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Summary


We report a case of haematemesis & melaena due to ectopic varices located in the duodenum in a patient with Nash related CLD. Duodenal varices are a rare but potentially serious consequence of portal hypertension in the event of a bleeding. The etiology of duodenal varices can be classified into hepatic (e.g. cirrhosis) or extra hepatic (e.g. portal, splenic or superior mesenteric vein thrombosis). Endoscopic injection sclerotherapy (EIS) and endoscopic variceal ligation (EVL) are widely accepted as primary therapies for esophageal variceal bleeding whereas bleeding gastric fundal varices are usually treated with cyanoacrylate injection or shunt procedures. However there is no widely accepted treatment modality for duodenal varices. In the case presented, we used injection sclerotherapy with ethanolamine oleate, to obliterate varices and control bleeding. A short review on the etiology pathogenesis and management of ectopic varices is presented.
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Introduction

Duodenal varices are a rare but potentially serious consequence of portal hypertension in the event of a bleeding. The etiology of duodenal varices can  be  classified  into  hepatic  (e.g.  cirrhosis) or extra hepatic (e.g. portal, splenic or  superior  mesenteric vein thrombosis). Endoscopic injection sclerotherapy (EIS) and endoscopic variceal ligation (EVL) are widely accepted as primary therapies for esophageal variceal bleeding whereas bleeding gastric fundal varices are usually treated with cyanoacrylate injection or shunt procedures. However there is no widely accepted treatment modality for duodenal varices.
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Figure 1:   EVL of esophageal varices.

 









Case Report

Mrs. Meherunnessa, age 46 yrs known case of NASH related CLD with extra hepatic portal vein obstruction, diabetes mellitus and Sheehan syndrome admit in SHL through ER with the complaints of altered level of consciousness, jaundice, haematemesis and melaena for 3 days. She was a history of ERCP with stenting in CBD for proximal CBD stone 6 months back with cholecystectomy 2003. At first she admits in the ICU of Rangpur medical college and got 6units whole blood. Though condition is not improved and bleeding was continued, patient was referred to SHL ICU for better management. During admission in ICU, patient was drowsy GCS E3M4V4, severely anemic Hb 7.5gm/dl, platelet 57K/ul, icteric bilirubin 4.8mg/dl, ALT 131U/l, AST 130U/l, ALP 307U/l, albumin 1.9gm/dl. She got 2unit of PRBC and 1 unit aphaeresis platelet with inj. stilamin in infusion pump. Bleeding was stopped & her consciousness level improved. She underwent endoscopy found grade3 esophageal varices (Figure 1), congested gastropathy and bleeding duodenal varices (Figure 2). 1st session of sclerotherapy of duodenal varices with EVL of esophageal varices was done.
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Figure 2:  Duodenal varices with active bleeding.






Patient was then shifted to cabin. Inj.stilamin was stopped after 72 hours. She was observed for another 3 days for any haematemesis & melaena. Now she was stable and discharged with advice of 2nd session EVL and sclerotherapy.


Discussion


 Ectopicvaricesarenaturallargeportsystemicvenouscollaterals which appear apart from the gastro esophageal region anywhere in the abdomen [1]. They are usually found in patients with portal hypertension although familial occurrence in the absence of portal hypertension has been reported [2,3]. The prevalence of ectopic varices depends on the technique used for diagnosis and on the etiology of portal hypertension. It is reported to appear in 1% to 5% of cirrhotic patients and up to 20% to 30% of patients with extra hepatic portal hypertension. The location of the varices also depends on the cause of portal hypertension [2]. Duodenal varices are found by angiography in more than 40% of patients with extra hepatic portal hypertension (due to obstruction of the portal or splenic vein). Varices in other sites of the small or large intestine are commonly found in patients with cirrhosis, especially in those with history of abdominal surgery, stomas etc. (e.g. patients with primary sclerosing cholangitis who have undergone colectomy and ileostomy for underlying inflammatory bowel disease). Although commonly present duodenal varices rarely bleed. The first report of bleeding from duodenal varices was presented by Alberti et al. [4]. Bleeding can be fatal and mortality rates may reach 35% to 40% [5-7].


The duodenal bulb is the most common location of duodenal varices. Their frequency decreases at the distal duodenum [8]. They are usually located in the deeper layers of the duodenal wall, in contrast to the submucosal position of the esophageal varices. If they are not endoscopically seen, they have no clinical value, since they never bleed. The afferent vessel of the varix is usually the superior or inferior pancreaticoduodenal vein, the superior or inferior mesenteric vein and sometimes the gastroduodenal or pyloric veins [9]. The efferent vein drains into the inferior vena cava either directly or through the retroperitoneal veins. Duodenal varices seem to have smaller diameter and shorter length than esophageal varices. Wall tension (depending on the vessel size and the portal pressure) seems to be the major determinant of risk of rupture [10]. The formation of duodenal varices depends on the etiology of portal hypertension. In patients with extra hepatic portal hypertension varices spring from portal-to-portal anastomoses connecting afferent branches of the portal vein, upstream of the obstruction. In patients with previous abdominal surgery, adhesions can be formed between the bowel and the abdominal wall or between other abdominal structures drained by the systemic venous circulation. Collaterals, within the wall of the duodenum may open up. Finally, there have been reports of formation of duodenal varices after injection slcerotherapy or ligation of esophageal or gastric varices [11]. This is probably due to post-treatment alterations in the hemodynamic of portal flow.


Management  of  bleeding  duodenal  varices  is  difficult  and depends on local expertise and the cause of portal hypertension. The optimal therapy has been debated in the literature. There are reports of treatment with injection sclerotherapy with different types of sclerosant agents such as ethanolamine, polidocanol, dextrose 50% solution with 3% sodium tetradecylsulfate, polidocanol/thrombin [12,13]. Emergency sclerotherapy has been shown to be useful as a first-line therapeutic measure in the treatment of bleeding duodenal varices. Endoscopic variceal ligation of ectopic varices has been reported [14], but some authors believe that the banding technique is unsafe for large ectopic varices, since the entire varix cannot be banded and there is also a risk of causing a wide defect in the varix after sloughing off the band [1]. Embolization therapy using radiological techniques is an alternative in the short term management of bleeding ectopic varices and controls bleeding in up to 94% of cases [15,16]. However rebleeding rates over 1 year are high. If the patient continues to bleed, options include either using a TIPS or proceeding with surgery. Surgery is preferred in patients with Child-Pugh class A and in patients with extra hepatic portal vein thrombosis. In the review of Khouqeer et al. [6] on the surgical treatment of duodenal varices, the portocaval shunt was the most effective method of preventing recurrent hemorrhage. TIPS are effective in controlling bleeding in the acutephase but up to 50% of TIPS will stenose in 6 months and long-term mortality is high, due mainly to poor liver function [17,18]. Thus TIPS can be used in patients with Child- Pugh class B or C, who are candidates for liver transplantation, if endoscopic or radiological embolization therapy fail.
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