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1 8 Crohn Hastalig1 Acil Patolojileri
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GIRIS

Crohn hastaligi (CH) siklikla bagirsaklarda destriiksiyona yol acan
kronik inflamatuvar bir hastaliktir. Agizdan antise kadar tiim gastrointes-
tinal trakt: tutmakla birlikte, en sik tutulum yeri distal ileum ve proksimal
kolondur. Hastalarmn yaklagik 1/3’{inde tan1 aninda striktiir, fistiil ve abse
gibi komplikasyonlar mevcuttur (1). Zamanla hastalarin yaklasik %50’sin-
de cerrahi tedavi gerektirecek komplikasyonlar gelismektedir (2). CH ne-
deniyle ortaya ¢ikabilecek aciller, siddetli Crohn atagi, perforasyon, abse,
intestinal obstriiksiyon, toksik megakolon ve kanama seklinde siralanabilir.
Bu baslik altinda CH nedeniyle gelisebilecek acil durumlar ele alinacaktir.

SIDDETLI CROHN ATAGI

Crohn ataginda hastalar tipik olarak karin agrisi, kanl ishal, istahsiz-
lik, halsizlik gibi semptomlarla bagvururken, inflamatuvar belirteglerde de
(lokositoz, CRP vb.) artis goriilebilir. CH’de hastaligin ciddiyetini deger-
lendirmede Crohn Disease Activity Index (CDAI) ve Harvey-Bradshaw
Indeksi (HBI) kullanilmaktadir. CDAI skorunun >450 veya HBI skorunun
>8 olmasi durumunda siddetli Crohn atagindan bahsedilir (3). Medikal te-
daviye ragmen persistan semptomlarin varligy, yiiksek ates, bulanti-kusma,
peritoneal irritasyon bulgular1 gibi obstriiksiyon semptomlarinin varlig1 ya
da intraabdominal abse varlig1 siddetli Crohn atagini diigiindiiriir.

Crohn atak diisiiniilen tiim hastalarda salmonella, shigella, clostridium
difficile, sitomegaloviriis (CMV) koliti ve Entamoeba histolitica enfeksiyon-
larina yonelik tetkikler istenmelidir (4,5). Batinda hassasiyet, rebound ve
sistemik toksisite bulgular1 olan hastalarda toksik megakolon ve intestinal
obstriiksiyon ekartasyonu agisindan ayakta direk batin grafisi istenmeli ve
enfeksiyoz nedenler mutlaka dislanmalidir, en kisa siire igerisinde hasta-
nin sivi replasmanina baglanmalidir. Yakin elektrolit takibine gore uygun
elektrolit replasmani 6zellikle potasyum diizeyi 4,5 mg/dl tizerinde olacak
yapilmalidir. Tromboza bagli komplikasyonlar i¢in hastaya diigitk molekiil
agirlikli heparin baglanmalidir. Primer hastaliga yonelik intravenoz steroid
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nama olarak ifade edilebilir. Glincel bir vaka serisinde tanim, bazal hemog-
lobin (Hb) degerinden 2 g/dL’lik bir diisiise, hemodinamik instabiliteye
veya Hb’de 9’un altina ani bir diisiis olacak sekilde degistirilmistir (23-26).
Ulserler derinleserek bir damari erode ederek kanamaya yol agabilir ancak
¢ogu hastada aktif bir kanama odag: ya da yapisik bir piht1 gibi kanama
bolgesini tanimlayan kesin bir lezyon saptanmaz ve kanama kaynagi, aktif
inflamasyonun yaygin alanlarina atfedilir (26).

flk yaklasimda, siddetli kanamasi olan tiim hastalarda oldugu gibi; kan
grubu ¢alisiimaly, agresif siv1 restisitasyonu igin santral venoz kateter veya
genis ¢apli intravenéz kateter takilmalidir. Kan replasmani igin hazirliklar
tamamlanmalidir. Nazogastrik tiip ile aspirasyonunda kan tespit edilirse
endoskopi yapilmalidir. Yapilan bir ¢alismada gastrointestinal kanama ile
bagvuran cerrahi adayr olmayan CH hastalarinda infliksimab kullanimu ile
yiiksek mukozal iyilesmeyle birlikte basarili bir sekilde hemostaz saglandigi
gosterilmistir (27). Bu ¢alismadan sonra, ek vaka raporlari ve vaka serileri,
infliksimabin CH’de gastrointestinal kanamanin tedavisinde etkinligini bil-
dirmis, tekrar kanama ve cerrahi gerekliligini azalttig1 gosterilmistir (28).
Kanama odag: tespit edilmeyen hastalarin tedavisinde de infliksimabin po-
tansiyel avantaji tanimlanmugtir.

