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Introduction

Thromboembolic events are an extra-intestinal manifesta-
tion of crohn’s disease that can cause considerable morbidity 
and mortality.

Studies suggest that patients suffering from Inflammatory 
Bowel Disease (IBD) may be 2 to 3 times more at risk than those 
who do not, with a predilection for occurrence during the active 
phase of the disease.

We report the case of a 13-year-old child diagnosed with 
crohn’s disease revealed by bilateral thrombophlebitis of the 
lower limbs in the pediatric ward B during the year 2023 at the 
CHU Mohammed VI in Marrakech.

Objective: In this case, we report the clinical, paraclinical 
and evolutionary profile of a patient diagnosed with crohn’s dis-
ease revealed by bilateral thrombophlebitis of the lower limbs, 
a potentially serious and frequent complication during IBD. 

Abstract

Thromboembolic events are severe but classic complications of 
chronic Inflammatory Bowel Disease (IBD). They are attributed to a 
pre-thrombotic state induced by the inflammatory activity of this dis-
ease. Most often, these are venous thrombosis of the limbs and pulmo-
nary embolism. Cerebral venous thrombosis is rarely described during 
the course of CD, and remains exceptional as an inaugural manifesta-
tion. We report an observation of Crohn’s disease revealed by bilateral 
thrombophlebitis of the lower limbs.

After confirmation by imaging, the patient’s aetiological investiga-
tion revealed digestive disorders that had been evolving for 6 months, 
with a severe delay in weight and height, prompting a colonoscopy 
confirming the diagnosis of crohn’s disease. The patient was put on an 
antivitamin K anticoagulant, with induction treatment based on partial 
enteral nutrition (Modulen IBD) combined with corticosteroid therapy 
and bi-antibiotic therapy based on metronidazole and ciprofloxacin. 
The evolution was favourable, marked by a clinical-radiological im-
provement, as well as a biological improvement, notably the normal-
ization of the haemostasis balance.

Despite the high risk of thromboembolic events in IBD, data are 
limited and there are no anticoagulation guidelines for paediatric pa-
tients. It is therefore important to study pathophysiological mecha-
nisms, identify incriminating risk factors, and the particularities of 
management and prevention for these patients. 
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Clinical observation

14-year-old child initially admitted for left calf pain evolving 
for 1 month with sensation of heaviness in the leg, with a his-
tory of glairo-bloody diarrhea evolving for 6 months in relapses 
and remissions with no other associated signs, all evolving in a 
context of altered general condition and weight loss not quanti-
fied. 

Clinical examination revealed a pale, hemodynamically and 
respiratorily stable patient, malnourished, with -3DS staturo-
ponderal retardation, and on examination of the lower limbs, a 
palpable, warm, painful subcutaneous linear cord opposite the 
course of the left saphenous vein, with a positive Homans’ sign. 
Examination of the anal margin revealed two vertical anterior 
and posterior anal fissures, with circumferential external hem-
orrhoids and a clean finger pad on rectal examination. 

Biological workup revealed microcytic hypochromic anemia 
of inflammatory origin, prothrombin level 62%, low INR 1.02, el-
evated fecal calprotectin 580 ug/g, positive Anti-Saccharomyces 
Cerevisiae Ac (ASCA).

Doppler ultrasound revealed thrombophlebitis of both lower 
limbs, extending to the subrenal inferior vena cava. 

Abdominal ultrasound revealed circumferential and pancolic 
parietal thickening and thickening of the last ileal loop, asso-
ciated with extensive diffuse infiltration of mesenteric fat of 
probable inflammatory origin. 

Figure 1: Echodoppler of the lower limbs showing an endoluminal 
thrombus in the external iliac vein.

Figure 2: Colonoscopy image showing deep ulcerations and pseu-
dopolyps.

Colonoscopy revealed multiple deep ulcerations with pseu-
dopolyps extending from the rectum to the left colonic angle, 
with swollen, inflamed mucosa bleeding easily.

Pathological examination of colonic and ileal biopsies re-
vealed transmural inflammation with epithelioid histiocytes 
without crypt involvement, in favor of crohn’s disease.

The patient was initially put on induction therapy with par-
tial enteral nutrition.

(Modulen IBD) combined with corticosteroid therapy and 
bi-antibiotic therapy based on metronidazole and ciprofloxacin, 
with anticoagulant treatment based on antivitamin K.

Given our patient’s high level of inflammatory activity, treat-
ment with biotherapy was envisaged, but due to lack of re-
sources, treatment with an immunosuppressant based on Aza-
thioprine was chosen.

