the case reported here, as some others in the
literature, total human chorionic gonadotropin (HCG)
was detected in the blood in low level, suggesting
that the polyp can maintain placental endocrine
activity with gestational cytoplasmics markers.20
The placental membranes are normally reabsorbed
by macrophages and leukocyte degranulation in
the affected area. 21 During the menstrual cycle
there is a marked neutrophil infiltration into the
endometrial tissue, mediated by interleukin 8 (IL-8),
their degranulation takes part in the endometrial
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sloughing. 22 It is reported that chorionic cells
synthesize and release IL-8, being inhibited by the
administration of medroxyprogesterone acetate,22
what could explain the retaining of placental tissue
observed in the present case, where this hormone
has been prescribed after her last child-birth.
It is known that iron deficiency is the most
prevalent nutritional scarcity in less-favored social
classes. Thus, the first hypothesis to explain the
detected iron-deficiency anemia was attributed to
low food intake as well as by multiparity and lack of
medical follow-up, which are significant causes of iron
depletion.23-26 Excessive menstrual bleeding is another
cause of anemia in women during menacme27-29 and
it was also taken in account because of the recent
change in the patient’s menstrual pattern. Adult
women have less storage iron, depending upon the
extent of menses, pregnancies, deliveries, lactation,
and iron intake. The perception about the menstrual
cycle may be variable29,30 explaining the chronic iron
deficiency in women without gynecologic complaints.
In the case reported here we hypothesized that the
patient did not realize how intense her menstrual
bleedings were. Moreover, she has never followed
prenatal care or any regular consultation, despite the
multiparity and lactation. Only when the symptoms
of anemia caused restrictions in her daily activities,
she sought medical attention, otherwise she would
probably neglect the menstrual pattern change.
For this reason, we call attention for
gynecological, nutritional and social evaluation in
the setting of an iron-deficiency anemia.
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