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CLINICAL VIGNETTE

Crohn’s Disease: A Late Presentation of A Common Disease

By Brian S. Morris, MD

Case Report

The patient is a 63-year-old male with hyperlipidemia
and anxiety who presented with six months of nausea
and weight loss. He reported no other GI symptoms.
His prior physician reduced his dose of escitalopram
several months before without change in symptoms.
His symptoms have been worsening and the patient
lost 30 pounds over the last several months.

Past Medical History includes kidney stones and
gout. He had a normal colonoscopy in 2011. Current
medications included only atorvastatin and he has no
known drug allergies.

He does not smoke but drinks 2-3 alcoholic
beverages per week. Family history is significant for
breast cancer, stroke, coronary artery disease, and
type-2 diabetes. He has two healthy children.

His vital signs included blood pressure of 148/86,
pulse 56, normal temperature, height 5 feet 8-1/2
inches, and weight 205.6 pounds. His general
physical examination was unremarkable.

Laboratory included a normal CBC, chemistries,
ESR, thyroid function, transglutaminase IgA, and
endomysial IgA. Stool testing for c-diff toxin was
negative.

EGD and colonoscopy biopsies revealed histological
evidence of ileitis.

General Discussion

Crohn’s disease is an idiopathic multisystem
autoimmune disease characterized by transmural
inflammation of the gastrointestinal tract that can
affect the oral cavity to the anus'. Most cases
involve the small bowel, especially the ileum'. The
incidence of Crohn’s disease is reported between 10-
150 per 100,000 patients’. Crohn’s disease is less
common in Latin America, Asia, and Africa, more
common among Ashkenazi Jews and smokers, and
more common at northern lattitudes®. The peak

incidence of the disorder is in the 20’s to 30’s as well
as 60’s to 70’s*. Men are more likely to present
earlier in life while women are more likely to present
later*.  Patients are commonly misdiagnosed as
having irritable bowel syndrome and diagnosis is
often delayed’. Patients frequently have periods with
active symptoms as well as symptoms-free periods®’.
First degree relatives are 5-10 times more likely to
develop the disease®”’.

Etiology and Pathophysiology

The etiology of Crohn’s disease is not fully
elucidated but genetic, immunologic, environmental,
dietary, and psychosocial factors are involved™".
Affected patients have genetic immunologic
susceptibility which is triggered when the necessary
environmental conditions exist''. Various genes have
been implicated but no single genetic defect has been
identified. Smoking is a risk factor for Crohn’s
disease but is not a risk factor for ulcerative colitis'.
A diet rich in saturated fat and high levels of
psychosocial stress are other risk factors'. The
pathophysiology of Crohn’s disease involves chronic
T-cell and cytokine activation resulting in a complex
biochemical cascade resulting in granuloma
formation, villous blunting, and crypt atrophy''. GI
involvement involves transmural and segmental
inflammation of the intestinal lining’ As the disease
progresses, the lumen can become involved with
obstruction, bleeding, malabsorption, fistulas, or
superinfections’.

Clinical Features

The most common clinical features are abdomen pain
and diarrhea, although a variety of other symptoms
can occurl®. These include nausea, weight loss,
fever, chills, bleeding, anxiety, depression, and
fatigue'*. Abdomen pain can vary in location and
severity but is often relieved by defecation®.
Mucous, blood, and pus may be noted in the stool
particularly if the colon is involved’. Symptoms can
be subtle, resulting in a delay in diagnosis'®. Nausea
and vomiting are the predominant symptoms when
the disease affects the upper to middle small



intestine’. Patients with anal disease tend to have
significant perianal discomfort and malodorous rectal
discharge’. The development of fistulas portends a
poor prognosis with a greater risk of urinary tract
infections and abscesses'’. The most common sites
of inflammation are the ileo-cecal region followed by
the colon, small bowel, rectum, stomach, and mouth’.
The esophagus is not commonly affected’.

Diagnosis and Testing

Differential diagnosis is broad and includes
infections, ulcerative colitis, irritable bowel disease,
ischemia, diverticulitis, gall bladder disease,
carcinoid tumors, Celiac disease, and appendicitis'®.
A definitive diagnosis of Crohn’s disease involves a
combination of clinical, laboratory, radiologic, and
histological testing'®. Laboratory testing is often
nonspecific but suggestive of an inflammatory
condition while radiologic testing can be helpful to
identify anatomic patterns such as fistulas’. Plain
films can assess for obstruction or perforation’. CT
and MRI enterography can assess the small bowel
and are helpful to diagnose fistulas'. Definitive
diagnosis of Crohn’s disease requires biopsy via ileo-
colonoscopy’. Upper endoscopy is often performed
to rule out upper digestive disorders such as
Helicobacter pylori disease’. Serologic tests are
generally unreliable’.

