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LCERATIVE colitis is a chronic inflammatory 

disease characterized by diffuse mucosal 

inflammation involving the rectum and extending 

proximally to involve all or part of the colon. A 

step-up approach for medical therapy is routinely applied, 

from 5-aminosalicylic acid (ASA) compounds, corticosteroids, 

immunomodulators, and biologics.1 Thrombosis, mainly 

venous, is a rare and well-recognized extra-intestinal 

manifestation of inflammatory bowel disease.2 In this 

article, we report the use of thrombolytic and antithrombotic 

therapy for the venous thrombosis in a 55-year-old male 

patient with refractory and active ulcerative colitis with 

excellent outcome. 

CASE DESCRIPTION 

A 55-year-old man who had no family history of 

ulcerative colitis, coronary heart disease, or thromboembolism 

was diagnosed with ulcerative colitis in the year of 2002. 

Despite the upgraded treatment from 5-ASA compounds to 

corticosteroids, the diseased region gradually enlarged 

from the rectum, sigmoid, the left colon to the transverse 

colon (Figs. 1, 2). Laboratory test showed platelets counts 

at 340×109/L, 371×109/L, and 477×109/L in 3 measurements. 

Since April 2012, he had been having 8-10 watery stools 

every day, sometimes with blood. Colonoscopy showed the 

mucosa was successively hemorrhagic, edematous and 

ulcerated with sporadic inflammatory polyps beyond the 

transverse colon near splenic flexure. 

The condition of the patient improved after oral 

administration of steroids but worsened when steroids 

were stopped. Considered as steroid-dependent, he 

started to take 100 mg azathioprine and the dose of 

prednisolone was increased to 40 mg. After two months of 

treatment, he still had 5-8 bloody and watery stools per day. 

Since December 2012, he had shifted to be treated with 

methotrexate and joined an experimental study on 

AnDeKang adsorption blood purifier, after which the stool 

became better. 

Because of flare up of ulcerative colitis from July 2013, 

he started to have frequent blood-stained and watery 

stools again, more than 10 times daily with a complaint of 

abdominal pain and swelling of the left lower limb. He was 
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admitted to Third Affiliated Hospital of Guangzhou Medical 

College. Laboratory test showed a rise in high-sensitivity 

C-reactive protein (hs-CRP) to >15 mg/L and in 

erythrocyte sedimentation rate (ESR) to 26 mm/hour. The 

physical examination showed pitting edema and pain at 

the left lower limb below the knee joint. Duplex 

ultrasonography revealed no flow in the left common iliac 

artery, external iliac, common femoral, superficial femoral, 

and popliteal veins (Fig. 3). Catheter directed thro- 

mbolysis of popliteal vein and common iliac vein was 

performed. Laboratory data including blood routine and 

blood coagulation were normal. The patient, after the 

discharge, was treated conservatively with warfarin 2.5 

mg/day. He received thrombolysis, vascular intervention 

and anticoagulant, with an additional expectation that his 

colitis would benefit from this treatment and blood-stained 

stools and abdominal pain became stable, besides, the 

thrombosis of the left lower limb was cured. In follow-up, 

the patient had been treated with warfarin 2.5 mg/day and 

mesalazine (Etiasa) 3 g/day until September 2014. The 

blood-stained stools and abdominal pain were fully 

controlled. Colonoscopy showed that the mucosa was 

distributed sporadically with inflammatory polyps and 

partly congestive and edematous beyond the transverse 

colon (Fig. 1) with normal blood routine result, hs-CRP, 

and ESR.

 

 
Figure 1. Colonoscopy in 2008 of a 55-year-old male patient of ulcerative colitis shows that the mucosa is successively hemorrhagic, 

edematous and ulcerated with sporadic inflammatory polyps beyond the transverse colon nearly splenic flexure. 

Colonoscopy in 2014 shows that the mucosa is distributed sporadically with inflammatory polyps and partly congestive 

and edematous beyond the transverse colon. 
 

 
Figure 2. Histopathology of the colonic mucosa shows inflam- 

matory cell infiltration of neutrophils, lymphocytes 

and plasma cells, and crypt atrophy, all typical 

features of ulcerative colitis. (HE×400) 

 
Figure 3. Duplex ultrasonography reveals no flow in the left 

common iliac artery, external iliac, common femoral, 

superficial femoral, and popliteal veins. 
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DISCUSSION 

Several procoagulant abnormalities have been reported in 

patients with inflammatory bowel diseases. Thromboembolic 

complications are three-fold more likely in ulcerative colitis 

patients than in controls and the relative risk exceeds 15 

times during disease flares.3 The thrombi are most often 

venous in origin rather than arterial, and pulmonary 

embolism is most commonly caused by deep venous 

thrombosis. More than half of these cases occur during 

disease exacerbations.4 

The etiology of thromboembolic complications in 

patients with ulcerative colitis is thought to be multi- 

factorial and related to acquired factors as well as inherited 

risk factors.5 Causes of hypercoagulable state in ulcerative 

colitis are complex, including increased procoagulants, 

decreased anticoagulants, depressed fibrinolysis, platelet 

abnormalities, endothelial dysfunction and immunological 

abnormalities.6 Other risk factors that may play a role in 

thrombotic complications are corticosteroid therapy, 

dehydration, immobilization, iron deficiency, increased 

homocysteine, B12 deficiency and infections.7 Besides, all 

components of the coagulation cascade are thought to be 

involved in the pathogenesis of thromboembolism. The 

increased levels of tumor necrosis factor, interleukin-6, 

factor V, factor VIII, fibrinogen, fibrinopeptide A and 

enhanced expression of CD40 ligand on platelets are 

thought to play an important role by promoting a 

prothrombotic state.8 Therapy should thus focus on 

preventing the evolution of hypercoagulable state and 

providing protection against embolic potential. 

In conclusion, in this case the patient had no coronary 

heart disease or thromboembolism, so we can conclude 

that venous thrombosis was related to the hypercoagulable 

state during the ulcerative colitis exacerbations. With 

thrombolysis, vascular intervention and anticoagulant, the 

severe active and refractory ulcerative colitis could be 

controlled. Though clinical experience in thrombolytic and 

antithrombotic treatments for ulcerative colitis is very 

limited, the presence of hypercoagulable conditions should 

be always considered an indication for thrombolytic and 

antithrombotic treatments in ulcerative colitis patients. 
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