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Oesophageal Module 

Mrs Bennett a 65 year woman presents with dysphagia. Endoscopy showed:
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What is the diagnosis?


Oesophageal subepithelial lesion
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Discuss the differential diagnosis of an oesophageal subepithelial lesion?


· Leiomyoma- is the commonest cause of subepithelial lesions in oesophagus. These are benign mesenchymal tumours of the GI tract. They usually occur in the distal third of the oesophagus. 


· GIST- are mesenchymal tumours originating from the interstitial cells of Cajal (ICCs) inside the muscle layer


· Lipomas- are benign tumours of adipose tissue arising from the submucosa. Endoscopically, they are usually seen as a smooth bulge with a yellowish hue and normal overlying mucosa. A 'pillow sign' can be detected by pushing the biopsy forceps into the soft tumor, leaving an indentation.


· Duplication cysts- are congenital abnormalities that develop as the result of an error in recanalization of the embryonic gastrointestinal tract.  Duplication cysts may be contained within the wall of the GI tract or may be extrinsic, often closely adhered to the wall of the gut.  


Discuss the role of biopsy in oesophageal subepithelial lesions?

Endoscopic biopsies are unhelpful in diagnosing the aetiology of a subepithelial lesion. 


Discuss the diagnostic work up of an oesophageal subepithelial lesion?


Endoscopic ultrasound is the investigation of choice in diagnosing the aetiology of an oesophageal submucosal lesion. Further EUS guided FNA helps in establishing a histologic diagnosis.


CT scan may be an alternative in units where EUS is not available. It may help if the lesion is large; however it is not as sensitive as EUS.


Discuss EUS for subepithelial lesions of GIT?

EUS plays a pivotal role in the description, diagnosis, and management of these lesions. EUS can distinguish intramural lesions from extrinsic compression, and can often accurately diagnose the nature of these lesions by their echo characteristics and wall layer of origin.  Thus GIST and leiomyomas arise from the muscle layer and are hypoechoic. The lipomas arise from the submucosa and are bright or echogenic.


Discuss the EUS characteristics of oesophageal subepithelial lesions?

Leiomyomas are generally more homogeneous lesions and lacks findings of cystic spaces and irregular borders on EUS examination, which are features more often found in GISTs. However, leiomyomas can sometimes be indistinguishable from GISTs. Therefore, tissue diagnosis should be sought


Lipomas appear as hyperechoic, homogeneous lesions arising from the submucosa. The diagnosis can often be made by their endoscopic appearance alone. In those lesions where the diagnosis is uncertain, EUS can be helpful. Because of their classic, characteristic EUS appearance, fine-needle aspiration is not necessary for diagnosis. 


Duplication cysts- appear as round, anechoic lesions arising from the oesophageal wall or may be extrinsic to the gastrointestinal wall. These cysts may contain thick mucinous material, septations, fluid levels, or debris. EUS characteristics alone are usually sufficient for diagnosis. If the diagnosis is in question or there is suspicion of malignancy, fine-needle aspiration may be done.

Discuss the clinical manifestations of oesophageal subepithelial lesions?

The majority of subepithelial tumors are asymptomatic and often are found incidentally during endoscopy or radiologic examinations performed for other reasons. Large lesions may cause dysphagia.

Discuss the management? 

Surgical resection is recommended in cases of symptomatic leiomyomas or lipomas. Asymptomatic tumors do not require any intervention or endoscopic follow-up. 


Management of GIST (link to GIST)

Duplication cysts- are usually found incidentally on endoscopy or radiographic imaging.   There is no consensus regarding the management of asymptomatic duplication cysts. Management options range from performing surgical resection to prevent future complications (dysphagia, haemorrhage, perforation etc) to periodic follow-up with EUS. Symptomatic cysts can be treated surgically with resection or marsupialization. They can also be treated successfully endoscopically using fine-needle aspiration.

Discuss the layers of GI tract seen on EUS?


EUS provides high resolution imaging of the GI tract by producing an image of the GI tract wall consisting of five sections or layers. These layers correspond to the five distinct histologic layers of the gut wall:


· The innermost layer (lumen) is hyperechoic or echogenic, and is attributed to the initial echo-interface between the ultrasound waves, the GI tract mucosa, and surrounding fluid.


· The second layer is a hypoechoic or dark band that corresponds to the actual mucosa

· The third layer is a hyperechoic or bright echo that corresponds to the submucosa.


· The fourth layer represents the muscularis propria and is depicted as a hypoechoic.


· The fifth layer, which is seen as a hyperechoic or bright echogenic band, is the serosa in the stomach, duodenum, and rectum and the adventitia in the oesophagus.

Further reading


Link to GIST module

Image courtesy of www.gastrointestionalatlas.com
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Miss Ferguson, 23 year old student presented with bloody diarrhoea. Her endoscopy showed
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What is the diagnosis?


Moderately active colitis 


The picture shows loss of vascular pattern, erythema, granularity and small ulcers


Discuss the endoscopic features of Crohn’s disease?

Crohn's disease (CD) can affect any part of the GI tract.   The commonest involvement is ileocaecal (approx 50%) and then small bowel involvement alone (30% approx). Colonic Crohn's disease without small bowel involvement is less common (5–25%). 

Endoscopic features include: 

· Ulcers- aphthous ulcers is the most characteristic finding in CD. Aphthous ulcer is a small (max 5mm) superficial ulcer surrounded by a characteristic tiny rim of erythema. They may enlarge and give rise to larger and deeper ulcerations of various shapes: longitudinal, tortuous or serpiginous ulcerations.


· Cobble stoning- The mucosa lying between long linear ulcerations can be normal or very oedematous, reddish and hyperplastic, almost polyp like. This is referred to as the cobblestone appearance

· Patchiness- segmental affection with other areas completely spared (i.e. skip lesions)

· Transmural inflammation may cause strictures and fistulae

· Quiescent disease: it shows diminished or disturbed vascular pattern. In patients with more extensive disease healing may be more irregular and hypertrophic zones may alternate with areas of atrophy. This gives rise to the so called pseudopolyps. 


Discuss the endoscopic features of UC?


The inflammation in UC extends typically from the anal verge up to a variable distance, which can change during the course of the disease. A large Scandinavian study showed that up to 40% of the patients had extension of their disease. Patients with initial extensive colitis showed regression over time in 44%. 


Endoscopic appearances 


· The inflammation is continuous and circumferential from the anal verge up. 


· The mucosa shows 


· Decreased or absent vascular pattern


· Oedema (causes shiny appearance)

· Erythema (reddening of the mucosa)


· Granularity (micro nodular mucosal surface)

· Friability (Bleeding mucosa either at contact or spontaneously)

In moderate UC, one can appreciate 

· Erosions (Small superficial defect in the mucosa, of a white or yellow colour, with a flat edge) and micro ulcerations.


In more severe attacks shallow ulcerations may develop. Only rarely do deeper ulcerations and luminal narrowing occur. 


· Signs of chronic inflammation and healing- pseudopolyps and an attenuated or loss of vascular pattern.  


How do you differentiate UC and CD?


A complete colonoscopy generally allows a correct differentiation between Crohn's disease, ulcerative colitis, and 'indeterminate colitis' in the majority.   


The most distinctive endoscopic features in the differential diagnosis are discontinuous involvement, anal lesions, and cobble stoning of the mucosa for Crohn's disease and erosions, micro ulcers, and granularity for ulcerative colitis. 


Some patients show abnormalities that are suggestive of both conditions. Most of the patients have an UC-like endoscopy with one or more features possibly suggesting Crohn's disease. These so-called 'indeterminate features' included anal abnormalities (such as skin tags, an unusual fissure or an abscess), rectal sparing, skip areas, and deeper ulcerations. In these patients, the term 'indeterminate colitis' should be used as a reminder that the differential diagnosis is not completely clear. 


Discuss the endoscopic assessment of the severity of IBD?

The correlation between endoscopic severity and clinical activity is often poor in Crohn's disease but NOT in ulcerative colitis. 


UC: Several endoscopic scoring systems have been developed.  Rutegard scoring system:


0- Normal


1- Non visible vessels, friability


2- Ulcers, single or scattered


3- Confluent ulcers with pus


Endoscopic assessment of severity in CD is unhelpful as it correlates poorly to clinical activity.


Discuss endoscopic assessment post surgical resection in CD?

One of the most underutilized applications of endoscopy in CD is the assessment of the ileocolonic anastomosis following resection. The endoscopic appearance of the ileocolonic anastomosis 6 months following surgery can be used to risk-stratify patients, helping identify those who might benefit from an earlier escalation in therapy.


Classification of Endoscopic CD Recurrence Following Resection- Rutgeert’s anastomotic Score


		Rutgeert’s Anastomotic Score

		Prognosis



		0- No inflammation




		predict a low risk of recurrent symptomatic


disease over the next few years



		1- Less than 5 aphthous ulcers




		predict a low risk of recurrent symptomatic


disease over the next few years



		2- Greater than 5 aphthous ulcers, with normal intervening mucosa -or-


Skip lesions of larger lesions -or-


Lesions confined to the anastomosis




		Intermediate risk



		3- Diffuse Aphthous ileitis with diffusely inflamed ileal mucosa

		Develops recurrent symptoms over the next several years.



		4- Diffuse inflammation with larger ulcers, nodularity, or Narrowing




		Develops recurrent symptoms over the next several years.


Almost a third of patients with a score of 4 required a second resection within 3 years





Although sufficiently powered studies have not been performed, it is believed that early evaluation and appropriate treatment escalation can prevent symptomatic recurrence and the need for surgical intervention.


What is a DALM and what is its significance?


Dysplasia may occur within or near raised plaque-like lesions, nodules, polyps, or masses. This is referred to as dysplasia-associated lesion or mass [DALM]. Invasive carcinoma has been found on resection specimens in up to 60% of patients with DALM lesions.  


UC patients also develop sporadic colonic adenomas.  


You find a polyp/polypoid lesion in the patient.  The question is, is it a DALM lesion or is just sporadic adenoma that confers no higher risk for adenocarcinoma?  This situation is fairly common. A suggested strategy is:


· Polypectomy if feasible


· Biopsies from around the polypectomy site (if dysplasia- this is DALM)


· Extensive biopsies of the rest of the colon


Treatment


· Adenoma (regardless of whether they occurred in an area of the colon involved with colitis) with no dysplasia either around the polypectomy site or from the rest of the colon- routine polyp surveillance


· Adenoma with dysplasia around the polypectomy site or in other colonic biopsies- colectomy recommended.


· Unresectable polyp/polypoid mass or adjacent or remote dysplasia- colectomy is recommended. Non-adenoma-like polyps or other masses occurring in an inflammed area of colon, with or without surrounding dysplasia, should be considered as potentially containing invasive carcinoma


Discuss some of the confusing issues in endoscopic diagnosis of IBD?


· Certain errors are commonly made in the interpretation of endoscopic findings in patients with IBD. While most physicians recognize that rectal therapy with steroid or mesalamine products can give rise to rectal sparing, it is less commonly recognized that systemic therapy can produce the same result. In the treated patient with UC, inflammation often appears segmental, often with relative rectal sparing.


· A few patients with uncomplicated left sided UC will be found to have a small area of chronically inflamed mucosa surrounding the appendiceal orifice (cecal patch). Although technically skip lesions, these “cecal patches” do not predict other findings consistent with CD and are considered a typical finding in either disease.


· “Backwash ileitis”- A minority of UC patients with pancolitis sometimes have a short segment of mildly inflamed terminal ileum. This is typically not more than a few centimetres in length, and ulcerations are not usually seen. More severe inflammation, more extensive disease, or ileal inflammation in the absence of pancolitis provides evidence for the diagnosis of CD.


· The presence of “focally enhanced gastritis” is another source of confusion. While this was originally described in CD, it has been seen in patients with UC as well, and thus is little help differentiating the 2 diagnoses. Diffuse duodenitis in UC has also been reported, particularly in younger patients. While a formal diagnosis of UC or CD can be debated in these patients, they often have a benign course following colectomy with ileal pouch anal anastomosis (IPAA) formation.


Discuss the endoscopic features of pouchitis?


Although the inflammation remains limited to the pouch reservoir in the majority of patients, extension into the pre pouch ileum can occur. 


The endoscopic features of pouchitis resemble those of UC: in an early stage erythema, fading of the vascular pattern, granularity, and friability appear. Later, punctiform mucosal haemorrhages and superficial ulcerations develop. Less frequently large isolated ulcers with normal surrounding mucosa can be found like in Crohn's disease. Undiagnosed Crohn's disease is a rare but important differential diagnosis particularly if large ulcers or fistulas are present.  


Pouchitis generally involves most of the pouch reservoir and should be differentiated from 'cuffitis'. This entity represents a recurrence of ulcerative colitis in the short cuff of the rectoanal transitional zone that has been preserved in case of a double-stapled pouch anastomosis. It usually extends over a distance of 1 cm. The endoscopic feature is that of a distal ulcerative proctitis with a clear demarcation to ileal pouch mucosa.  


Discuss the histology in IBD?


UC- intense infiltration of the mucosa and submucosa with neutrophils and crypt abscesses, lamina propria with lymphoid aggregates, plasma cells, mast cells and eosinophils, and shortening and branching of the crypts. These features are not unique to ulcerative colitis. Except for crypt distortion, the cellular response can be in acute infectious colitis or CD.


Noncaseating granulomas, the hallmark of CD, are found in approx 30% of biopsy specimens and in approx 50% of surgical specimens. Of note, in order to provide convincing evidence of CD, granulomas must be separate from the crypts, as occasional mucin granulomas can be seen in either disease. 


Ref


Peter B Cotton. Advanced Digestive Endoscopy: Colonoscopy


http://www.gastrohep.com/ebooks/ebook.asp?book=1405120800&id=8

Simpson P. Endoscopic Evaluation of Patients with Inﬂammatory Bowel Disease. Inﬂamm Bowel Dis 2008;14:1287–1297


http://www3.interscience.wiley.com/cgi-bin/fulltext/117922898/PDFSTART
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Gastric module

Mr Turner, a 49 year old man had an endoscopy performed for iron deficiency anaemia. It showed
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What is the diagnosis?


Portal hypertensive gastropathy (PHG) with gastroesophageal varices

What is PHG?