Treatment

The treatment for Crohn’s disease focuses on
achieving the best clinical and histological control of
the disease while minimizing adverse side effects and
complications from medications and surgeries®.
Treatments for inflammatory bowel disease have
improved with new therapies such as biologic anti-
tumor  factor  agents®. Anti-inflammatory
immunosuppressant agents remain the cornerstone of
treatment for most patients*’. Surgical resection of
the affected area is often considered especially when
strictures, abscesses, or malignancies are present’.
Stem cell treatments hold promise and are somewhat
effective in certain patients. Patients with mild
disease begin with less aggressive treatments and
proceed to other treatments if necessary'®. Sicker
patients often start with more potent agents to gain
quicker control of the disease process'®. Treatment
regimens are individualized and typically involve a
combination of medical and surgical treatments over
time'®.  Anti-inflammatory medications are usually
the first-line medical management with biologic
therapies such as anti TNF-a agents being used if
needed”'. Steroids are used for acute exacerbations
but are not recommended chronically®'. The biologic
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agents have shown great promise but carry significant
risks that need to be carefully considered”. The
management of diarrhea is critically important for
these patients. Patients have complicated nutritional
considerations and a consultation with a dietician can
be important to ensure optimal nutritional balance™.

Prognosis and Cancer Risk

The prognosis for these patients depends on many
factors including the extent of the inflammatory
disease  process as well as extraintestinal
complications’. Some patients do quite well while
other patients have a much more difficult clinical
course’. Recently there has been a trend towards
more judicious use of CT imaging’. Colonoscopies
are recommended for cancer surveillance although
the specifics of such recommendations remain
controversial'’.

Clinical Course and Follow-Up

The patient was initially treated with Mesalamine and
a short course of steroids and his condition improved
over a matter of weeks. His nausea resolved and his
appetite returned.

REFERENCES

1. Farmer RG, Hawk WA, Turnbull RB Jr. Clinical
patterns in Crohn's disease: a statistical study of 615 cases.
Gastroenterology. 1975 Apr;68(4 Pt 1):627-35. PubMed
PMID: 1123132.

2. Mekhjian HS, Switz DM, Melnyk CS, Rankin GB,
Brooks RK. Clinical features and natural history of Crohn's
disease. Gastroenterology. 1979 Oct;77(4 Pt 2):898-906.
PubMed PMID: 381094.

3. Lichtenstein GR, Hanauer SB, Sandborn WJ; Practice
Parameters Committee of American College of
Gastroenterology. Management of Crohn's disease in adults.
Am J Gastroenterol. 2009 Feb;104(2):465-83; quiz 464,
484. doi:10.1038/ajg.2008.168. Epub 2009 Jan 6. PubMed
PMID: 19174807.

4. Panés J, Gomollon F, Taxonera C, Hinojosa J, Clofent J,
Nos P. Crohn's disease: a review of current treatment with a
focus on biologics. Drugs. 2007;67(17):2511-37. Review.
PubMed PMID: 18034589.

5. Kornbluth A, Sachar DB, Salomon P. Crohn's disease. In:
Feldman M, Scharschmidt BF, Sleisenger MH,
eds. Sleisenger & Fordtran's Gastrointestinal and Liver
Disease: Pathophysiology, Diagnosis, and Management.
Vol 2. 6th. Philadelphia, Pa: WB Saunders Co; 1998:1708-
34.

6. Nikolaus S, Schreiber S. Diagnostics of inflammatory
bowel disease. Gastroenterology. 2007 Nov;133(5):1670-
89. Review. PubMed PMID: 17983810.

7. Thoreson R, Cullen JJ. Pathophysiology of inflammatory
bowel disease: an overview. Surg Clin North Am. 2007
Jun;87(3):575-85. Review. PubMed PMID:17560413.



10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

Harvey RF, Bradshaw JM. A simple index of Crohn's-
disease activity. Lancet. 1980 Mar 8;1(8167):514. PubMed
PMID: 6102236.

Kappelman MD, Rifas-Shiman SL, Kleinman K,
Ollendorf D, Bousvaros A, Grand RJ, Finkelstein JA.
The prevalence and geographic distribution of Crohn's
disease and ulcerative colitis in the United States. Clin
Gastroenterol Hepatol. 2007 Dec;5(12):1424-9. Epub 2007
Sep 29. PubMed PMID: 17904915.

Jess T, Loftus EV Jr, Harmsen WS, Zinsmeister AR,
Tremaine WJ, Melton LJ 3rd, Munkholm P, Sandborn
WJ. Survival and cause specific mortality in patients with
inflammatory bowel disease: a long term outcome study in
Olmsted County, Minnesota, 1940-2004. Gut. 2006
Sep;55(9):1248-54. Epub 2006 Jan 19. PubMed PMID:
16423890; PubMed Central PMCID: PMC1860022.
Tsianos EV, Katsanos KH, Tsianos VE. Role of genetics
in the diagnosis and prognosis of Crohn's disease. World J
Gastroenterol. 2012 Jan  14;18(2):105-18. doi:
10.3748/wjg.v18.i2.105.  Review. PubMed PMID:
22253516; PubMed Central PMCID:PMC3257437.
D'Souza S, Levy E, Mack D, Israel D, Lambrette P,
Ghadirian P, Deslandres C, Morgan K, Seidman EG,
Amre DK. Dietary patterns and risk for Crohn's disease in
children. Inflamm Bowel Dis. 2008 Mar;14(3):367-73.
PubMed PMID: 18092347.

