Interesting case (small intestinal Crohn’s disease)
A 6-year-old boy with recurrent abdominal pain
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Family history: Ufjiassinlsnriugnssuluaseunia

Perinatal history: 1nsa1a1¢.30 U paanastfnmue 37 1A Wininusniin 3,460 N3y

PE: BT 37° C, PR 112/min, RR 22/min, BP 95/57 mmHg
BW 20.6 kg (P25-50), height 120 cm (P50-75)
HEENT: bilateral puffy eyelids, mild pallor
Abdomen: mild distension, normo-active bowel sound, soft, no tenderness, no mass,
liver and spleen-not palpable, positive fluid thrill and shifting dullness
Genitalia: mild testicular swelling

Extremities: pitting edema 2+ both legs
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CBC: Hb 10.3 g/dL, Hct 35.1%, MCV 72 fL, RDW 19%, WBC 16,260/cu mm (N 35.8,
L 56.6, M4, E1.5, B0.2%), platelets 736,000/cu mm

PT 11 sec, PTT 17.9 sec, INR 0.96
BUN 7, Cr 0.51 mg/dL; Na 139, K 3.8, Cl 108, HCO, 21 mmol/L

TB 0.37, DB 0.12 mg/dL; AST 13, ALT 17, ALP 39, GGT 18 U/L;

albumin 2, globulin 1 g/dL

UA: sp gr 1.006, pH 7, WBC 0-1/HPF; no RBC, protein, glucose, ketone, and bile
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. Inflammatory bowel disease

Gl malignancy.
Intestinal lymphoma

NSAID enteropathy
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Causes of protein-losing enteropathy
1. Erosive gastrointestinal disorders

Erosive gastrointestinal disease
Inflammatory bowel disease
Gut malignancy
Nonsteroidal anti-inflammatory drug enteropathy
Ercsive gastropathy
Acute graft-vs.-host disease
Pseudomembranous enterocolitis
Ulcerative jejuno-ileitis

Intestinal lymphoma

Sarcoidosis "

2. Non-erosive gastrointestinal disorders

Nonerosive gastrointestinal disease
Celiac disease
Hypertrophic gastropathies
Eosinophilic gastroenteritis
Lymphocytic gastritis
Connective tissut# ers

Small intestinal bacteri g

Amyloidosis

3. Increased central venous pressure or mesenteric lymphatic obstruction

Increased interstitial pressure

> Intestinal lymphangiectasia
Congestive heart failure
Consirictive pericarditis
Congenital heart diseases
Fontan procedure for single ventricle
Portal hypertensive gastroenteropathy
Hepatic wenous outflow obstruction
Enteric—lymphatic fistula
Mesenteric venous thrombosis
Sclerosing mesenteritis
Mesenteric tuberculosis or sarcoidosis
Meoplasia involving mesenteric lymph nodes or lymphatics
Chronic pancreatitis with pseudocysts
Congenital malformations of lymphatics
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] (skip lesions, multiple ulcers, edema and erythematous mucosa alternate with
normal mucosa, bowel wall thickening, and focal stricture at jejunum to proximal ileum)

peaTutiantanensanen W laiulseanldeniauania Crohn

Exploratory laparotomy with
intraoperative enteroscopy
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The crypts disclose regenerative change characterized by distortion and
branching

The lamina propria is infiltrated by neutrophils and eosinophils with
increased lymphoplasmacytic cells

The submucosa is edematous and congested
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Intestinal Stricture in Crohn Disease

Pathogenesis

\

ECM
degradation | -

Release of pro ~ |
inflammatory
cytokines & growth
factors from EC

Leukocyte
recruitment &
activation

Cytokines: IL-1, IL-4, IL-6,IL-13,IL-22, TNFO

Growth factors (GF): bFGF, PDGF, IGF-1 and Il

Matrix molecules: hyaluronan, fibronectin

Bacterial products: TLR5 ligands

Tmmﬁﬂum?'wmﬁgﬂwﬁﬂu Crohn disease azifin complication i strictures, fistulas

meluszazingn 20 Tuaelasunisitiase




RISK FACTORS AND PREDICTORS OF INTESTINAL STRICTURE
1 Clinical: age at diagnosis of <40 years, perianal disease at diagnosis, need
for corticosteroids during the first flare
2. Small bowel disease location
3. Environmental: smoking
4. Endoscopic: deep mucosal ulcerations
5. Serological: antimicrobial antibodies

6. Genetic factors: NOD2/CARD15, TNFSF15, 5T5T in - MMP3 gene, rs 1363670
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dmiufjtlae Crohn disease Miiin intestinal stricture faguananivndnfinann fibrotic vise
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Management of CD strictures

Clinical symptoms of intestinal obstruction in Crohn’s disease

)

Assess for radiologic signs of bowel obstruction
Evaluate for active intestinal inflammation

17 Presence of intestinal stricture _l

Active disease No signs of achve”
I Treat anti-inflammatory as disease flare | J
liresume fibrotic stricture
¥ A4
Obstruction
Respo
s‘l e Not resolving
Maintenance Determine stricture location,
therapy Presume fibrotic stricture number, angulation and prior bowel
resection
2 Anastomotic
Small SN el Colonic (ileo-colonic or ileo-rectal)
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Resection
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