PHG is a poorly understood complication of portal hypertension. It is defined as a condition in which macroscopic alterations occur in the gastric mucosa, which are associated with mucosal and submucosal vascular ectasia in the absence of any histological evidence of an inflammatory process.


What is the clinical significance of PHG?


· The clinical significance of this condition lies in its potential to lead to acute and chronic bleeding in patients with cirrhosis and portal hypertension.


· Generally, patients who develop PHG have more severe liver disease, and one could argue that PHG might be a marker of more severe liver disease in patients with cirrhosis.


· In PHG there is an increased susceptibility to gastric damage especially to NSAIDs.


Discuss the pathogenesis of PHG?


· Up to 65% of patients with cirrhotic portal hypertension will develop PHG, often with the presence of oesophageal and/or gastric varices. PHG can occur in non cirrhotic portal hypertension too (e.g. non cirrhotic portal fibrosis or extra hepatic portal obstruction)

· The mechanism by which patients with portal hypertension develop portal hypertensive gastropathy is unclear. Its pathogenesis is known to be multifactorial, involving elevations in portal pressure and alterations in the blood flow of the gastric mucosa and in the regulatory mechanism of local vascular tonus.


Discuss the diagnosis of PHG?


There is no gold standard diagnosis or a consensual definition for portal hypertensive gastropathy. The diagnosis of PHG is made endoscopically.  In mild PHG (65-90% of cases) the gastric mucosa often looks reddened and oedematous with a snakeskin or mosaic pattern. Severe PHG is defined by cherry red spots which are typically very friable and can actively bleed during endoscopy. 


In PHG, changes in the gastric mucosa are typically localised to the fundus or corpus of the stomach but PHG-like conditions have been described elsewhere in the gastrointestinal tract, including the rectum, colon, and small bowel.


 Discuss the clinical manifestations of PHG?


Although patients with PHG can present with melaena, they more commonly present with chronic anaemia which can be transfusion dependent


Discuss the treatment of PHG?


· The most important pharmacotherapy for PHG involves the use of beta blockers.  Propanolol reduces recurrent bleeding in PHG y reducing gastric blood flow.

· Both vasopressin and glypressin have been shown to cause a reduction in gastric blood flow but at the expense of decreasing mucosal oxygenation. Their role in the management of PHG associated bleeding has not been assessed. 

· Oestrogen and progesterone have been reported anecdotally to reduce bleeding from PHG.


· TIPS or Portocaval shunts have been used as a surgical means of controlling PHG associated bleeding.


· Liver transplantation ultimately reverses portal hypertension and therefore effectively treats PHG
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Oesophageal module 

Mr Jones, a 60 year old man presents with progressive dysphagia and weight loss of 1 stone over the last 7 weeks. His endoscopy showed:
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What is the diagnosis?

Oesophageal cancer: The incidence of oesophageal adenocarcinoma is rising dramatically. It is largely a disease of white male caucasians. Majority of oesophageal adenocarcinomas are located near the GO junction.

Discuss the clinical manifestations of oesophageal cancer?


Dysphagia and weight loss


Dysphagia usually occurs once the oesophageal lumen diameter is less than 13 mm.


Discuss the diagnosis of oesophageal cancer?


At least 8 biopsy samples should be obtained and sent for urgent histology.

What are the risk factors for oesophageal adenocarcinoma?


Barrett’s, Chronic reflux, Obesity, absence of H.Pylori (?)

Discuss the next steps once you suspect oesophageal cancer at endoscopy?


· Discuss the potential diagnosis with the patient


· Inform the cancer specialist nurse (if not available, make sure you give the patient a contact number for questions/concerns)


· Arrange to discuss in the cancer MDT


· Arrange staging investigations


· Send a letter to the patient’s GP


NB- it is useful to make an assessment of the patient’s co morbidities and WHO performance status during your post endoscopy meeting with the patient. This will guide your discussions in MDT and help MDT decide the appropriateness of various treatments for the patient.


Discuss the staging investigations?

· Staging CT scan of chest, abdomen and pelvis for distant metastasis


· EUS for loco regional staging (T, N staging). EUS is better than CT for T and N staging.


· Laparoscopy may be needed where there is suspicion of peritoneal spread on CT or EUS such as in the presence of small volume ascites.

Discuss the TNM staging for oesophageal cancer?

		T1- Tumor invades lamina propria or submucosa


 (a-lamina propria, b-submucosa)


T2- Tumor invades muscularis propria


T3- Tumor invades adventitia


T4- Tumor invades adjacent structures


N1- Regional lymph node metastasis


M1- Distant metastasis




		Stage I- T1N0M0


Stage IIa- T2T3/N0M0


Stage IIb- T1T2/N1M0


Stage III- T3N1M0, T4, any N, M0


Stage IV- M1








· Tumours of lower thoracic oesophagus- M1a- coeliac nodes involvement, M1b- Other distant metastasis


· Tumours of the mid thoracic oesophagus: M1a- not applicable. M1b- Non regional lymph nodes and/or other distant metastasis


· Tumours of the upper thoracic oesophagus: M1a- Metastasis in cervical nodes M1b- Other distant metastasis.


Discuss the fitness for oesophageal resection surgery?


The previous medical history and concurrent morbidity remain the strongest predictors regarding fitness for surgery. Pre-existing ischaemic heart disease, poorly controlled hypertension, and pulmonary dysfunction are all associated with increased operative morbidity. The American Society of Anesthesiologists (ASA) classification of physical status is well recognised. Perioperative risk increases with increasing ASA score. Only those patients with an ASA score of 3 or less should be considered for surgery.


		Table 1. ASA Scores.



		Class

		Physical status

		Example



		I

		A completely healthy patient

		A fit patient with an inguinal hernia



		II

		A patient with mild systemic disease

		Essential hypertension, mild diabetes without end organ damage



		III

		A patient with severe systemic disease that is not incapacitating

		Angina, moderate to severe COPD



		IV

		A patient with incapacitating disease that is a constant threat to life

		Advanced COPD, cardiac failure



		V

		A moribund patient who is not expected to live 24 hours with or without surgery

		Ruptured aortic aneurysm, massive pulmonary embolism



		E

		Emergency case

		





Discuss the fitness for palliative chemotherapy?

Fitness for chemotherapy is generally assessed by using The World Health Organisation performance scale. It has categories from 0 to 4.   


0 - Fully active patient. 


1 - Cannot carry out heavy physical work, but can do anything else. 


2 - Up and about more than half the day; can look after himself, but not well enough to work. 


3 - In bed or sitting in a chair for more than half the day; need some help in looking after him 


4 - In bed or a chair all the time and need a lot of looking after


Good performance status is 0 or 1. Poor performance status is 2-4.


Generally patients are considered fit for chemotherapy with good performance status (PS0, PS1). Good PS2 (leaning towards PS1) are also generally considered fit for chemotherapy


Further reading


Link to Oesophageal cancer
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Oesophageal module 

Mr Gayle, a 23 old university student presents with heartburn not controlled with omeprazole 40 mgs BD. His endoscopy showed:
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What is the diagnosis?

Erosive oesophagitis
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Discuss the endoscopic grading for severity of oesophagitis?


The severity of erosive oesophagitis on endoscopy is usually graded using the Los Angeles classification:


Grade A- One or more mucosal breaks no longer than 5 mm, none of which extends between the tops of the mucosal folds


Grade B- One or more mucosal breaks more than 5 mm long, none of which extends between the tops of two mucosal folds


Grade C- Mucosal breaks that extend between the tops of two or more mucosal folds, but which involve less than 75% of the oesophageal circumference


Grade D-Mucosal breaks which involve at least 75% of the oesophageal circumference


What is the role of endoscopy?


Endoscopy is a poor diagnostic test. Most patients (>50%) with GORD have no visible evidence of oesophagitis at endoscopy, making endoscopic appearance a poor guide to diagnosis and management of GORD. Further, the correlation between endoscopy findings and symptom severity is poor.


Endoscopy may be requested in patients with:


· Symptoms unresolved by PPI as in the current case


· Presence of alarm features like vomiting, gastrointestinal bleeding or anaemia, abdominal masses or unexplained weight loss, and progressive dysphagia


Discuss your management of Mr Gayle i.e. a patient with GORD and non response to twice daily PPI?


Step 1- Check compliance. Exclude contributory causes like alendronate, NSAIDS, KCL, doxycycline etc


Step 2- Consider other diagnoses:


· Look for skin changes- some skin diseases can affect oesophagus like epidermolysis bullosa acquisita, bullous pemphigoid, cicatricial pemphigoid and lichen planus. Lichen planus of oesophagus present with nodules. The diagnosis may be difficult as the skin disease may not be active when their oesophageal disease is problematic.  Oesophageal biopsy from the uninvolved areas usually helps in the diagnosis. These patients require very aggressive immunosuppressive therapy.


· Zollinger Ellison Syndrome (ZES)- about 60% patients with ZES will have associated oesophageal complaints.   


· Functional heartburn- A normal 24 hr pH study in the presence of symptoms raises the possibility


Eosinophilic oesophagitis should also be considered in the absence of erosive oesophagitis


What are the indications for antireflux surgery?


· Regurgitation-dominant or volume related reflux symptoms (although there is no proven superiority for surgery for this indication)


· Persistent or recurrent symptoms despite PPI therapy


· Dissatisfaction at continuing long term PPI


· Poor compliance (for example due to costs of PPI)


· Presence of large hiatus hernia


Discuss HP eradication and GORD?


There is a negative association between the prevalence of H pylori and GORD, but the nature of this relationship is uncertain. 


· H pylori eradication does not affect the outcome of PPI treatment in patients with GORD in Western populations.


· Routine testing for H pylori is not recommended in GORD.


· HP testing should be considered in patients receiving long term maintenance treatment with PPIs. Profound acid suppression affects the pattern and distribution of gastritis favouring corpus dominant gastritis. It may accelerate the process of loss of specialised glands, leading to atrophic gastritis and potentially, gastric cancer. H pylori eradication halts the progression of atrophic gastritis and may lead to regression of atrophy. The effect on intestinal metaplasia is uncertain.


(The prevalence of H pylori in patients with GORD is lower than in those without reflux disease. Falling prevalence of H pylori infection in developed countries has been paralleled by an increase in GORD and its complications. The nature of this negative association is unclear. The prevalence of H pylori infection was reported to be lower in patients with Barrett’s oesophagus and adenocarcinoma of the cardia. This association has been confirmed in most but not all studies).


Further reading

Link to GORD
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Case History


			Male patient, ° 1977


			1995 : Hyperthyroidism


			1996 : PSC


			2003 : Ulcerative colitis


			2006 : surveillance colonoscopy; pre-liver transplant


			Multiple biopsies from different segments


			2 area’s : low-grade dysplasia – flat lesions
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Introduction : Case History


			Colectomy given the associated liver disease and planned liver transplantation


			Adenocarcinoma T2


			Colitis with 


			Rectal sparing


			Patchy lesions


			Variable architectural abnormalities of the mucosa


			Thickening – separation of muscularis mucosae


			Mild active, mild chronic inflammation
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Indeterminate Colitis (IC) 


Colitis –  Inflammatory Bowel disease unclassified (IBDU) 


Problems – Definitions – Do You use IC? (BSG audit 2006)
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Indeterminate Colitis (IC) 





			There are many different definitions of this condition 
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Indeterminate Colitis - Definitions


Definitions used in Pathology 


			Colectomy specimens showing overlapping features of Crohn’s disease and ulcerative colitis or data are insufficient to make a decision.(Kent e.a. 1970) 


			Colectomy specimens showing overlapping features of both Crohn’s disease and ulcerative colitis.(Price et al 1978)


			Colectomy specimens in whom a clear pathologic distinction between ulcerative colitis and Crohn’s disease is impossible (because of failure to recognize or accept certain criteria as indicative of Crohn’s disease or because of the absence of adequate clinical and radiographic material or because of inadequate biopsy material).(Odze et al 2004)


			Inability to make a confident diagnosis of the pattern of colitis despite examination of an adequate surgical resecate or adequate mucosal biopsy series from the colon and rectum.(Price et al 1996)
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Indeterminate Colitis - Definitions


Definitions used in Pediatrics


			A history of chronic colitis compatible with both the diagnosis of CD or UC.(Auvin et al 2005)


			Colitis that can not definitively be declared as CD or UC based on clinical history, physical examination, endoscopic appearance, histologic findings and radiologic studies.(Heyman et al 2005)


			Endoscopy and histopathology are either inconclusive or divergent with regard to the diagnosis of UC or CD.(Bentsen et al 2002) 


			Exclusive inflammation of the large bowel and neither endoscopic nor histologic findings typical for CD or UC.(Pozler et al 2006)











*














Indeterminate Colitis - Definitions


Definitions used in Pediatrics


			Indeterminate colitis can only be diagnosed after a full diagnostic work-up. This must include colonoscopy with intubation of the terminal ileum, upper gastrointestinal endoscopy and small bowel follow through. Diagnosis of indeterminate colitis is suggested by histology showing acute and chronic inflammation with architectural changes confined to the colon, absence of abnormalities suggesting lymphocytic or allergic colitis, or CD, a normal small bowel follow through or enteroclysis and no definite classification of CD or UC possible with histology.(2005)
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Indeterminate Colitis - Definitions


Definitions used by Gastroenterologists – Surgeons - Epidemiologists


			A disease with “clear” evidence of inflammatory bowel disease but insufficient evidence to make a definite diagnosis of either UC or CD.(Ekbom 2000)


			Diagnosis based on a double-contrast barium enema examination, endoscopy, and histopathology being conclusive for a diagnosis of IBD but inconclusive for a diagnosis of either definite UC or CD.(Matsui et al 2003) 


			Patients who have the clinical and macroscopic features of either CD or UC, both pre- and per-operatively. The histology remains indeterminate both pre- and post(per)operatively (includes mucosal biopsies and colectomy specimens).(Kangas et al 1994)
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Indeterminate Colitis - Definitions


Definitions used by Gastroenterologists – Surgeons - Epidemiologists


			Patients with mucosal ulcerative colitis with histologic features of CD such as skip lesions, transmural inflammation, granulomata or mucin depletion but no clinical or radiological evidence of CD.(Pishori et al 2004) 


			Colitis, for which endoscopic, histologic and radiologic criteria fail to discriminate between UC and CD of the colon.(Burakoff 2004) 


			Colitis for which there is no identifiable cause and with clinical features of both UC and CD.
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Recommendation 


Proposal for classification


based on Montreal WCOG working party 2005


IOIBD 2006





			When the diagnosis is based upon evidence including colectomy samples


				Colitis of known type / etiology (UC, CD, …)


				Colitis with (some) features of CD (to be specified)*


				Colitis of uncertain type / etiology – no features of CD		(Indeterminate colitis)


				Colitis not classifiable with the available material


			When the diagnosis is based upon evidence including mucosal biopsy samples


				Colitis of known type / etiology (UC, CD etc)


				Colitis IBD type unclassified (IBDU)


				Colitis of uncertain etiology (Possible IBD)


				Colitis non classifiable with the available material








	* Implications for potential IPAA
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Gastric module 

Mr. Wells, a 50 year old school teacher undergo OGD for evaluation of his dyspepsia. It showed:

[image: image1.jpg]





What is the diagnosis?


