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Abstract

Back ground: One of the known causes of GI bleeding is angiodys-
plasia, which usually causes bleeding over 70 years old patients. 30-
40% of small bowel Angiodysplasia (AD) shows Gastrointestinal (GI) 
bleeding which occurs chronically and repeatedly. 

Case presentation: A 25-year-old patient in 27+6 weeks of pregnan-
cy administered to our hospital with os bleeding. Fetal death in uterus 
was diagnosed with sonography and her initial lab showed hemoglobin 
6.8 g/dl. On the second post operation day of cesarean section, the 
patient complained hematemesis and hematochezia, and her blood 
pressure was measured 80/50 mmHg with heart rate 128/min. 

Sigmoidoscopy and esophagogastroduodenoscopy were immedi-
ately done, and large amount of blood was shown at both stomach and 
sigmoid colon without any active bleeding site. Abdomen CT showed 
active small bowel bleeding with hematoma. Embolization was done 
and successfully blocked active bleeding. After two days, we examined 
capsule endoscopy and found angiodysplasia and ischemic change at 
jejunum. The patient was fully recovered and discharged after 8 days 
of delivery.

Conclusions: Our report shows the rare case of young pregnant 
woman with angiodysplasia experiences massive GI bleeding which 
lead to FDIU. Our case highlights the need for close monitoring of 
pregnant women with bleeding diathesis such as diverticulitis and AV 
deformities during or before pregnancy.
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Background

Angiodysplasia (AD), one of the known causes of Gastroin-
testinal (GI) bleeding, usually causes bleeding in patients over 
70 years old, and 30-40% of cases of small bowel AD show GI 
bleeding, which occurs chronically and repeatedly. In this re-
port, we describe a case of intrauterine fetal death due to small 
bowel AD bleeding in the second trimester of pregnancy.

Case presentation

A patient at 27.6 weeks of pregnancy with chief complaints 
of suspected vaginal bleeding and hematemesis presented to 
our hospital. While the vaginal examination was clear without 
any sign of bleeding, a fetal heartbeat was not detected with 
abdominal sonography, and we diagnosed fetal death in utero. 
The patient’s initial laboratory examinations showed hemoglo-
bin 6.8 g/dl and hematocrit 20.8%. Three hours after her initial 
presentation, the patient underwent an emergency cesarean 
section. Five units of packed RBCs were transfused during and 
after the operation, and the patient’s hemoglobin recovered to 
11.5 g/dl. No particular abnormality was found during the op-
eration.

On the second post-operative day, the patient complained of 
hematemesis and hematochezia with a fully wet pad, and her 
blood pressure measured 80/50 mmHg with a HR of 128 beats 
per minute. No vaginal bleeding was shown when the dressing 
was changed, but the digital rectal exam was positive. An emer-
gent transfusion was started, and within 3 hours of bleeding, 
the hemoglobin had dropped to 4 g/dl. Immediate sigmoidos-
copy and esophagogastroduodenoscopy demonstrated a large 
amount of blood at both the stomach and sigmoid colon with-
out any active bleeding. Abdominal CT showed active contrast 
extravasation and a hematoma at the mid-abdominal small 
bowel, suggesting active small bowel bleeding with hematoma. 
Embolization was done and successfully blocked the active 
bleeding focus with an abnormally dilated and tortuous feed-
ing artery. Two days later, capsule endoscopy revealed AD and 
ischemic change at the jejunum with no active bleeding sites. 
The patient fully recovered after conservative care, and she was 
discharged 8 days after delivery. 

Discussion

Angiodysplasia usually causes GI bleeding in patients over 70 
years old; many studies have shown that the major risk factor 
of AD is age [1]. Of all patients with AD, 1.2-8.0% experience 
upper GI bleeding, mostly located at the stomach and duode-
num [1]. Most cases of UGI AD are asymptomatic, which makes 
them unpredictable. GI bleeding occurs in 30-40% of patients 
with small bowel AD. In cases of symptomatic AD, GI bleeding 
occurs chronically and repeatedly, so it is important to review 
patient history [1]. 

Pregnant women experience hemodynamic changes to sup-
port the uterus and its blood flow. Maternal blood volume in-
creases by about 15% in the first trimester of pregnancy. The 
rate of volume expansion peaks in the mid-trimester, and by the 
third trimester, maternal blood volume is increased by 40-45% 
compared to a non-pregnant woman [2]. 

Pregnant women develop resistance to angiotensin II, pos-

sibly related to an increase in progesterone. About 7-8 liters of 
total body fluid volume is present due to arginine vasopressin 
release and activation of the renin-angiotensin-aldosterone sys-
tem [3]. This, along with NO from endothelial cells, can contrib-
ute to the formation of tortuous, dilated vessels, as seen in AD 
[4]. Both blood volume expansion and hormonal changes can 
precipitate AD, and in turn, the massive bleeding that caused 
FDIU in our case.

Some clinical trials have performed hormonal therapy for 
AD prevention but adversely showed increased risk of vascular 
disease, thrombosis with secondary hemorrhage, and bleed-
ing [5]. Another report demonstrated no significant difference 
between hormonal therapy and placebo groups and concluded 
that hormonal therapy is not appropriate for bleeding preven-
tion [6]. 

The plasma levels of progesterone and estrogen rise during 
pregnancy and reach a hyper-estrogen state at near term [7]. 
The previously mentioned studies support the idea that a hy-
per-estrogen state in our patient enhanced the AD bleeding risk 
[1]. Therefore, the hemodynamic and hormonal changes during 
pregnancy can activate AD. 

Possible methods of AD bleeding prophylaxis include argon 
plasma ablation and pharmacological therapy, both of which 
have limitations. Argon plasma ablation requires that the probe 
approach and visualize all possible sites of bleeding, which 
might not be possible in cases with multiple lesions or lesions 
in the small intestine [1]. Pharmacological therapy includes hor-
mones, thalidomide, and octreotide. Hormonal therapy using 
progesterone and estrogen failed to show efficacy in recent 
studies [6,8]. Thalidomide and octreotide are not recommend-
ed for use during pregnancy [9].

Conclusions

This case report highlights AD caused small bowel bleeding 
in a young pregnant woman. The blood loss was severe and 
eventually caused FDIU. Considering that both AD and bleeding 
caused, our case report suggests that pregnancy is a risk factor 
of massive small-bowel bleeding.
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