The patient’s outcome was favorable, with clinical improve-
ment in the form of regression of pain in the lower limbs, weight 
regain, normalization of transit and healing of anal fissures, as 
well as biological improvement, notably normalization of hemo-
stasis.

Discussion

In addition to digestive lesions, IBD can induce numerous ex-
tra-intestinal manifestations, including thromboembolic com-
plications. Thromboembolic disease is more common in active 
or complicated IBD [1]. However, 30 to 40% of thromboses oc-
cur in the quiescent phase [2-5].

Vascular Thrombosis (VT) is more often venous than arterial, 
dominated by thrombosis of the deep veins of the lower limbs, 
portal veins and cerebral veins [2,6]. Their pathogenesis is prob-
ably multifactorial, resulting from interactions between heredi-
tary and acquired risk factors.

The clinical characteristics of children with IBD and associ-
ated thromboembolic events have been evaluated by retro-
spective studies [7], which highlighted acquired risk factors 
including ileocolonic involvement and disease complicated by 
fistulae, strictures, abscesses and recent surgery in patients 
with crohn’s disease.

Acquired risk factors for thrombosis in IBD include, in addi-
tion to those known in the general population, factors related 
to the disease itself [8], such as inflammation [9,10], impaired 
coagulation and fibrinolysis [11,12], platelet abnormalities 
[13,14], anemia [15], hyperhomocysteinemia [16,17], antiphos-
pholipid antibody positivity [18], malabsorption, surgery and 
drugs [19]. Inherited risk factors include mutations involving 
FVL, factor II (prothrombin G20210A), MTHFR 6777T [20] and 
the PAI-1 gene polymorphism [21], which, although rare in IBD 
patients, increase the risk of thrombosis when present.

Diamond et al [22] showed a high rate of Central Venous 
Catheter (CVC)-related thrombosis in pediatric IBD patients, 
and also demonstrated a decrease in the incidence of CVC-
related thrombosis with the use of prophylactic anticoagula-
tion. In addition, use of a large inpatient database revealed an 
increased risk of thrombosis and infection in IBD patients re-
ceiving parenteral nutrition via CVC [23]. Steroid use has also 
been identified as a risk factor for Venous Thromboembolism 
(VTE). Experimental studies have shown that steroid treatment 
increases coagulation factor and fibrinogen levels [24,25]. In a 
meta-analysis assessing the risk of VTE in IBD patients with or 
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without systemic corticosteroid treatment, a significantly high-
er rate of VTE complications was noted in steroid-treated IBD 
patients than in non-steroid-exposed patients.

The pathogenesis of these thromboembolic events has been 
associated with increased activation of the coagulation cascade, 
impaired fibrinolysis, increased platelet counts and endothelial 
dysfunction [26,27].

Inherited prothrombotic disorders are no more prevalent in 
the IBD population than in the general population [26,28]. In-
terestingly, the majority of patients tested for FVIII had elevated 
levels. FVIII is an acute-phase reagent often elevated in inflam-
matory states and has been shown to be an independent risk 
factor for TVE.

Unfortunately, while there are guidelines for prophylaxis and 
treatment in adults, there are none for pediatric IBD patients 
[29], but only for children with UC, requiring surgery or in pa-
tients at high risk of thromboembolic events [30,31]. In these 
cases, prophylaxis is recommended.

In addition, the latest ECCO/ESPGHAN guideline updates 
since the recent pandemic recommend prophylaxis in all hospi-
talized IBD patients with severe acute colitis, regardless of age, 
due to the additional pro-thrombotic risk associated with coro-
navirus 2019 disease [32].

In fact, it is suggested that the role of factors involved in a 
hypothetical thromboembolic event in children, as well as pre-
vention strategies, still need to be well defined, including an ac-
curate family history of thromboembolic events, careful labora-
tory evaluation of acquired and congenital risk factors, should 
already be performed when evaluating pediatric IBD patients.

Finally, multicenter studies on a larger patient population are 
needed to accurately characterize the role of thromboembolic 
risk factors in children with IBD, and to plan prevention strate-
gies from pediatric age onwards, in order to highlight likely long-
term lesions and the long-term effects of preventive therapy.

Conclusion

Pediatric IBD patients are at risk of thromboembolism, al-
though the absolute risk remains relatively low. The safety and 
efficacy of pharmacological thromboprophylaxis need to be 
further evaluated in this population, taking into account the in-
criminating risk factors.
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