Subepithelial mass in the gastric antrum


The term submucosal mass is often used, however it is strictly not correct as the mass may be arising from layers other than submucosa or in fact could be extramural.

[image: image2.png]





Discuss the differential diagnosis of a gastric subepithelial mass?


· GIST (arise from muscle layer)

· Leiomyoma (deep mucosa or muscle layer)

· Carcinoid (arise from deep mucosa or submucosa)

· Lipoma (arise from submucosa)


· Pancreatic rest (arise from deep mucosa or submucosa)


· Duplication cyst (any layer)


Discuss the endoscopic evaluation of a subepithelial mass?


· Intramural mass vs. extrinsic compression:  This can be facilitated by changing the patient’s position to see if the location and appearance of the mass changes. Also, a change in appearance of the mass with either air insufflation or deflation may help in determining if the lesion is due to extrinsic compression. However, even when the endoscopist suspects an intramural lesion is present, the mass may arise from outside the gastrointestinal wall in up to 30% of cases.

· Estimate the size: The size of the lesion is important in its management. However, visual inspection may be inaccurate and lead to underestimation of the size of the lesion. Endoscopic assessment of the size can be performed better with an open biopsy forceps (which is 5mm in diameter)

· Mobility and consistency:  A mobile mass that is soft and indents when depressed using biopsy forceps (pillow sign) is highly suggestive of a lipoma. A firm, minimally mobile lesion is suggestive of a GIST or leiomyoma.
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Discuss your next management steps after endoscopic evaluation?


· If the mass has a pillow sign and is yellow in appearance, it is probably a lipoma and no further evaluation is necessary.


· Subepithelial masses less than 1 cm in diameter are rarely, if ever, of clinical significance.   A repeat endoscopy in one year is reasonable for these small masses, and if the mass is unchanged, then further follow-up evaluation may not be required if the patient remains asymptomatic.

· Any subepithelial lesion that appears to be larger than 1 cm on endoscopic examination and does not appear to be a lipoma should be referred for evaluation with EUS.

Would you biopsy?


It is reasonable to obtain mucosal biopsies to exclude epithelial polyps or lesions arising from the deep mucosa. The yield of mucosal biopsies is low, however if the biopsies are positive further investigations may not be warranted. Caution- Biopsy should not be attempted if the subepithelial mass appears to be vascular or cystic.

Discuss the role of EUS in defining subepithelial masses?


· EUS examination differentiates intramural lesions from extrinsic compression.


· EUS can ascertain the exact size, layer of origin, as well as additional morphologic features that can suggest the diagnosis. On EUS the mass can be either homogeneous or heterogeneous and can be hyperechoic, hypoechoic, or anechoic.


· EUS features are used to determine the need for EUS guided FNA or core needle biopsy. 

· EUS findings may be sufficiently diagnostic so that further testing, tissue sampling, and follow-up are not required. Intramural anechoic masses without Doppler signals are duplication cysts and are of no clinical significance unless they are causing luminal obstruction. Similarly, densely hyperechoic submucosal masses are always lipomas which also do not have any clinical importance unless they are causing clinical symptoms such as obstruction or bleeding caused by ulceration.

Discuss the role of CT scan or USS in subepithelial masses?

EUS is the investigation of choice for subepithelial masses. However, CT may have a role where EUS is not available:


· CT is most useful in defining the origin and extent of extramural masses.


· Large lipomas or GIST may be visible on CT scan.

Discuss pancreatic rests as a cause of gastric subepithelial mass?
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· Pancreatic rests or heterotopic pancreatic tissue is presence of ectopic pancreatic tissue most commonly found in stomach and small intestine. It is a congenital anomaly.


· It typically appears as submucosal mass with a central umbilication in the prepyloric region.


· EUS will show a heterogenous mass arising from the submucosa or deep mucosa with a pancreatic duct remnant. FNA will reveal pancreatic tissue.

· It is a benign and asymptomatic condition. No therapy is warranted.


· Ductal adenocarcinoma, islet-cell tumours, and pancreatitis can arise in heterotopic pancreas tissue, but the rarity of these diagnoses suggests that neither surgical excision nor endoscopic surveillance is warranted.

Discuss the diagnosis in the current case?


EUS revealed a hypoechoic mass arising from the muscle layer. FNA of the lesion was performed. Cytology and immunohistochemistry was diagnostic of a GIST. 

Link to GIST article


Ref: Hwang JH et al. The Incidental Upper Gastrointestinal Subepithelial Mass. Gastroenterology 2004;126:301–307 (http://usagiedu.com/articles/ugimass/ugimass.pdf)

Carmack SW et al. Management of gastric polyps: a pathology-based guide for gastroenterologists. Nat Rev Gastroenterol Hepatol. 2009;6:331-341 (http://www.nature.com/nrgastro/journal/v6/n6/pdf/nrgastro.2009.70.pdf)

Image courtesy of www.gastrointestinalatlas.com
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Images 

The general scheme should be that on clicking a tab like Oesophagus


The images will open on the left hand side of the centre page with a title on top and then author name and country. Then picture (http://www.gastrohep.com/images/image.asp?id=1223)


On the right hand side of the picture should be a short description.


Also all images under oesophagus tab should display on the page one after another (the user should have the option to display say 10, 20, or 50 images in a page)- pagination might be needed (with display of 20 images on a page)


Submit an image should be displayed at the bottom of each image (with the form opening as above)


Subheadings for slide atlas- Clicking on it will open the left vertical tabs


Oesophagus


Gastroduodenal


Small Intestine


Colorectal


Inflammatory Bowel disease


Hepatology


Pancreatico-biliary


GI cancers


Nutrition


Histology


Radiology


Miscellaneous


At the bottom right of each page- there should be a link to email the page to a colleague and print as in http://www.gastrohep.com/videos/image.asp?id=13

Email and submit button beside each image


Videos (exact same format as images) same subheadings and display as images


See example http://www.jove.com/index/browse.stp?ResetScope=1

There should be an option to send the video upload directly to the website for publication after admin approval


(see bottom of the page http://www.gastrohep.com/videos/)
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Adrenaline injection


Adrenaline promotes haemostasis by local tamponade, vasospasm, and by thrombosis. It is used in 1 in 10,000 concentration and in 1 ml aliquots


Caution: Adrenaline injection can potentially produce angina by increasing myocardial work from pressor effects and by producing coronary artery vasospasm that can further diminish blood flow to a myocardium that is already hypoperfused from hypovolemia owing to acute UGIB.  Other potential cardiovascular toxic effects from adrenaline injection include tachycardia, cardiac arrhythmias, and hypertension. These problems do not generally clinically manifest provided that 12 ml or less of adrenaline is used.



Injection technique:



· Needle is advanced tangentially into the submucosa



· Moderate resistance is expected when injecting into interstitial tissue. Minimal resistance suggests that the injection is too superficial. Too deep injection into the muscularis propria will meet with high resistance and will be ineffective.  In such a case, needle should be withdrawn slightly.  


· A submucosal bleb indicates proper depth of injection.  



· Inject adrenaline circumferentially in four quadrants a few millimetres away from a bleeding site to decrease the bleeding rate and to clear the endoscopic field before central injection of the bleeding site. 


· Blanching of the injected mucosa from vasospasm provides a preliminary clue that the adrenaline is working.


· Adrenaline typically stops bleeding initially, but bleeding may recur 20 min after injection if a perma­nent clot has not already been formed as adrenaline is absorbed and flushed into the circulation and its local effect, therefore, wears off.


· A second haemostatic technique should thus be applied to provide a more durable therapy.
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Heater probe


Heater probe (Olympus Key med) - it is a contact method of thermocoagulation. The probe is placed directly on the ulcer at the site visible vessel to maximize the energy delivered to the target and minimize scatter injury. 



· Haemostasis is achieved by a special heat-generating device built into the tip of the probe. Special coating on the probe tip prevents it adhering to the mucosa.  



· The heater can be used tangentially and en face. 



· The heater probe automatically adjusts the duration of an energy burst, according to tissue resistance, to deliver a preset amount of energy. After several probe pulses, the probe is used to irrigate the bleeding lesion to clear the endoscopic field and to gauge the therapeutic effect. Effective haemostasis is suggested by whitening of the lesion and flattening of a nonbleeding visible vessel or clot remnant. 



· Water for irrigation and cleansing the target tissue passes through a central port and is delivered from the probe tip. A foot pedal controls coagulation and irrigation. 


· The heater probe comes with its own power unit. The large heater probe has a 3.2 mm diameter. A relatively low power setting is recommended for slow and improved control during thermocoagulation with a heater probe. In UGIB, the heater probe is often applied at a power setting of 30 J.



· The mechanism of tissue coagulation is heat transfer. Thus, heater probe can potentially produce deep tissue injury even after tissue desiccation because it has a ceramic tip unlike Gold probe where tissue dessication limits deep energy penetration and injury.
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Flatus tube


Sigmoid volvulus presents with abdominal pain, distension and constipation. It is particularly common in elderly persons.  Subacute volvulus is an obstruction to the passage of flatus, usually without damage to a patient's gut or its blood supply. This can be relieved by decompression either by flatus tube or flexible sigmoidoscopy. Decompression can be successful in 50-90% of cases.



If strangulation is suspected (severe pain, toxic or peritonitic signs, or discoloured mucosa at sigmoidoscopy or flatus tube yields blood stained fluid) - immediate laparotomy is needed. 



Most patients are elderly persons, and they may be treated conservatively with tube decompression per rectum. However, these patients should be carefully observed for bowel ischaemia (persistent abdominal pain and blood-stained stools), as it indicates the need for surgical intervention.


Role of surgery: Surgery is indicated, if decompression fails to alleviate the symptoms or if signs of ischaemia develop. However, volvulus tends to recur in about 60% of patients after conservative management with decompression. Surgery will be needed in recurrent cases. In surgical treatment, resection with primary anastomosis is the first choice.  


Use of flatus tube 



· A long, soft flatus tube is inserted with the patient in the left lateral position. 


· The obstruction is usually at 15 cms. 


· The flatus tube is inserted with the help of a rigid/flexible sigmoidoscope. 


· The sigmoidoscope is held at the twist. The flatus tube is passed along it. With a gentle rotatory movement, the tube is eased past the twist into the high-pressure area of the dilated sigmoid. 


· Successful insertion of flatus tube is rewarded by much flatus and some loose faeces. The sigmoidoscope is withdrawn, taking care to avoid displacing the tube.



· The flatus tube should be taped to the buttock to prevent its proximal migration. The flatus tube is connected to a collection bag. The flatus tube allows for rapid decompression of the distended colon, with the immediate relief of symptoms. 


· The tube may be left in situ for 48 hours to allow for complete emptying of the loop and for the resolution of mural edema. The tube should not be left for more than 72 hours as it may cause pressure necrosis.
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Snares



Polypectomy snares are used for resection of polyps. The snareconsist of a wire loop contained within a flexible synthetic polymer sheath. There is plastic handle at the operator end to open and close the wire loop.  



Snares employ monopolar current i.e. the current flows from the snare to a return electrode (grounding pad).



Polypectomy snares are available in a variety of shapes, sizes, and materials.  



· Braided stainless steel wire is the most commonly used material for polypectomy snares. 


· The standard shape of the snare loop is oval or elliptical. Other shapes include round, crescent, or hexagonal.  There are no studies to compare the effectiveness of various snare shapes. Most endoscopists have their personal preferences, however the standard size and shape snare suffices for the majority of cases. 



· The standard size snare loops are typically 2.-2.5 cm in diameter.  Mini-snares have loop diameters of 1.0 –1.5 cm. Jumbo snares have loop dimensions of up to 3 ×6 cm. 



Rotatable snares can be adjusted so that the snare loop opens in an orientation favourable to polyp entrapment.


A barbed snare has been marketed for removal of sessile polyps. However, there are no studies to indicate superiority of modified over standard snares for resection of sessile colon polyps. 
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Faecal Occult Blood (FOB) test



Faecal occult blood (FOB) test works by detecting tiny amounts of blood which cannot normally be seen in bowel motions. 


 FOB tests use an analytical system which is based either on a guaiac peroxidase reaction or on an immunological detection system.  


· The guaiac tests detect the presence of blood using the pseudo-peroxidase activity of the haem in haemoglobin. Haem, whether free or bound to a protein such as globin or myoglobin, releases oxygen from peroxide facilitating the oxygenation of a chromogen to give a coloured product. Dietary restrictions in the form of avoiding red meat, any blood-containing food, cantaloupe, uncooked broccoli, turnip, radish, or horseradish  is needed for 3 days prior to the test.



· Immunochemical tests are more specific since they use antibodies raised against the globin moiety of human haemoglobin and therefore only detect intact human globin or its very early degradation products. No dietary restriction is required for these tests.  Immunochemical tests are also more clinically sensitive than guaiac tests



 NHS bowel cancer screening program advises the participant to smear stool on to FOB kit spots from two separate parts of specimen on three separate days. The test is considered positive if 5-6 spots are positive.
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Ascitic drains



Options


Safe-T-Centesis Catheter Drainage System


Rocket® Multipurpose Needle Drain Set


Angiotech skater
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Cortrak™ Enteral Access System



This is bedside feeding tube placement system. It uses an electromagnetic sensing device to track and display the path of the feeding tube during the course of the placement procedure. This system thus avoids the need for xray to confirm correct placement.