Endoskopik tedavide tek bagina termokoagiilasyon veya epinefrin en-
jeksiyonu ile birlikte bipolar koagiilasyonla kombinasyon tedavileri de ta-
nimlanmigtir. Hemoklips uygulamasi, inflame ve frajil mukoza varhiginda
sinirli olarak kullanilabilir. Minimal invaziv tedavi, endoskopik tedavi veya
embolizasyondan olusur. Striktiirii olan hastalarda endoskopi uygun olma-
yabilir. Embolizasyonda bagirsak enfarktiisii gibi komplikasyonlar ortaya
¢ikabilir, ancak girisimsel radyolojideki (mikro kateterler, embolik ajanlar
ve mikro sarmallar) son gelismeler komplikasyon oranini azaltmigtir. Bu te-
davi yontemleri ile bagar1 oran1 %81-93 arasinda olup, mortalite oran1 %0-7
arasindadir (29). Endoskopik veya radyolojik olarak tedavi edilemeyen ve
¢oklu transfiizyonla stabilize edilemeyen (>4 eritrosit siispansiyonu/24 saat)
masif kanamali hastalarda veya tekrarlayan masif kanamali hastalarda cer-
rahi tedavi diigtintilmelidir (28).

KAYNAKLAR

1. Cosnes J, Cattan S, Blain A, et al. Long-term evolution of disease behavior of
Crohn’s disease. Inflamm Bowel Dis. 2002;8(4):244-250.

2. Danese S, Fiorino G, Peyrin-Biroulet L. Early intervention in Crohn’s disease:
towards disease modification trials. Gut. 2017;66(12):2179-2187.

3. Peyrin-Biroulet L, Panés ], Sandborn WJ, et al. Defining disease severity in inf-
lammatory bowel diseases: Current and future directions. Clin Gastroenterol He-
patol. 2016;14(3):348-354.e17.



BOLUM 2 Gastrointestinal Sistem

10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

Gisbert JP, Chaparro M. Acute severe ulcerative colitis: State of the art treat-
ment. Best Pract Res Clin Gastroenterol. 2018;32-33:59-69.

Harbord M, Eliakim R, Bettenworth D, et al. Third European Evidence-based
Consensus on Diagnosis and Management of Ulcerative Colitis. Part 2: Cur-
rent Management [published correction appears in J Crohns Colitis. 2017 Dec
4;11(12):1512]. ] Crohns Colitis. 2017;11(7):769-784.

Summers RW, Switz DM, Sessions JT Jr, et al. National Cooperative Crohn’s Di-
sease Study: results of drug treatment. Gastroenterology. 1979;77(4 Pt 2):847-869.
Stidham RW, Lee TC, Higgins PD, et al. Systematic review with network meta-a-
nalysis: the efficacy of anti-TNF agents for the treatment of Crohn’s disease. Ali-
ment Pharmacol Ther. 2014;39(12):1349-1362.

Ford AC, Sandborn WJ, Khan KJ, Hanauer SB, Talley NJ, Moayyedi P. Efficacy of
biological therapies in inflammatory bowel disease: systematic review and me-
ta-analysis. Am J Gastroenterol. 2011;106(4):644-660.

Freeman HJ. Spontaneous free perforation of the small intestine in Crohn’s dise-
ase. Can ] Gastroenterol. 2002;16(1):23-27.

Freeman HJ. Spontaneous free perforation of the small intestine in adults. World
J Gastroenterol. 2014;20(29):9990-9997.

Yamaguchi A, Matsui T, Sakurai T, et al. The clinical characteristics and outcome
of intraabdominal abscess in Crohn’s disease. | Gastroenterol. 2004;39(5):441-
448.

Nguyen DL, Sandborn WJ, Loftus EV Jr, et al. Similar outcomes of surgical and
medical treatment of intra-abdominal abscesses in patients with Crohn’s disea-
se. Clin Gastroenterol Hepatol. 2012;10(4):400-404.