Reif S, Lavy A, Keter D, Broide E, Niv Y, Halak A, Ron
Y, Eliakim R, Odes S, Patz J, Fich A, Villa Y, Arber N,
Gilat T. Appendectomy is more frequent but not a risk
factor in Crohn's disease while being protective in
ulcerative colitis: a comparison of surgical procedures in
inflammatory bowel disease. Am J Gastroenterol. 2001
Mar;96(3):829-32. PubMed PMID: 11280559.

Wise PE, Schwartz DA. The evaluation and treatment of
Crohn perianal fistulae: EUA, EUS, MRI, and other
imaging modalities. Gastroenterol Clin North Am. 2012
Jun;41(2):379-91. doi: 10.1016/j.gtc.2012.01.009. Epub
2012 Feb 24. Review. PubMed PMID: 22500524.

Fiocchi C. Inflammatory bowel disease: etiology and
pathogenesis. Gastroenterology. 1998 Jul;115(1):182-205.
Review. PubMed PMID: 9649475.

Wilkins T, Jarvis K, Patel J. Diagnosis and management
of Crohn's disease. Am Fam Physician. 2011 Dec
15;84(12):1365-75. Review. PubMed PMID: 22230271.
Cho JH, Brant SR. Recent insights into the genetics of
inflammatory bowel disease. Gastroenterology. 2011
May;140(6):1704-12. doi: 10.1053/j.gastro.2011.02.046.
PubMed PMID: 21530736.

Loftus EV Jr. Clinical epidemiology of inflammatory
bowel disease: Incidence, prevalence, and environmental
influences. Gastroenterology. 2004 May;126(6):1504-17.
PubMed PMID: 15168363.

Panés J, Bouzas R, Chaparro M, Garcia-Sanchez V,
Gisbert JP, Martinez de Guereiiu B, Mendoza JL,
Paredes JM, Quiroga S, Ripollés T, Rimola J. Systematic
review: the use of ultrasonography, computed tomography
and magnetic resonance imaging for the diagnosis,
assessment of activity and abdominal complications of
Crohn's disease. Aliment Pharmacol Ther. 2011
Jul;34(2):125-45.  doi:10.1111/j.1365-2036.2011.04710 x.
Epub 2011 May 25. Review. PubMed PMID:21615440.
Rubin DT, Panaccione R, Chao J, Robinson AM. A
practical, evidence-based guide to the use of adalimumab in
Crohn's disease. Curr Med Res Opin. 2011 Sep;27(9):1803-
13. doi: 10.1185/03007995.2011.604672. Epub 2011 Aug 2.
Review. PubMed PMID: 21809894.

Lim WC, Hanauer S. Aminosalicylates for induction of
remission or response in Crohn's disease. Cochrane
Database  Syst Rev. 2010 Dec 8;(12):CD008870.

22.

23.

24.

Proceedings of UCLA Healthcare
-VOLUME 18 (2014)-

doi:10.1002/14651858.CD008870.
PMID: 21154400.

Burt RK, Craig RM, Milanetti F, Quigley K, Gozdziak
P, Bucha J, Testori A, Halverson A, Verda L, de Villiers
WJ, Jovanovic B, Oyama Y. Autologous
nonmyeloablative hematopoietic stem cell transplantation in
patients with severe anti-TNF refractory Crohn disease:
long-term follow-up. Blood. 2010 Dec 23;116(26):6123-32.
doi: 10.1182/blood-2010-06-292391. Epub 2010 Sep 13.
PubMed PMID: 20837778.

Louis E, Mary JY, Vernier-Massouille G, Grimaud JC,
Bouhnik Y, Laharie D, Dupas JL, Pillant H, Picon L,
Veyrac M, Flamant M, Savoye G, Jian R, Devos M,
Porcher R, Paintaud G, Piver E, Colombel JF, Lemann
M; Groupe Dl'etudes Thérapeutiques Des Affections
Inflammatoires Digestives. Maintenance of remission
among patients with Crohn's disease on antimetabolite
therapy  after  infliximab  therapy is  stopped.
Gastroenterology. 2012 Jan;142(1):63-70.e5; quiz e31.
doi:10.1053/j.gastro.2011.09.034. Epub 2011 Sep 22.
PubMed PMID: 21945953.

Robinson M. Optimizing therapy for inflammatory bowel
disease. Am J Gastroenterol. 1997 Dec;92(12 Suppl):12S-
17S. Review. PubMed PMID: 9395347.

Review. PubMed

Submitted on June 1, 2014