The system can only be used with cortrak tubes.



Ref:



http://www.merckge.co.uk/products/nasoenteric/Cortrak_Enteral_Access_System.html
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The Flexi-Seal® Faecal Management System


The Flexi-Seal® Faecal Management System (FMS) is used in patients with little or no bowel control and liquid or semi-liquid stool. It is a better alternative to traditional methods of managing faecal incontinence such as pads, diapers, faecal pouches, and rectal tubes.



A soft silicone catheter is inserted into the rectum and retained by a low-pressure balloon. A collection bag is connected at the other end.



Flexi-seal FMS is designed to


· Reduce the risk of skin breakdown by effective faecal diversion and containment



· Protect wounds, surgical sites, and burns from faecal soiling



· Minimise soiling of bed cloths and linens through effective faecal diversion and containment ( thus avoids contamination of the general environment around the



· patient’s bed


Costs and Benefits



In a evaluation of flexi-seal FMS in NHS hospitals, the average number of times pads needed to be changed each day due to faecal soiling prior to the insertion of Flexi-Seal® was 5. On this basis the average cost of standard care is estimated to be £29.91 per day. Most of the cost is attributed to the cost of nursing time involved. In this evaluation, the average number of times pads needed to be changed each day due to faecal soiling following the insertion of Flexi-Seal® was 2. In comparison with standard care, use of Flexi-Seal® reduces the cost of managing patients significantly in terms of nursing time, but against this has to be set the high initial cost of the system (£228.85).  


Recommendation


NICE recommends that healthcare professionals should consider a faecal collection device for people in intensive care settings and people receiving palliative care with faecal incontinence and associated loose stools. This recommendation is based on expert advice and a consensus development exercise, and is justified on the basis that severe uncontrolled diarrhoea is a threat to skin integrity and a major nursing care problem.



Ref


Business case for Flexi-seal FMS (link to http://www.clean-safe-care.nhs.uk/Documents/Evaluation_Report_Flexi_seal_faecal_management_system_HCAI_technologies_Dec09.pdf)



Flexi-seal FMS (link to http://www.convatec.co.uk/engb/cvtuk-oursltnfuk/cvt-portallev1/0/detail/0/1189/2141/our-solution-flexi-seal-fms.html)
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PEG tubes


Freka® PEG Gastric Set


Sizes 9F (yellow), 15F (blue) and 20 F (purple)



Designed for endoscopic removal only



Corflo® PEG Kit


Available in three Fr sizes; 12, 16 and 20



It is traction removal


Flocare PEG


Available in three Fr sizes 10, 14 and 18


Freka Pexact


15 F size only



Percutaneous tube placement by direct puncture and gastropexy


Button gastrostomy



Freka® Button Gastrostomy


 For insertion in an already formed stoma, as a replacement of a PEG tube



Corflo-CuBBy ® Low Profile Gastrostomy Device


For insertion in an already formed stoma, as a replacement of a PEG tube



Flocare cuBBy


For insertion in an already formed stoma, as a replacement of a PEG tube
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Pyloric stent



Many uncontrolled case series have reported effective palliation of malignant gastric outlet obstruction in the antrum, proximal small bowel, and gastro-enteral anastomoses by endoscopic SEMS placement.


Only the WALLSTENT® Enteral (Boston Scientiﬁc) is approved for treatment of malignant gastroduodenal obstruction.   Technical success rates are generally > 90%, and 60% to 80% of patients are able to eat at least soft mechanical diets.



Through the scope deployment is possible.


When placing duodenal stents, one must consider the patient's risk of biliary obstruction, particularly in the setting of pancreatic cancer. After duodenal stent placement, access to the ampulla for endoscopic biliary stent placement is difficult, if not impossible. Therefore, prophylactic placement of a biliary stent prior to duodenal stent placement should be considered if there is a possibility of covering the ampulla. Once a duodenal stent has been placed, percutaneous biliary drainage can be performed if biliary obstruction occurs.



Contraindications to gastroduodenal stent placement include known or suspected enteral ischemia or perforation, inability to pass a guidewire across the stricture, and the usual endoscopy contraindications.



Early gastroduodenal stent complications include bleeding and perforation. Late complications include distal stent migration, and re-obstruction caused by tumour ingrowth, reactive tissue hyperplasia, tumor overgrowth, and food impaction; these late complications can usually be managed endoscopically. Patients must receive dietary instruction to avoid food impaction after stent placement. Late perforation is uncommon, but can occur.
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Jejunal feeding tubes


Although there are reports of blind passage of NJ tubes at the bedside, the success rate is often not replicated in clinical practice. NJ tubes are thus placed either endoscopically or radiologically.


Nasojejunal tubes are smaller than nasogastric tubes and are thus more prone to kinking and blockages. Thus 10 or 12 F tunes are preferred.



Types:


Freka® Endolumina Nasojejunal Feeding Tube


8F tube- it can be passed through the biopsy channel of the scope. The proximal end of the tube is backloaded from the oral cavity into the nasal cavity using a nasal transfer tube


Corflo ® Nasojejunal Feeding Tubes


10F or 12 F. This cannot be passed through the scope (not TTS)



Flocare Bengmark Naso-Intestinal Tube


8F or 10F



It has a terminal spiral (this is kept straight by the guideline to aid insertion) which helps in spontaneous passage through the pylorus in 8-12 hours, if placed blindly. This tune can also be passed endoscopically or radiologically (video)


Freka® CH9 Intestinal Tube for CH15 PEG


This is a 9F extension tube which can inserted in the jejunum endoscopically via the PEG tube.
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Rapid urease test (RUT test) 



· The sensitivity and specificity is more than 90%. 



· Obtaining tissue samples from the antrum and the fundus may increase the sensitivity of the test in these patients.



· The CLO test is a qualitative RUT assay based on the detection of urease, produced by H. pylori. 



· The test system consists of a test well filled with a urea containing gel where the suspected tissue is inoculated and allowed to incubate. If H. pylori is present in the patient’s sample, urease will hydrolyze the urea in the gel leading to an accumulation of ammonium ions (NH4 +). This causes a rise in pH which is detected by a pH indicator in the test system changing from yellow to magenta. Other shades of red such as pink or orange are also considered positive. Yellow is considered a negative screen.



· Gastric biopsy specimen should be taken preferably from an area that is not as eroded or denuded; H. pylori is present in smaller numbers in these areas than in otherwise normal looking tissue.



· A CLO is reported as negative if there is no change in colour until the end of the 24 hour period.  



· CLO test may be falsely negative  in patients with recent gastrointestinal bleeding or with the use of PPIs, H2 antagonists, antibiotics, or bismuth-containing compounds as these agents suppress H. Pylori
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Gold probe


Bipolar probes (i.e. Gold probe) achieve haemostasis by heating the contacted tissue with electricity that passes between the electrodes located at the tip of the probe. Once the tissue in contact with the probe has been completely desiccated, its resistance to further tissue coagulation increases exponentially and deeper tissue coagulation is restricted.


The probe is placed directly on the ulcer at the site of visible vessel. A firm pressure is applied during contact ablation (coaptive therapy) to compress and weld the two sides of a bleeding vessel.  



Periodic irrigation removes accumulated debris that might obscure the target lesion. During probe removal, mucosa that is adherent to the probe may tear and rebleed. Water irrigation during probe removal may reduce this phenomenon.


Gold probe can be used tangentially and en face.



Manufactured by Boston scientific  (hyperlink to http://www.bostonscientific.com/Device.bsci?page=ResourceDetail&navRelId=1000.1003&method=DevDetailHCP&id=10074242&resource_type_category_id=1&resource_type_id=91&pageDisclaimer=Disclaimer.ProductPage)


Two types:



Injection Gold Probe™ Haemostasis Catheter - is an injection therapy and bipolar electro haemostasis catheter with irrigation capabilities. 



Gold Probe™ Electro haemostasis Catheter- is a bipolar electrocautery catheter with irrigation capabilities (no injection). When passed through an endoscope and activated, it is designed to deliver a bipolar current to cauterize tissue. 
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Further reading



Link to Gold probe in Endoscopy section



Injection hub( red/green)




Catheter handle 




Gold tip




Irrigation port




Bipolar electrical connector (flange shaped)
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Endoclip or Haemoclip 


· Haemoclips are mechanical devices used to approximate two sides of a vessel to immediately, definitively, and securely occlude and arrest bleeding. On opening, the haemoclip is typically 11–12 mm wide from jaw to jaw.


· Haemoclips are best deployed enface rather than tangentially. Haemoclip need to be placed at the correct angle and precise spot. Missing a target, even slightly, can render a haemoclip ineffective.



· At least two haemoclips are generally placed to clamp an actively bleeding artery in an ulcer. Haemoclips are relatively inefficacious for arteries that are larger than 2 mm wide. Haemoclips generally fall off 10–14 days after deployment—after the lesion has partly healed and when the lesion is unlikely to rebleed.



· The placement of these clips rarely produces complications other than failed efficacy. Haemoclips are less successful for the treatment of fibrotic lesions such as chronic ulcers.  



· Hemoclips and thermocoagulation or electrocoagulations are equally efficacious in achieving long term haemostasis.
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QuickClip2 
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Triclip 


Three proprietary haemoclips are commercially available: 


· QuickClip2™ (Olympus, Lake Success, NY)- it is rotatable and comes in two sizes (8 mm or 12 mm open clip width); 


· TriClip (Wilson-Cook, Winston-Salem, NC)- this is a three-pronged clip that opens to 12 mm in width; 


· Resolution Clip  (Boston Scientific, Natick, MA), which is non rotatable but reversible and has an 11 mm open clip width.



A rotatable haemoclip can be rotated by turning the handle of the clipping device. A reversible haemoclip is still attached to the deployment device after the clip has been closed, and the closing of the haemoclip can be undone by reversing this step.
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Oesophageal dilators



Dilation devices can be of two types: fixed-diameter push-type dilators and radial expanding balloon dilators. 



Fixed-–diameter push-type dilators exert axial as well as radial forces as they are advanced through a stenosis. Balloon dilators exert radial forces when expanded within a stenosis. 



Push-type dilators are non-TTS (through the scope) devices. They are available in a variety of designs, calibres and lengths.



Types of Push dilators:



· Hurst and Maloney (Medovations, Milwaukee, WI) dilators- also referred to as 'bougies and are designed for self use by the patients. 



· Savary-Gilliard® (Wilson-Cook Medical, Inc, Winston-Salem, NC) dilators have a long tapered tip with a central channel for passage of a guidewire.   



· American Dilation System® (CRBard, Inc, Billerica, MA) dilators have a shorter taper tip.
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Sengstaken-Blackmore tube



Sengstaken-Blackmore tube is a 3 lumen tube-



· lumen to inflate gastric balloon , 



· lumen to inflate oesophageal balloon and a 



· third lumen to aspirate gastric lumen



Minnesota tube- or modified Sengstaken-Blackmore tube is a four lumen tube with an additional lumen to aspirate oesophageal lumen to prevent aspiration from swallowed saliva and blood from the oesophageal varix
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Variceal bander


All band ligating devices use a means of capturing a lesion or mound of target tissue while a small-diameter circular band made of rubber, latex, or similar material is deployed around the base of the tissue to accomplish tight compression that leads to vascular compromise (or haemostasis) and subsequent thrombosis, necrosis, and sloughing. 



Several components are common to all endoscopic band ligating devices: 


· A short transparent cylindrical cap carrying stretched bands


· The cylindrical cap fits to the leading end of the endoscope



· A tripwire that runs from the cap through the accessory channel to the control handle



· A control handle with a retracting spool that is fixed to the biopsy port for attachment and firing of the trip wire; and an 


· Irrigation adapter or catheter that allows irrigation of the accessory channel.  


Optimal technique for ligation of oesophageal varices:



· Initial application of bands distally, followed by progressive proximal placement of a variable number of bands until all protruding varices are captured. Starting distally allows for complete visualization and avoids the potential risk of dislodging a band during advancement of the endoscope past a previously captured varix.  .


· Adequate entrapment of the varix is indicated by a complete ‘red out’ of the endoscopic view.



· Suction is maintained for approximately 5 s after band deployment to ensure ligation. 



· If the band is fired prematurely before the varix has been trapped into the cap, the band will probably slip off, producing a misfire.


· Endoscopic signs of a successful firing include the varix assuming a pedunculated shape with the band visible as a collar around the variceal base, and duskiness in the colour of the head of the created ‘polyp’ from a strangulated blood supply



· Banding should be repeated every 2–4 weeks until all grade II or greater varices are obliterated. On average 3–4 endoscopic sessions are required to achieve this goal.


 Complications of banding include chest pain, dysphagia, post banding ulcers, post banding ulcer bleeding, and strictures.


Multiband ligators available are:



· Auto-band Ligator (Scandimed International, Glostrup, Denmark)



· Speedband Superview Super 7 Multiple Band Ligator (Boston Scientific Corp, Natick, Mass), 



· Saeed Multi-band (4, 6, 10) Ligator (Cook Endoscopy, Winston-Salem, NC).



Ref



ASGE technology status evaluation report: Endoscopic banding devices
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Oesophageal stent


The choice of stent is influenced by a variety of factors, including tumor length and position, and presence of a fistula and personal preference of the endoscopist.



· Stents could be made of plastic or metal



· Stents could be covered or non covered



· Stents could be proximal or distal release



· Stents could be removable or non removable



· Stents with or without an antireflux device



Features


· Uncovered stents have the disadvantage of obstruction by tumor in-growth across the mesh. The drawback of covered stents is the risk of migration. Thus, uncovered stents are preferred for tumours at the cardia, as they are less likely to migrate. Covered stents are preferred for tumours with a high risk of fistula formation or when a fistula already exists.  



· Proximal release stents (i.e. stents opens from proximal to distal) are used in obstruction in proximal cervical oesophagus to ensure accurate placement. A placement that is too proximal may result in choking and/or aspiration. The patient may also feel an intolerable foreign body sensation especially if encroachment on to the cricopharyngeus occurs.