Jeftrey RB Jr, Federle MP, Tolentino CS. Periappendiceal inflammatory masses:
CT-directed management and clinical outcome in 70 patients [published correc-
tion appears in Radiology 1988 Jul;168(1):286]. Radiology. 1988;167(1):13-16.
Thia KT, Mahadevan U, Feagan BG, et al. Ciprofloxacin or metronidazole for the
treatment of perianal fistulas in patients with Crohn’s disease: a randomized,
double-blind, placebo-controlled pilot study. Inflamm Bowel Dis. 2009;15(1):17-
24.

Dewint P, Hansen BE, Verhey E, et al. Adalimumab combined with ciprofloxacin
is superior to adalimumab monotherapy in perianal fistula closure in Crohn’s
disease: a randomised, double-blind, placebo controlled trial (ADAFI). Gut.
2014;63(2):292-299.

Marakis G, Pavlidis TE, Ballas K, Konstantinidis C, Symeonidis N, Sakantamis
A. Surgical emergency for inflammatory bowel disease. Int ] Colorectal Dis.
2007;22(1):93-94.

Rieder E Zimmermann EM, Remzi FH, Sandborn WJ. Crohn’s disease compli-
cated by strictures: a systematic review. Gut. 2013;62(7):1072-1084.

Yamazaki Y, Ribeiro MB, Sachar DB, Aufses AH Jr, Greenstein AJ. Malignant
colorectal strictures in Crohn’s disease. Am J Gastroenterol. 1991;86(7):882-885.
Bettenworth D, Gustavsson A, Atreja A, et al. A Pooled analysis of efficacy, safety,
and long-term outcome of endoscopic balloon dilation therapy for patients with
stricturing Crohn’s disease. Inflamm Bowel Dis. 2017;23(1):133-142.

Qiu Y, Mao R, Chen BL, et al. Systematic review with meta-analysis: magne-
tic resonance enterography vs. computed tomography enterography for evalu-
ating disease activity in small bowel Crohn’s disease. Aliment Pharmacol Ther.
2014;40(2):134-146.



21.

22.

23.

24.

25.

26.

27.

28.

29.

Gastrointestinal Sistem BOLUM 2

Bickelhaupt S, Pazahr S, Chuck N, et al. Crohn’s disease: small bowel motility
impairment correlates with inflammatory-related markers C-reactive protein
and calprotectin. Neurogastroenterol Motil. 2013;25(6):467-473.

Greenup AJ, Bressler B, Rosenfeld G. Medical imaging in small bowel Crohn’s
disease-computer tomography enterography, magnetic resonance enterog-
raphy, and ultrasound: “which one is the best for what?”. Inflamm Bowel Dis.
2016;22(5):1246-1261.

Belaiche J, Louis E, D’Haens G, et al. Acute lower gastrointestinal bleeding in
Crohn’s disease: characteristics of a unique series of 34 patients. Belgian IBD
Research Group. Am ] Gastroenterol. 1999;94(8):2177-2181.

Cirocco WG, Reilly JC, Rusin LC. Life-threatening hemorrhage and exsanguinati-
on from Crohn'’s disease. Report of four cases. Dis Colon Rectum. 1995;38(1):85-
95.

Kim KJ, Han BJ, Yang SK, et al. Risk factors and outcome of acute severe lower
gastrointestinal bleeding in Crohn’s disease. Dig Liver Dis. 2012;44(9):723-728.
Pardi DS, Loftus EV Jr, Tremaine W], et al. Acute major gastrointestinal hemorr-
hage in inflammatory bowel disease. Gastrointest Endosc. 1999;49(2):153-157.
Belaiche J, Louis E. Severe lower gastrointestinal bleeding in Crohn’s disease:
successful control with infliximab. Am ] Gastroenterol. 2002;97(12):3210-3211.
Podugu A, Tandon K, Castro FJ. Crohn’s disease presenting as acute gastrointes-
tinal hemorrhage. World J Gastroenterol. 2016;22(16):4073-4078.

Alla VM, Ojili V, Gorthi J, Csordas A, Yellapu RK. Revisiting the past: intra-arte-
rial vasopressin for severe gastrointestinal bleeding in Crohn’s disease. ] Crohns
Colitis. 2010;4(4):479-482.



