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ABSTRACT: A patient was diagnosed with ulcerative colitis (UC) in 2010. In March 2015, she had abdominal pain, diarrhea, bloody stool, and
UC has relapsed. In June 2015, pain and sensory disturbance of both lower limbs appeared. Blood flow at the distal femoral artery was not
confirmed with magnetic resonance angiography, and it was diagnosed as bilateral acute inferior limb ischemia. Arterial thrombolectomy with
Fogarty’s balloon catheter was performed and blood flow was improved. The severity of UC was moderate with Mayo score 8. Thrombosis is
considered to be a complication with a high incidence in inflammatory bowel disease. Reports of arterial thrombosis are very rare. It is important
to evaluate the risk of bleeding and thrombosis in active or severe cases in UC and need to do thrombotic prophylactic treatment simultaneously

with UC treatment.
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Introduction

Ulcerative colitis (UC) is a chronic inflammatory bowel disease
of an unknown etiology that is localized to the colonic mucosa.
Chronic inflammation causes various extraintestinal complica-
tions. Venous thrombosis is a relatively common extraintestinal
complication, but arterial thrombosis is a rare complication of
UC. We report a case of bilateral acute inferior limb ischemia
in a patient with UC.

Case Report

A 49-year-old woman was diagnosed as having UC (total coli-
tis and relapsing-remitting types) in 2010. Beginning in
March 2015, she had abdominal pain, diarrhea, bloody stool,
and UC relapse. She was admitted to another hospital from
mid-May 2015 and started induction therapy with predniso-
lone (PSL) 40 mg/d, salazosulfapyridine 8000 mg/d, and aza-
thioprine 50mg/d. The symptoms improved, but remission
was not attained. In June 2015, pain and sensory disturbance
of both lower limbs suddenly appeared. As magnetic reso-
nance angiography (MRA) did not detect the blood flow in
the distal femoral artery, she was diagnosed as having bilateral
acute inferior limb ischemia. For detailed examination and
treatment, she was immediately transferred to our hospital.
After hospitalization, anticoagulation therapy was performed
with heparin and prostaglandin E1; however, the pain in the
lower limb worsened. Thus, arterial thrombolectomy with
Fogarty’s balloon catheter was performed on the following
day. The severe pain was relieved, and the femoral arterial
blood flow was improved on magnetic resonance imaging
(MRI; Figures 1 and 2). On colonoscopy for detailed evalua-

tion, the severity of UC was moderate, with a Mayo score of 8

Figure 1. Magnetic resonance angiogram showing no blood flow in the
distal femoral artery.

(Figure 3). Therefore, PSL 40 mg/d with salazosulfapyridine
8000mg/d and azathioprine 50 mg/d were administered. She
was discharged on the 28th day from admission, with improve-
ment of arterial thrombosis and UC activity.

Thrombosis is considered a complication with a high inci-
dence of inflaimmatory bowel disease.! Although venous
thrombosis is common, arterial thrombosis is a rare condition.
The causative factors of thrombosis are thought to be as fol-
lows: increased number of thrombocytes and abnormality in
the coagulation system according to disease activity. Previous
studies showed that an increased number of thrombocytes was
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Figure 2. Improvement of distal blood flow from the bilateral femoral
artery.
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Figure 3. The sigmoid colon with multiple shallow ulcers with a Mayo
endoscopic subscore of 3.

more frequently found in active or severe cases of UC.2 Of UC
cases, 79% that developed thrombosis were in the active phase.?
In the present case, the number of platelets was increased
(64.6 X 10%/pL on admission) with prolonged inflammation.
On the other hand, the coagulation test results were within the
normal ranges (prothrombin time/international normalized
ratio, 1.10 and p-dimer level, 1.8 ug/mL). Electrocardiography
revealed sinus rhythm, a heart rate of 91bpm, and no prema-
ture atrial/ventricular contraction. Transthoracic echocardiog-
raphy revealed normal left ventricle function, no left atrium
dilatation, and no thrombus. In addition, oral contraception,
smoking, hypertension, dyslipidemia, diabetes, autoimmune
disease, and malignant tumors as predisposing factors to
thrombosis were not identified. Moreover, any accompanying
adverse events of PSL administration were unlikely to match
the onset time, and no blood coagulation disorder occurred

during treatment of UC. From the examination or patient’s
background, the main cause of arterial thrombosis in the pre-
sent case was considered to be the increasing platelet count due
to UC activity. The risk of thrombosis tends to increase in
active or severe cases of UC, and it is important to evaluate the
risk of bleeding and thrombosis and treat thromboprophylaxis
at the same time as UC treatment. Also, high levels of factor
VIII increase the risk of thrombosis.* It can be said that meas-
uring the activity of fibrinogen and factor VIII and confirming
the increase is important for understanding the risk of throm-
boembolism. In this case, we diagnosed arterial embolism by
MRI. An advantage of MRA is that blood flow can be evalu-
ated without using a contrast agent. On the other hand, as for
the MRA limitation, when there is a metal such as a pacemaker
in the body, imaging may not be possible, imaging may take a
long time, and stenosis may be more emphasized due to the
influence of resolution. Attention must be paid to thrombotic
symptoms during the treatment course and thrombus prophy-
lactic treatments such as mechanical prevention of thrombus
by wearing compression stockings or a sequential compression
device for the legs, bedside rehabilitation, and administration
of anticoagulants after hospitalization.>® However, the con-
tinuous anticoagulant therapy after thromboembolism may
increase the risk of bleeding during relapse of UC; thus, along
with UC treatment, continuous anticoagulant therapy should
be considered if needed.
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