· Removal oesophageal stents are used for oesophageal leaks and fistula management. The stent is removed once the leak or the fistula heals. Removal stents are also used for benign strictures. Removal stents could be metallic or non metallic (plastic)


· A stent deployed across the gastroesophageal junction leads to gastroesophageal reflux in most patients, causing significant morbidity. Stents with an antireflux valve could be used to reduce morbidity. Stents with an antireflux function are Dua stent (Wilson-Cook Medical)- it has a "windsock"-type valve;  a modified Choo stent (M.I.Tech) with a long inner antireflux valve; and the Bonastent (Standard Sci-Tech)  


Commercially available oesophageal self-expanding metal stents (SEMSs) include:


· Ultraflex (Microvasive, Boston Scientific, USA), 


· Z-stent (Wilson-Cook Medical,USA), 



· Polyflex (Boston Scientific), 



· Bonastent (Standard Sci-Tech, Korea), 



· Choo stent (M.I.Tech, Korea)



· Niti-S stent (TaeWoong Medical, Korea). 


All stents appear to be equally effective in palliating obstructive symptoms.


Ultraflex stents are popular in Europe. The last 2 cms of ultraflex stent are not covered. This helps embed the stent more firmly and reduce the risk of migration.



Currently, there is no consensus on absolute contraindications for oesophageal SEMS placement, but careful patient selection is of utmost importance. Patients with a short life expectancy (less than 4 weeks), multiple metastatic disease, or peritoneal seeding should probably not be considered as candidates.
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Balloon dilator



CRE ™ (controlled radial expansion) Balloon Dilatation Catheter- Boston Scientific   commonly called TTS (Through the scope) balloon



Balloon dilators are designed to be used through the scope (TTS) and are available in wire-guided or non-wire guided (fixed wire) versions. These balloons are expanded via pressure injection of liquid (e.g. saline, water, radiopaque contrast). Some balloons are designed to expand to a single diameter while others are designed to inflate to multiple diameters.



Multi-Diameter Balloon Dilators is designed to deliver 3 distinct, pressure-controlled diameters in 1 balloon at 3 separate pressures. Since 3 sizes can be achieved with 1 balloon pass, the procedure is potentially shorter and less expensive than dilation with a single-diameter balloon



Standard sizes are



8-9-10mm



10-11-12mm



12-13.5-15mm



15-16.5-18mm



The balloon hub of the catheter is attached to an integrated inflation system such as ALLIANCE™ or other 60cc inflation device with gauge to monitor the balloon pressure.



Achalasia balloon


Achalasia balloons are large diameter (30, 35, and 40 mm), non-TTS, and wire-guided radial expansion balloon dilators. They are positioned across the oesophago-gastric junction using fluoroscopic and/or endoscopic guidance. The balloon is insufflated with air (unlike water or saline in TTS balloons) and monitored manometrically.  
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Balloon dilator



CRE ™ (controlled radial expansion) Balloon Dilatation Catheter- Boston Scientific   commonly called TTS (Through the scope) balloon



Balloon dilators are designed to be used through the scope (TTS) and are available in wire-guided or non-wire guided (fixed wire) versions. These balloons are expanded via pressure injection of liquid (e.g. saline, water, radiopaque contrast). Some balloons are designed to expand to a single diameter while others are designed to inflate to multiple diameters.



Multi-Diameter Balloon Dilators is designed to deliver 3 distinct, pressure-controlled diameters in 1 balloon at 3 separate pressures. Since 3 sizes can be achieved with 1 balloon pass, the procedure is potentially shorter and less expensive than dilation with a single-diameter balloon



Standard sizes are



8-9-10mm



10-11-12mm



12-13.5-15mm



15-16.5-18mm



The balloon hub of the catheter is attached to an integrated inflation system such as ALLIANCE™ or other 60cc inflation device with gauge to monitor the balloon pressure.



Achalasia balloon


Achalasia balloons are large diameter (30, 35, and 40 mm), non-TTS, and wire-guided radial expansion balloon dilators. They are positioned across the oesophago-gastric junction using fluoroscopic and/or endoscopic guidance. The balloon is insufflated with air (unlike water or saline in TTS balloons) and monitored manometrically.  
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Balloon dilator



CRE ™ (controlled radial expansion) Balloon Dilatation Catheter- Boston Scientific   commonly called TTS (Through the scope) balloon



Balloon dilators are designed to be used through the scope (TTS) and are available in wire-guided or non-wire guided (fixed wire) versions. These balloons are expanded via pressure injection of liquid (e.g. saline, water, radiopaque contrast). Some balloons are designed to expand to a single diameter while others are designed to inflate to multiple diameters.



Multi-Diameter Balloon Dilators is designed to deliver 3 distinct, pressure-controlled diameters in 1 balloon at 3 separate pressures. Since 3 sizes can be achieved with 1 balloon pass, the procedure is potentially shorter and less expensive than dilation with a single-diameter balloon



Standard sizes are



8-9-10mm



10-11-12mm



12-13.5-15mm



15-16.5-18mm



The balloon hub of the catheter is attached to an integrated inflation system such as ALLIANCE™ or other 60cc inflation device with gauge to monitor the balloon pressure.



Achalasia balloon


Achalasia balloons are large diameter (30, 35, and 40 mm), non-TTS, and wire-guided radial expansion balloon dilators. They are positioned across the oesophago-gastric junction using fluoroscopic and/or endoscopic guidance. The balloon is insufflated with air (unlike water or saline in TTS balloons) and monitored manometrically.  
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Gastric module

Mr Lim a 45 year old Chinese man had an endoscopy performed for epigastric pain. He was self medicating with diclofenac for toothache. Endoscopy showed:
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What is the diagnosis?


Gastric ulcer- it is a discrete mucosal lesion with a punched-out smooth ulcer base. The margins are everted suggestive of a malignant ulcer

Most gastric ulcers tend to occur at the junction of the body and antrum, along the lesser curvature.

What is an ulcer?


An ulcer is a mucosal break unlike erosions which are breaks in the epithelium (i.e. ulcers are deeper)


How do you endoscopically distinguish benign from malignant ulcer?


Benign ulcers have smooth, regular and rounded edges with a flat smooth base and surrounding mucosa that shows radiating folds. The following features are suggestive of malignancy on endoscopy:


· The gastric folds around the ulcer are nodular, fused, or stop short of the ulcer margin


· The ulcers margins are irregularly heaped up or overhanging


· The ulcerated mass often protrudes into the lumen 


Discuss the next steps after diagnosis of peptic ulcer?


· Exclude any stigmata of bleed like a visible vessel or an adherent clot or presence of old or recent blood in the stomach or duodenum


· Obtain biopsies from gastric ulcer to exclude malignancy. A single biopsy offers 70% accuracy in diagnosing gastric cancer, but 7 biopsy samples obtained from the base and ulcer margins increase the sensitivity to 99%.


· Stop NSAIDS, aspirin if possible


· Arrange a repeat endoscopy in 6-8 weeks to assess gastric ulcer healing


Discuss the common causes of peptic ulcer disease (PUD)?

The two main causes of PUD are HP infection and NSAIDS. Other causes:


· 15% of peptic ulcers are idiopathic or due to rare causes (rare causes -drugs like Sirolimus, gastrinoma, systemic mastocytosis, carcinoid syndrome, ischaemia, radiation injury, sarcoidosis, Crohn’s disease etc). 


· COPD and cirrhosis is associated with an increased risk of PUD.  


· Alcohol is not a risk factor for peptic ulcer. 


· Steroids alone are not associated with an increase in the risk for peptic ulcer. However, steroids may worsen NSAID-induced ulceration.  

What are the Clinical manifestations of peptic ulcer disease?


Epigastric discomfort- Classic pain of duodenal ulcer occurs in empty stomach whereas gastric ulcer (GU) causes more severe pain occurring soon after meals.


Discuss endoscopic follow-up after peptic ulcer treatment?

· Duodenal ulcers — Patients with uncomplicated DU do not need further endoscopy unless symptoms persist or recur. HP eradication should be confirmed.


· Gastric ulcers- Repeat endoscopy to confirm GU healing is the standard practice to ensure that the lesions are benign. However, a case can be made against the practice, if the initial biopsies are adequate (at least four good biopsies from the ulcer margin and one from the base).


Discuss the pharmacotherapy in bleeding peptic ulcer?


Patients with high risk stigmata (such as a visible vessel or adherent clots) are at high risk of rebleeding. 80 mg bolus (of omeprazole or pantoprazole) followed by 8 mg/hr infusion has become the standard in clinical practice after endoscopic treatment of the ulcer. If there is no rebleeding within 24 hours, the patient may be switched to oral pantoprazole 40 mg/day or omeprazole 20 mg/day. Twice daily dosing of an oral or IV proton pump inhibitor may also be a reasonable alternative. 


Discuss the role of primary prophylaxis for peptic ulcer?


The American College of Gastroenterology has identified the five most important variables that place patients at risk for NSAID-related gastrointestinal complications:


· Prior history of a gastrointestinal event (ulcer, haemorrhage) 


· Age >60 


· High dosage of a NSAID 


· Concurrent use of glucocorticoids 


· Concurrent use of anticoagulants 


Patients with these risk factors should be considered for prophylaxis with NSAID treatment


What are the modes of ulcer prevention i.e. prophylactic treatment?


HP eradication with NSAIDs: is of value; however PPI maintenance is better in preventing ulcer recurrence and/or bleeding with NSAIDs.

However, patients receiving long term PPI treatment for prevention of NSAID ulcers should be tested for H pylori to reduce the PPI-H pylori interaction leading to accelerated loss of specialised glands and atrophic gastritis. 


HP eradication with aspirin: HP eradication is equivalent to PPI treatment in preventing further bleeds if aspirin is continued. Eradication followed by PPI maintenance after aspirin bleed reduces the risk even further (almost cures the problem).


Bottom line - Always eradicate H. Pylori and use PPI prophylaxis in patients with complicated ulcer disease.

Discuss the endoscopic description of duodenal ulcer?


More than 95% of the duodenal ulcers occur in the first part of the duodenum. It has four walls described endoscopically as anterior, posterior, superior and inferior.
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Link to peptic ulcer and H. Pylori modules
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		Current Opinion in Gastroenterology
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		European Journal of Gastroenterology & Hepatology
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		Gastroenterology Clinics of North America
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		Journal of Gastroenterology and Hepatology
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		Journal of Gastrointestinal and Liver Diseases

IBD Monitor (http://www.remedicajournals.com/Inflammatory-Bowel-Disease-Monitor/)
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		Neurogastroenterology and Motility

		[image: image50.png]





		

		

		



		

		[image: image51.png]





		Pancreas

		[image: image52.png]





		

		

		



		

		[image: image53.png]





		Pancreatology
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		Scandinavian Journal of Gastroenterology
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		The American Journal of Gastroenterology
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		The Canadian Journal of Gastroenterology
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		Hepatology Research
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		Journal of Hepatology
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		Journal of Viral Hepatitis
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		Liver International
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		Liver Transplantation
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		Seminars in Liver Disease
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		Endoscopy Journals
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		Digestive Endoscopy
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Royal Colleges


Academy of Medical Royal Colleges (http://www.aomrc.org.uk/)
The Royal College of Anaesthetists (http://www.rcoa.ac.uk/)
The Royal College of General Practitioners (http://www.rcgp.org.uk/)
The Royal College of Obstetricians and Gynaecologists (http://www.rcog.org.uk/)
The Royal College of Ophthalmologists (http://www.rcophth.ac.uk/)
The Royal College of Paediatrics and Child Health (http://www.rcpch.ac.uk/)
The Royal College of Pathologists (http://www.rcpath.org/)
The Royal College of Physicians and Surgeons of Glasgow (http://www.rcpsg.ac.uk/Pages/RCPSG_Welcome.aspx)
The Royal College of Physicians of Edinburgh (http://www.rcpe.ac.uk/)
The Royal College of Physicians of London (http://www.rcplondon.ac.uk/Pages/index.aspx)
The Royal College of Psychiatrists (http://www.rcpsych.ac.uk/)
The Royal College of Radiologists (http://www.rcr.ac.uk/)
The Royal College of Surgeons (http://www.rcseng.ac.uk/)

Professional societies


Coeliac City (http://www.coeliaccity.co.uk/)
American Association for the Study of Liver Diseases (AASLD) (http://www.aasld.org/Pages/Default.aspx)
American College of Gastroenterology (http://www.acg.gi.org/)
American Gastroenterological Association (AGA) (http://www.gastro.org/)

American Society for Parenteral and Enteral Nutrition (ASPEN) (http://www.nutritioncare.org/)
American Society of Gastrointestinal Endoscopy (ASGE) (http://www.asge.org/)
American Society of Colon and Rectal Surgeons (http://www.fascrs.org/)
Association of Coloproctology of Great Britain and Ireland (ACPGBI) (http://www.acpgbi.org.uk/)
Association of National European and Mediterranean Societies of Gastroenterology (ASNEMGE)

(http://www.asnemge.org/cms/front_content.php)
Association for Perioperative Practice (http://www.afpp.org.uk/home)
Association of Upper Gastrointestinal Surgeons for Great Britain and Ireland (AUGIS) (http://www.augis.org/)
British Association for the Study of the Liver (BASL) (http://www.basl.org.uk/)

British Association for Parenteral and Enteral Nutrition (BAPEN) (http://www.bapen.org.uk/)
British Dietetic Association (http://www.bda.uk.com/)
British Society of Paediatric Gastroenterology Hepatology and Nutrition (http://bspghan.org.uk/)
Canadian Association of Gastroenterology (http://www.cag-acg.org/)
European Association for the Study of the Liver (http://www.easl.eu/)

European Crohn's and Colitis Organization (ECCO) (https://www.ecco-ibd.eu/)
European Digestive Motility Centre (http://www.digestive-motility.org/ediciones/JAN2006-21/default.htm)
European Group for Endoscopic Ultrasonography (http://www.egeus.org/)

European Society for Clinical Nutrition and Metabolism (ESPEN) (http://www.espen.org/)
European Society for Neurogastroenterology and Motility (http://www.neurogastro.org/)
European Society of Gastrointestinal Endoscopy (ESGE) (http://www.esge.com/)
European Society of Gastroenterology and Endoscopy Nurses and Associates (ESGENA) (http://www.esgena.org/)

World Gastroenterology Organisation (WGO) (http://www.worldgastroenterology.org/)


The National Association for Colitis and Crohn's Disease (NACC) (http://www.nacc.org.uk/content/home.asp)

Useful websites


Gastrohep (www.gastrohep.com)

The global online resource for Gastroenterology, Hepatalogy and endoscopy


E-endoscopy (http://www.e-lfh.org.uk/projects/endoscopy/)


e-Endoscopy is an online training programme covering the core knowledge for modern endoscopic practice. It has been developed by the Joint Advisory Group on Gastrointestinal Endoscopy (JAG) and e-Learning for Healthcare (e-LfH).


Endoscopy training (http://www.endotraining.co.uk/)


E-case based resource combining video clips and relevant background knowledge


www.gastrointestinalatlas.com

It is a collection of gastroenterology videos


The DAVE Project – Gastroenterology (http://daveproject.org/)
The DAVE Project is a collection of teaching tools. The project consists of a gastrointestinal endoscopy video atlas and medical lectures and presentations.


National Library for Health: Gastro and Liver Disease (http://www.library.nhs.uk/gastroliver/)

It aims to provide access to the best available evidence within gastroenterology and liver diseases.


Trainees


TiG (http://www.tig.org.uk/)


A website dedicated to gastroenterology trainees in UK


The American College of Gastroenterology website for trainees (http://www.gi.org/physicians/trainees.asp)


http://www.omed.org/

The World Organisation of Digestive Endoscopy (Organisation Mondiale d'Endoscopie Digestive), OMED, is a world federation of national digestive endoscopy societies. Videos and How do i do it are particularly useful sections.
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Images 

The general scheme should be that on clicking a tab like Oesophagus


The images will open on the left hand side of the centre page with a title on top and then author name and country. Then picture (http://www.gastrohep.com/images/image.asp?id=1223)


On the right hand side of the picture should be a short description.


Also all images under oesophagus tab should display on the page one after another (the user should have the option to display say 10, 20, or 50 images in a page)- pagination might be needed (with display of 20 images on a page)


Submit an image should be displayed at the bottom of each image (with the form opening as above)


Subheadings for slide atlas- Clicking on it will open the left vertical tabs


Oesophagus


Gastroduodenal


Small Intestine


Colorectal


Inflammatory Bowel disease


Hepatology


Pancreatico-biliary


GI cancers


Nutrition


Histology


Radiology


Miscellaneous


At the bottom right of each page- there should be a link to email the page to a colleague and print as in http://www.gastrohep.com/videos/image.asp?id=13

Email and submit button beside each image


Videos (exact same format as images) same subheadings and display as images


See example http://www.jove.com/index/browse.stp?ResetScope=1

There should be an option to send the video upload directly to the website for publication after admin approval


(see bottom of the page http://www.gastrohep.com/videos/)
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Gastric module 

Mr Barrett, a 50 year old HGV driver had an endoscopy performed for symptoms of dyspepsia. The endoscopy showed:
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What is the diagnosis?


Gastric polyp in the antrum


 This is an incidental finding
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What are the types of gastric polyps?


· Hyperplastic (3/4 of all polyps)


· Adenomatous


· Inflammatory


What are the clinical features of gastric polyps?


Gastric polyps are mostly asymptomatic and are typically found incidentally at OGD. GI bleed (usually occult) can happen rarely.


Discuss hyperplastic polyps? 


Hyperplastic polyps are caused by an inflamed and often atrophic gastric mucosa. These polyps typically occur in the antrum and often in presentations of multiple lesions. In larger hyperplastic polyps, the surface epithelium is often eroded. This erosion may result in chronic blood loss and iron deficiency anaemia. It occurs due to a hyper proliferative response to tissue injury (erosions or ulcers), caused by NSAIDS, H. Pylori etc. 


Discuss the management of hyperplastic polyps? 


Removal of underlying injury (i.e. eradication of H. Pylori infection) results in regression of up to 70% of hyperplastic polyps. A repeat OGD should be done a few months after eradication to monitor not only cure of the infection, but also recurrence or regression of remaining polyps. 


Hyperplastic polyps have a low but definite potential for development of malignancy.  The overall prevalence of dysplasia is estimated at less than 2%; however, the risk is higher if polyps exceed 2 cm in size. For this reason, large polyps must be completely excised for thorough histological evaluation.  


Discuss adenomatous polyps?


Adenomatous polyps are usually solitary polyps (sessile or pedunculated) located in the antrum. These polyps are most often associated with chronic atrophic gastric metaplasia, and they have a defined cancer risk. The larger the polyp, the greater the risk that the polyp contains cancer. In polyps larger than 2 cm, the risk for cancer is as high as 50%. Endoscopic resection is appropriate. The guidelines of the American Society of Gastrointestinal Endoscopy (ASGE) recommend surveillance endoscopy one year after removing adenomatous gastric polyps to assess recurrence at the prior excision site.  

Discuss inflammatory polyps?


Inflammatory polyps are rare, representing less than 1% of all gastric polyps. These polyps are rarely symptomatic but can be associated with bleeding. Most inflammatory fibroid polyps are found incidentally. The aetiology of inflammatory fibroid polyps is unknown. As inflammatory fibroid polyps do not recur after excision, neither further treatment beyond local excision nor surveillance is recommended. 

Discuss the management of the polyp in the current case?


The polyp was removed endoscopically. The histology showed hyperplastic polyp. 


Remember: Polyps may be difficult to retrieve in stomach as it can drop through the pylorus and be eliminated by rapid passage through the small intestine. Thus, an adequate biopsy sample should be obtained prior to polypectomy. 


Ref: Carmack SW et al. Management of gastric polyps: a pathology-based guide for gastroenterologists. Nat Rev Gastroenterol Hepatol. 2009;6:331-341 (http://www.nature.com/nrgastro/journal/v6/n6/pdf/nrgastro.2009.70.pdf)


Image courtesy of www.gastrointestinalatlas.com
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Gastric module 

Mr Curtis, a 25 year old student presents with vomiting after an alcoholic binge. His endoscopy showed:
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What is the diagnosis?


Non erosive gastritis


The picture shows mucosal erythema and oedema consistent with acute gastritis.


What is gastritis?


· Gastritis technically refers to endoscopic or histological findings of inflammatory changes in the gastric mucosa; however, the term is often used clinically to refer to the symptoms of dyspepsia.  

· No correlation exists between microscopic inflammation (histologic gastritis) and the presence of gastric symptoms (e.g., abdominal pain, nausea, vomiting). In fact, most patients with histologic evidence of acute gastritis (inflammation) are asymptomatic.

· The inflammation may involve the entire stomach (pangastritis) or a region of the stomach (e.g., antral gastritis). 

What are the causes of gastritis?


The mechanism of injury in gastritis is an imbalance between the aggressive and the defensive factors that maintain the integrity of the gastric mucosa. Acute gastritis can be:

Erosive gastritis: can result from the exposure to a variety of agents or factors. This is referred to as reactive gastritis. These agents/factors include aspirin, NSAIDs, alcohol, potassium, iron supplements, cocaine, stress, radiation, bile reflux, and ischemia. The gastric mucosa exhibits haemorrhages (hemorrhagic gastritis), erosions, and ulcers.

Non erosive gastritis: generally caused by H. Pylori. 

[image: image2.jpg]





What are the clinical manifestations of acute gastritis?


Acute gastritis may produce no symptoms but can be associated with short-lived dyspepsia, lack of appetite, nausea or vomiting. It can occasionally be severe enough
 to cause gastrointestinal bleeding with melaena or haematemesis


Discuss the treatment of gastritis?

· Gastritis generally clears spontaneously.


· No specific therapy exists for acute gastritis, except for cases caused by H pylori.


· Discontinue the use of drugs known to cause gastritis (e.g., NSAIDs, alcohol).


Image courtesy of www.gastrointestinalatlas.com
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Gastric module 

Mrs Scott had an endoscopy performed for iron deficiency anaemia. The endoscopy showed:
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What is the diagnosis?


Watermelon stomach or GAVE (Gastric antral vascular ectasia). 

GAVE is characterised by red patches or spots in either a diffuse or linear array in the antrum of the stomach. The red stripes represent ectatic and sacculated mucosal vessels. 

It is called watermelon stomach because the streaky long red areas radiating out from the pylorus resemble the markings on watermelon. 

Discuss the clinical manifestations of GAVE?


· It affects mostly women in their middle ages (usually with autoimmune disease like scleroderma etc)

· The most common clinical presentation is iron deficiency anaemia which may need blood transfusions. 

· GAVE can also present with haematemesis or melaena.


Discuss the need for biopsy?


Watermelon stomach may be confused with severe antral gastritis and portal hypertensive gastropathy. Histology is not necessary to diagnose GAVE, which is made endoscopically, but their presence helps differentiate GAVE from other two conditions. GAVE histologically shows:


· Ectasia of mucosal capillaries


· Intravascular fibrin thrombi


· Fibrohyaline deposition around the ecstatic capillaries


· Spindle cell proliferation in the lamina propria


Discuss the aetiology of GAVE?

The aetiology of GAVE is unknown.  Some authors suggest that intermittent obstruction of submucosal blood vessels caused by the prolapse of antral mucosa through the pylorus (caused by gastric contractions) lead to acquired vascular ectasia.

What are the causes of GAVE?


· Most cases of watermelon stomach are idiopathic. However, it has been associated with cirrhosis in 30% of cases. (It is present in 3% of cirrhotics, whereas 30% of GAVE patients have portal hypertension).


· In the setting of cirrhosis, GAVE syndrome can be difficult to differentiate from portal hypertensive gastropathy (PHG). This distinction is paramount in that PHG generally responds to a reduction in portal pressures whereas those with GAVE syndrome and coexisting portal hypertension generally do not respond to such therapy. 

· GAVE syndrome can be distinguished from PHG in that GAVE generally has more antral involvement and the classic features of GAVE syndrome including gastric ectasia, gastric dilation, thrombi, increased spindle cell proliferation, and fibrohyalinosis may be seen on biopsy.

Discuss the management of GAVE?

In many cases iron replacement may be sufficient.


The treatment options in transfusions dependent GAVE are:


· Endoscopic treatment: APC has been found to improve lesions and decrease transfusion requirement. It has become the treatment of choice. It needs a median of 4 APC sessions to reduce transfusion requirements. Asymptomatic ulcers commonly occur following therapy, hence 2 weeks are allowed between sessions to allow the ulcers to heal. 


· Surgical- Surgical antrectomy can cure the disease permanently. APC may not suffice in diffuse GAVE and surgery may be needed

· Medical:  Oestrogen-progesterone combination treatment and tranexamic acid have been shown to be effective in case reports. However, the use of tranexamic acid is not without risk as there have been reports of ischaemic episodes and pulmonary embolus with the use of this agent.


_1335821568.doc
Gastric module 

Mr Jacob a 55 year old unemployed man was admitted with haematemesis. His endoscopy showed:
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What is the diagnosis?

Gastric varices (GV)

Endoscopically the gastric varices could be tortuous, nodular or timorous. GV lie in the submucosa, deeper than oesophageal varices, and distinguishing GV from gastric rugae may be difficult.
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What are the types of gastric varices?

Varices are classified into 2 categories: 


· Gastro-oesophageal varices (GOV)- varices extending from the oesophagus into the stomach


· GOV1- extending along the lesser curvature of the stomach (treated as oesophageal varices)

· GOV2- extending along the greater curvature towards the fundus


· Isolated Gastric varices (IGV)- when gastric varices are present in absence of oesophageal varices


· IGV1- located in the gastric fundus


· IGV2- located in the antrum, corpus or pylorus


GOV1, the commonest at 70% of gastric varices, are also known as cardial varices. GOV2 and IGV1, at 21% and 7% of gastric varices, respectively, together referred to as fundal varices (FV).


· GV also may be considered primary or secondary. Primary GV are those present at initial examination or in a patient who has never had sclerotherapy or variceal band ligation. Secondary GV refer to those that develop after endoscopic therapy for oesophageal varices.


What are the causes of gastric varices?


· GV (like oesophageal varices) occur in patients with generalized portal hypertension (PHT) of diverse origins. Gastric varices are more common in patients with non-cirrhotic portal hypertension (NCPH) and extrahepatic portal vein obstruction.


· IGV also occur in individuals with segmental (left-sided) PHT, arising from pathology of the splenic vein, such as thrombosis or stenosis, often as a sequelae of pancreatic pathology.


Discuss the unique features of gastric varices?

· FV are found in the submucous layer, but not in the lamina propria unlike oesophageal varices. As a result, the risk of bleeding from gastric varices is half that of oesophageal varices. However, when they do bleed, the haemorrhage is more severe leading to higher mortality and transfusion requirements than oesophageal varices. 

· It is hard to predict near future rupture of FV on their endoscopic findings, because the so-called red colour sign, which is frequently observed over the surface of oesophageal varices, is rarely observed on the surface of FV.

· Risk factors for gastric variceal bleed include fundal location, large size, red colour sign (rarely), and advanced child stage.


· Bleeding should be considered to have arisen from GV if there is 


· Active spurt or ooze, 


· Adherent clot,


· Presence of large GV, 


· No oesophageal varices, and 


· No other source of bleeding evident.


What causes rupture of gastric varices?

Fundal varices form in the submucosa, however they do penetrate through the muscularis mucosae and lamina propria at sites where they protrude into the stomach lumen; these vulnerable positions are where rupture occurs, possibly triggered by a mechanical insult or an ulcer overlying the GV, although this remains unproven.


 Is there any role of primary prophylaxis in gastric varices?

· In view of the low incidence of rupture, no prophylactic treatment seems warranted for FV.   However, because the mortality of GV haemorrhage is high, it has been suggested that patients at high risk for bleeding should undergo primary prophylactic eradication of the GV. This is not standard accepted practice in most western centres.


· There are no good data regarding the role of beta-blockers in the primary prevention of GV bleeding.  However, it seems reasonable to give beta-blockers empirically in primary prevention of GV bleeding, although their value is not proven.

Discuss the management of acute gastric variceal bleeding?


· Pharmacotherapy:  There is little data concerning the efficacy of somatostatin or vasopressin or their analogues in the control of acute GV bleeding. However, it is not unreasonable to give these agents empirically in acute GV bleeding, although it is likely that the often voluminous bleeding from GV might not be staved by pharmacologic measures.


· Antibiotics- within 48 hours of an acute variceal bleed, bacterial infection occurs in 20% of cirrhotic patients and is associated with a worsening of prognosis.


· Endoscopic variceal obturation (EVO) therapy- This refers to the injection of agents such as histoacryl, or thrombin. EVO has emerged as the initial treatment of choice for acute GV bleeding achieving haemostasis in 90% of cases. Thrombin also has been used to control fundal variceal bleeding with a relatively good success rate of up to 75%. 

· Balloon Tamponade- can be used as a stopgap to definitive treatment.


The commonly used Sengstaken–Blakemore or Minnesota tubes are not usually efficacious in controlling bleeding from fundal varices, owing to the small volume of the gastric balloon (200 mL). The Linton– Nachlas tube has a 600-mL volume single gastric balloon and seems to be more effective in controlling fundal variceal bleeding in up to 50% of patients, although 20% subsequently will rebleed.  It is not infrequent for rebleeding to occur due to inadequate traction, particularly within the first few hours of a variceal bleed.


· TIPS- The current role of TIPS in acute GV bleeding is as second-line rescue therapy when EVO has failed.  TIPS can control acute refractory GV bleeding in 90% to 100% of cases. Rebleeding occurs in 10% to 30% of patients within 1 year. EVO is more cost effective than TIPS in acute GV bleed.

· Shunt surgery- second-line treatment of refractory acute GV bleeding.


Discuss the role of sclerotherapy and endoscopic variceal banding (EVL) in acute GV bleed?


Sclerotherapy: Traditional variceal sclerotherapy involves injection of sclerosants such as ethanolamine oleate or absolute alcohol intra- or perivariceally (or both), resulting in endothelial damage and thrombosis of blood and subsequent sclerosis of the varix. It is not appropriate for patients with fundal varices (GOV2 or IGV1) because of the low rate of primary haemostasis and the high rate of rebleeding. This may be because of the high-volume blood flow through GV compared with oesophageal varices, resulting in rapid flushing away of the sclerosant in the bloodstream.


EVL: Some centres have used EVL successfully for GV smaller than 2 cm in diameter. However, not all centres have had good results with EVL of GV, and it can be technically difficult to place a band around GV because of their size and the thick overlying mucosa.


Discuss the secondary prevention of GV?


· The role of beta-blockers and nitrates in secondary prevention of GV bleeding has not been studied extensively.

· EVO is the treatment of choice for secondary eradication of GV.


· TIPS or shunt surgery are other options for secondary prevention.

Discuss histoacryl glue treatment?

Histoacryl is a monomer that rapidly undergoes polymerization on contact with the hydroxyl ions present in water. This changes the liquid to a hard brittle acrylic plastic.  This causes plugging and thrombosis of the varices. The patency of the varix is assessed by blunt palpation with a catheter or biopsy forceps and additional glue is injected until the varix is ‘hard’ to palpation. On subsequent endoscopies, the patency of the varix is assessed by either blunt palpation or endoscopic ultrasound (EUS). Months after the injection, the mucosa overlying the glue cast sloughs off and the plug is extruded into the stomach.


Histoacryl can be utilized for secondary prevention by repeat injections at 1- to 2-weekly intervals to ensure eradication of the varices. Obliteration is the term used for gastric varices treated by glue rather than eradication, as the varix itself can be visible even when it has been effectively treated. Indeed, the fact that the varix is still present makes assessment of obliteration difficult. Average number of sessions needed to achieve obliteration range from 1 to 3. Once varices are obliterated, some experts inject glue every 6 months.

Complications of histoacryl: Side effects include mild and transient pyrexia and abdominal discomfort. Uncommon side effects caused by histoacryl glue include cerebral, pulmonary, and portal vein embolism, retroperitoneal abscess, splenic infarction, and portal and splenic vein thrombosis. The systemic emboli complications are increased in patients with hepatopulmonary syndrome. These complications can be reduced by avoiding it in patients with hepatopulmonary syndrome and by using no more than 2 mL of injection in a session.


Discuss the management of gastric varices caused by left sided portal hypertension like splenic vein thrombosis?

· Histoacryl  is the treatment of choice for acute GV bleed as well as for secondary prevention as in generalised PHT related GV


· TIPS is not an option as only veins draining from spleen have raised pressure. 

· Segmental PHT and associated GV are cured effectively by splenectomy or splenic artery embolization  or in the case of splenic vein stenosis, by stenting of the splenic vein


Ref


Ryan BM et al. A Pathophysiologic, Gastroenterologic, and Radiologic


Approach to the Management of Gastric Varices. Gastroenterology 2004;126:1175–1189

(http://www.gastrojournal.org/article/S0016-5085%2804%2900148-9/abstract)


Tripathi D et al. Recent advances in the management of bleeding gastric varices. Aliment Pharmacol Ther. 2006 Jul 1;24(1):1-17. (http://www3.interscience.wiley.com/cgi-bin/fulltext/118572343/PDFSTART)
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Gastric Module


Mr Roberts, a 55 year old gentleman had an OGD performed for iron deficiency anaemia. OGD was normal except showing:
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What is the diagnosis?


Fundic gland polyps (FGP)


 It is an incidental finding.
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What are fundic gland polyps?


· FGP are believed to be hamartomatous polyps found in the fundus and upper body. However, FGPs are also associated with long term PPI use suggesting that other mechanisms related to the suppression of acid secretion may be involved in their pathogenesis. They are the most common type of polyps seen at endoscopy.  


· They appear as smooth, glassy, sessile, circumscribed elevations (usually measuring <0.5 cm)


· Histologically, it shows one or more cystically dilated oxyntic glands with flattened lining cells.


Discuss the causes of FGP?


· Sporadic- these are few in number and found exclusively in patients without H. Pylori infection


· PPI use- large numbers of polyps may exist, but these regress on stopping PPI treatment


· Associated with FAP- when multiple FGPs are diagnosed in a young patient, FAP should be considered.


Discuss the management of FGP?


Sporadic and PPI associated FGPs have low malignant potential and no ominous associations. By contrast, a definite risk of dysplasia (between 30% and 50%) is present in FAP associated FGPs. Thus FGP should be carefully biopsied in FAP.

Dysplasia in FGPs was associated with large polyp size (>1 cm), increased severity of duodenal polyposis, and antral gastritis.


Discuss the management of FGP in patients on PPI?


· In patients on PPI therapy with typical, small (<0.5 cm) FGPs, diagnosis is confirmed by taking a biopsy specimen from one polyp. 


· Biopsy specimens are taken from all polyps 0.5–1.0 cm in size. 


· PPI therapy is not discontinued in patients with smaller polyps.


· Larger polyps (>1 cm) are removed and, if clinically appropriate, PPI therapy is discontinued in these patients.

Ref: Carmack SW et al. Management of gastric polyps: a pathology-based guide for gastroenterologists. Nat Rev Gastroenterol Hepatol. 2009;6:331-341 (http://www.nature.com/nrgastro/journal/v6/n6/pdf/nrgastro.2009.70.pdf)
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Gastric module 

Mr Jacques, a 55 year farmer had an endoscopy performed for dyspepsia. It showed:
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What is the diagnosis?


Carcinoid tumour affecting the proximal greater curvature
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Discuss the endoscopic diagnosis of carcinoid tumour?


· Carcinoid tumours arise from the neuroendocrine cells in the mucosa and submucosa. 


· They have a white, yellow or gray appearance that can be observed through the intact mucosa. The yellow colour is a result of cholesterol and lipid accumulation within the tumour.  

· They may be intramural masses, or they may protrude into the lumen as polypoid nodules. The overlying gastric or intestinal mucosa may be intact or have focal ulceration. 


· Although carcinoid tumours can be subepithelial, deep biopsies often helps in establishing the diagnosis histologically.


Further reading- Link to neuroendocrine tumour


Images courtesy of www.gastrointestinalatlas.com
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Oesophageal module 

Mr Jones, a 70 year old retired pharmacist presented with complaints of dysphagia and regurgitation of partially digested food material. His endoscopy showed:
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What is the diagnosis?


Zenker diverticulum
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Discuss the diagnosis of Zenker diverticulum?


Barium swallow is the investigation of choice. 
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Discuss the role of barium swallow as the first investigation in the diagnosis of dysphagia?


Patients with proximal dysphagia may have a pharyngeal pouch, post cricoid web etc which increases the risk of perforation on endoscopy. Barium swallow may be considered as an initial investigation for investigation of proximal dysphagia; however an endoscopy is safe as an initial test in experienced hands.


What is a Zenker diverticulum?


It is a pulsion diverticulum caused by herniation of the oesophageal mucosa posteriorly between the cricopharyngeus muscle and the inferior pharyngeal constrictor muscles.


It is a false diverticulum consisting of mucosa and submucosa that arises from the posterior portion of the inferior pharyngeal constrictor muscle. True diverticulum consists of all layers of the wall.


Zenker diverticulum occurs at an area of potential weakness in the inferior pharyngeal constrictor muscle referred to as the Killian dehiscence. It is located between the oblique fibers of the inferior constrictor muscle and the horizontal fibers of the cricopharyngeal muscle. 


The aetiology is incompletely understood. It is hypothesized that improperly timed relaxation of the cricopharyngeus muscle during swallowing leads to increased pressure which causes herniation of the oesophageal mucosa over time.


What are the symptoms of Zenker diverticulum?


It affects older patients (males slightly more than females)


Dysphagia is the commonest symptom occurring in as many as 98% of patients. 


Other common symptoms include halitosis, regurgitation of undigested food, noisy swallowing, and aspiration. Hoarseness can be present when the diverticulum is large enough to compress the recurrent laryngeal nerve. 


Weight loss and recurrent pulmonary infections secondary to aspiration occur in approximately one third of patients.


Discuss the treatment of Zenker diverticulum?

Zenker diverticula require intervention only if they produce symptoms. In general, small (i.e., <2 cm) lesions found incidentally require no intervention.  

The two key elements of the successful surgical management of Zenker diverticulum are division of the cricopharyngeus muscle to eliminate the potentially elevated pressure zone and elimination of the diverticular pouch as a reservoir of food and secretions.


Treatment options:


Surgical


Small Zenker diverticulum- Cricopharyngeal myotomy (muscle is divided longitudinally) via a left neck incision plus diverticulopexy (diverticulum is inverted and sutured to the prevertebral fascia i.e. diverticulum is not excided).


Larger Zenker diverticulum- Cricopharyngeal myotomy plus diverticulectomy (pouch neck is stapled and then the pouch is excised)


Endoscopic


Endoscopic approach has become the preferred choice for most American and British surgeons. This technique consists of adhering the mucosal edges by stapling them together while cutting across the "party wall" i.e. septum at the same time. Few complications have been reported with this procedure. 

Alternatively, flexible endoscopes are used nowadays to cut (using APC or needle knife) the septum between the diverticulum and the oesophageal lumen. The septum contains the cricopharyngeal muscle. 


Image courtesy of www.gastrointestionalatlas.com
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Mr Matthews, a 19 year old man presents with 2 year history of intermittent dysphagia. His endoscopy showed:
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What is the diagnosis?


Eosinophilic oesophagitis. The picture shows a ringed appearance i.e. trachealized oesophagus.
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Discuss the endoscopic findings in eosinophilic oesophagitis?


Endoscopic findings are usually subtle and a careful examination is needed along with biopsies. Endoscopic findings include:


· Strictures 


· Trachealized oesophagus (ringed appearance)


· Whitish elevated papules that resemble candidiasis


· Longitudinal linear furrows (also called oesophageal corrugation)  


How do you establish the diagnosis?


At least 5 biopsies should be obtained from the proximal and distal third of the oesophagus for optimal sensitivity. 


The current accepted number of eosinophils needed for diagnosis is 15 eosinophils/HPF in the presence of a consistent clinical context. 


Oesophageal biopsies should be obtained if the clinical history is suggestive (even if the oesophagus looks normal endoscopically)


What is Eosinophilic oesophagitis?


· Chronic oesophageal inflammation of unknown origin that is characterized by dense infiltration of eosinophils.


· It has been described in patients of all ages, however it is most common in the childhood


· It predominantly affects males


· Possibly allergic in aetiology as majority of patients have a personal or family h/o allergy


· New disease with an increasing incidence


Discuss the clinical manifestations of EO?


· Intermittent dysphagia


· Food impaction


· GORD like symptoms unresponsive to PPI


· Vomiting


· Chest pain


Further reading


Link to Eosinophilic oesophagitis

Image courtesy of www.gastrointestionalatlas.com
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Mrs Patterson, a 26 year old housewife was admitted to the hospital with an episode of haematemesis following an alcoholic binge. Her endoscopy showed:
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What is the diagnosis?


Mallory -Weiss Tear (MWT)
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What is Mallory- Weiss syndrome?


Mallory-Weiss syndrome is characterized by longitudinal mucosal lacerations in the distal oesophagus and proximal stomach, which are usually associated with forceful retching. The lacerations often lead to bleeding from submucosal arteries.  


Discuss the pathophysiology of MWT?


 MWT likely occurs as a result of a large, rapidly occurring, and transient transmural pressure gradient across the region of the GO junction.  


Retching or vomiting causes a rapid rise in intragastric pressure causing a dramatic increase in the transmural pressure across the GO junction which abuts a low intrathoracic pressure zone.  
 Another potential mechanism for MWTs is the violent prolapse or intussusception of the upper stomach into the oesophagus, as can be witnessed during forceful retching at endoscopy.


Discuss the clinical manifestations of MWT?


· The classic presentation consists of an episode of haematemesis following a bout of retching or vomiting. Less common presenting symptoms include melaena, haematochezia, syncope, and abdominal pain.

· Bleeding from MWTs stops spontaneously in 80-90% of patients. With conservative therapy, most tears heal uneventfully within 48 hours. Thus, a MWT can easily be missed if endoscopy is delayed. 


· The degree of blood loss varies. Hemodynamic instability and shock may occur in up to 10% of patients.  


Discuss the role of hiatus hernia in MWT?

Hiatus hernia has been found in 35-100 % of patients with Mallory-Weiss tears and has been considered by some to be a necessary predisposing factor. During retching or vomiting, the transmural pressure gradient is greater within the hernia than the rest of the stomach, and it is the location most likely to sustain a tear. Within the hernia, the tear is
 more likely to involve the lesser curvature of the gastric cardia, which is relatively immobile compared to the remainder of the stomach.

Discuss the endoscopic management of MWT?


Endoscopic diagnosis of a MWT is readily made by identifying active bleeding, an adherent clot, or a fibrin crust over a mucosal split within or near the gastroesophageal junction. The split is usually 2-3 cm in length. Most patients present with a single tear. The usual location of the tear is just below the gastroesophageal junction on the lesser curvature of the stomach (between 2 and 6 o'clock on endoscopic viewing with the patient in the left lateral decubitus position).


Patients with active bleeding are treated. Stigmata (e.g., nonbleeding visible vessel, adherent clot) do not necessarily require treatment in MWTs as they do in peptic ulcers as the risk of rebleeding is very low. Such stigmata usually are not treated unless they are rebleeding episodes from the same lesion or are associated with a coagulopathy.  Some experts will treat a non bleeding visible vessel.

Actively bleeding lesions can be treated with adrenaline injection and haemoclips or contact thermal methods as in peptic ulcer bleeds. Band ligation is also an efficient procedure for primary haemostasis and for preventing recurrent bleeding.

Angiography (gelfoam embolization of the left gastric artery) or surgery may be needed if endoscopy fails to control to bleeding.

Discuss the role of PPI in MWT?


PPI’s are usually prescribed for 1-2 weeks to accelerate healing, although this practice is of unproven benefit. An antiemetic is useful for controlling nausea and vomiting, common precipitating factors to MWTs.


Discuss the time for safe discharge?


 Patients with actively bleeding MWTs should be hospitalized for at least 48 hours. Patients with clinical risk factors for rebleeding and endoscopic stigmata of nonbleeding visible vessel, pigmented protuberance, or adherent clot should be observed for 48 hours. If rebleeding occurs, it usually takes place within that time period.


Other patients can be discharged after observation for approximately 24 hours.

Image courtesy of www.gastrointestionalatlas.com
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Mr Runyon, a 55 year old mechanic presents with intermittent dysphagia. His endoscopy showed:
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What is the diagnosis?


Schatzki ring
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What is a Schatzki ring?


Schatzki ring is a lower oesophageal mucosal ring that causes intermittent dysphagia. 

Lower oesophageal rings are common and is found in up to 15% of barium examinations. The vast majority of them are asymptomatic. The term Schatzki ring is reserved for lower oesophageal rings that cause symptoms.


Lower oesophageal rings (also called B rings) are composed of mucosa and submucosa. It occurs at squamo columnar junction and thus the histology correspond to the OG junction: the superior surface of the ring is stratified squamous epithelium (ie, oesophageal mucosa), and the inferior surface of the ring is covered by columnar epithelium (ie, gastric mucosa).


The exact pathogenesis of lower oesophageal rings is not known. Most investigators believe that a Schatzki ring is an annular stricture caused by scarring from reflux oesophagitis.


What are the clinical manifestations of Schatzki rings?


Most cases occur in middle-aged or older adults.

The cardinal manifestation of Schatzki rings is intermittent dysphagia for solid foods. 

Patients also may present with acute food impaction causing an obstruction in the oesophagus.  

Discuss the diagnosis of Schatzki ring?


Barium swallow is more sensitive than OGD. Endoscopy failed to show 1/3 of Schatzki rings demonstrated on barium swallow in one study. However, endoscopy is needed to confirm the diagnosis and exclude any other diagnosis once Schatzki ring is picked up on barium swallow.


Discuss the treatment of Schatzki ring?


Treatment is needed only in symptomatic patients. Treatment options:


· Oesophageal dilatation is used with the intention of fracturing the ring—not merely stretching it. Given their dense, fibrous nature, balloon dilatation is preferred (due to their radial force on the ring)

· Incision of the ring using electrocautery or sphincterotome or Nd:YAG laser.


· 4-quadrant biopsy of the ring is as effective as dilatation.

What are the types of oesophageal rings?


Two types of rings are identified in the distal oesophagus.


A ring- or muscular rings. It is a thickened symmetric band of muscle that is located approximately 2 cm above the GO junction. This muscular ring is not a fixed structure and only may be demonstrated in some barium swallows. ‘A’ rings are rare and even more rarely associated with dysphagia.


B ring or mucosal ring is quite common. 

What is an oesophageal web?


An oesophageal web is a thin (2-3 mm), eccentric, smooth extension of normal oesophageal tissue consisting of mucosa and submucosa that can occur anywhere along the length of the oesophagus but is typically located in the anterior postcricoid area of the proximal oesophagus. The association between iron deficiency and oesophageal webs is controversial.


 Image courtesy of www.gastrointestionalatlas.com
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Mr Jacques, a 60 year old investment banker presented with complaints of dyspepsia and weight loss of a stone over the last 10 weeks. Endoscopy showed:


[image: image1.jpg]



[image: image2.jpg]





What is the diagnosis?


A small mucosal lesion is seen- it is a squamous cell papilloma


 It is an incidental finding and not responsible for the patient’s symptoms.
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Discuss the endoscopic findings of a squamous cell papilloma?


Squamous cell papilloma is a pinkish soft polypoid structure with a smooth or slightly rough surface in the oesophagus. They are usually 5-6 mm in size but could be large.  The most frequent location is the posterior wall of the lower third of the oesophagus, and the lesions are usually isolated.  

Discuss the aetiology of a squamous cell papilloma?


Oesophageal Squamous papilloma is rare; with an estimated prevalence of 0.01 to 0.43. The aetiology of squamous cell papilloma is unclear. Theories:


Viral infection by human papilloma virus has also been implicated.

Hyper-regenerative response of the mucosa to chemical and mechanical irritation such as minor trauma, previous gastroesophageal surgery and GORD.  

Discuss the clinical manifestations of squamous cell papilloma? 

Oesophageal squamous papilloma is mostly asymptomatic and the lesion is incidentally discovered at endoscopy. A large papilloma can sometimes cause dysphagia.


Discuss the malignant potential of squamous cell papilloma?


There are no reports of malignant transformation in humans. However, there is debate about its malignant potential in human because HPV DNA has been isolated from oesophageal cancer, papilloma is known to be precursor of squamous carcinoma (as in larynx and cervix), and papilloma and occult epidermoid carcinoma of oesophagus have been found contiguously in humans. There is also evidence for oesophageal squamous papillomas in cows that undergo malignant transformation after exposure to specific environmental carcinogens .Therefore malignant transformation still remains a concern.

Discuss the management of squamous cell papilloma?


All oesophageal squamous papillomas should be removed both for diagnosis and secondary to the ambiguity at present about malignant potential.


They are easily removed, with forceps (if small) or snare polypectomy (with or without EMR)

Image courtesy of www.gastrointestionalatlas.com
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Mr Frederick, a 35 year old construction worker presents with haematemesis. His endoscopy showed:
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What is the diagnosis?


Oesophageal varices
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What are endoscopic stigmata of variceal bleed?


Red colour signs (cherry-red spots and red wale markings)-, are associated with higher risk of haemorrhage. These signs are thought to represent focal weakness in the variceal wall. 


Fibrin clots or 'white nipple sign' are occasionally seen over the variceal columns which have recently bled


Define small and large varices? 

Varices are either small or large. Large varices (for the purpose of treatment) are those varices that are greater than 5 mm or tortuous veins or occupying more than one-third of the oesophageal lumen.

Discuss the endoscopic management of oesophageal varices?


Endoscopic variceal ligation (banding) is done to control variceal bleeding. The oesophageal mucosa and the submucosa containing varices are ensnared, causing subsequent strangulation, sloughing, and eventual fibrosis, resulting in obliteration of the varices.


Variceal band ligation therapy is superior to sclerotherapy in terms of rebleeding, all cause mortality and death due to bleeding in patients with bleeding oesophageal varices.

[image: image3.jpg]





What are the endoscopic signs indicated increased risk of further bleeding?

The presence of variceal red colour signs (eg, cherry red spots, red whale markings, blue varices) indicates an increased risk of further bleeding.


Further reading


Variceal bleed (link)


Endoscopy varices (link)
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Mr Jacob, a 45 year old engineer presents with chronic heartburn. His endoscopy showed
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What is the diagnosis?
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Sliding hiatus hernia. 


A normal J manoeuvre looks like
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What is a hiatus hernia?


A hiatus hernia occurs when a portion of the stomach prolapses through the diaphragmatic oesophageal hiatus. 

What are the types of hiatus hernia?


3 types


Sliding hiatus hernia- most common type of hiatus hernia. It occurs when the gastroesophageal junction, along with a portion of the stomach, migrates into the mediastinum through the oesophageal hiatus  

Paraoesophageal or rolling hernia- the widened diaphragmatic hiatus permits the fundus of the stomach to protrude into the chest, anterior and lateral to the body of the oesophagus; however, the gastroesophageal junction remains below the diaphragm.  


Mixed hernia- combination of sliding and rolling hernia
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Discuss the epidemiology of hiatus hernia?


Hiatus hernias prevalence increases with age, from 10% in patients younger than 40 years to 70% in patients older than 70 years. Hiatus hernias are more common in women than in men.


What are the clinical manifestations of hiatus hernia?

Most hiatus hernias are asymptomatic and are discovered incidentally. 

Sliding hiatus hernia predisposes to reflux or worsen existing reflux in a minority of individuals. 


Rarely, a hiatus hernia may cause intermittent bleeding from associated oesophagitis, erosions (Cameron ulcers), or a discrete oesophageal ulcer, leading to iron-deficiency anaemia.

Para oesophageal hernia may rarely present with a life-threatening complication, such as gastric volvulus or strangulation (presents with vomiting and pain)

Discuss the management of paraoesophageal hernia?

Paraoesophageal hernias generally tend to enlarge with time. The risk of these hernias becoming incarcerated, leading to strangulation or perforation, is approximately 5%. This complication is potentially lethal, and surgical intervention is necessary. Because of the high mortality associated with this condition, the majority of published reports suggest that all paraoesophageal hernias in good-risk surgical patients should be repaired to prevent the development of potentially life threatening complications.  However, several prominent surgeons have favoured a more conservative approach recommending watchful waiting is a reasonable alternative for the initial management of patients with asymptomatic or minimally symptomatic paraoesophageal hernias.

A recent paper concluded that If ELHR (elective laparoscopic hernia repair) is routinely recommended, it would be more beneficial than watchful waiting (WW) in less than one of five patients. WW is a reasonable alternative for the initial management of patients with


asymptomatic or minimally symptomatic paraoesophageal hernias, and even if an emergency operation is required, the burden of the procedure is not as severe as was thought in the past. The paper also showed that studies overestimate the mortality of emergency surgery (17% vs. 5.4%). The mortality rate of ELHR was 1.4%. The annual probability of developing acute symptoms requiring emergency surgery with the WW strategy was 1.1%. For patients


65 years of age, ELHR resulted in reduction of 0.13 QALYs (10.78 vs. 10.65) compared with WW.


Ref- Stylopoulos N et al. Paraoesophageal Hernias: Operation or Observation? Ann Surg 2002;236(4):492-500.


Discuss the management of sliding hiatus hernia?


Most sliding hiatus hernias are symptomatic and need no treatment.

 Images courtesy of www.gastrointestinalatlas.com
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Mrs Williams, 50 year old women had an endoscopy performed for symptoms of chronic epigastric pain and bloating. Endoscopy showed
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What is the diagnosis?
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Inlet patch. This is an incidental finding in this case


What is an inlet patch?


Inlet patch is an island of heterotopic gastric mucosa typically located at or just below the upper oesophageal sphincter. 


Endoscopically it appears as salmon pink coloured mucosa surrounded by normal pearl white coloured squamous oesophageal epithelium. 


It is considered a congenital anomaly, a remnant of gastric mucosa which is left behind during the descent of the stomach in embryologic development.


In addition, there are several studies that demonstrate a correlation between the presence of cervical inlet patch and Barrett's oesophagus suggesting a possible aetiology link.


How common is inlet patch?


The incidence of inlet patch is probably between 1-4%. However, they are often missed if not carefully looked for as the scope is removed. Another reason for the low rate of diagnosis is due to decreased clinical importance and the lack of information available in the textbooks. In addition, as there is little chance of malignant transformation, this lesion is frequently overlooked, or given low priority.


What are the clinical manifestations of inlet patch?

Most patients are completely asymptomatic. 


Rarely, however, acid production by these inlet patches causes ulceration, strictures, and dysphagia. 


Approximately 25 cases of adenocarcinoma related to inlet patch have been reported.


What are the next steps after an endoscopic diagnosis of inlet patch?


No further action is warranted. It is an incidental finding and mostly asymptomatic.


Image courtesy of www.gastrointestionalatlas.com
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Mr Jacob, a 60 year old painter complained of chronic abdominal pain. Endoscopy showed
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What is the diagnosis?
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Glycogenic acanthosis

Discuss the endoscopic features of glycogenic acanthosis?


These lesions appear as multiple uniformly sized oval or round grey-white plaques usually 2-10 mm in diameter. They may form a confluent conglomeration with a cobblestone mucosal pattern. Although they may involve any oesophageal segment, these nodules are most common in the distal third.

What is the aetiology?


It is characterized by multifocal plaques of hyperplastic squamous epithelium with abundant intracellular glycogen deposits. The aetiology is unknown.


Because glycogenic acanthosis appear in the fifth to sixth decades of life and become more numerous and larger with increasing age, the condition is thought to be an age-related, degenerative process

Discuss the clinical features?


These nodules or plaques result from accumulation of excess glycogen in mature squamous cells of the upper epithelium.

This condition is asymptomatic and an incidental finding.  Many endoscopists regard it as normal variation

The prevalence of it varies from 5% to 15% in endoscopic series. The incidence increases with age without gender predilection.

Image courtesy of www.gastrointestionalatlas.com
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Mrs Kell, a 45 year old homemaker complains of dysphagia to liquids and solids for some years. Endoscopy showed:
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What is the diagnosis?


The picture shows a normal oesophagus.  Oesophageal biopsies should be obtained to exclude eosinophilic oesophagitis.

Discuss the next steps?


Dysphagia to liquids in the absence of any oesophageal obstruction is strongly suggestive of a motility disorder.  Options:


Oesophageal manometry- if available is ideal, particularly if achalasia is suspected


Barium swallow- is reasonable if achalasia is unlikely form the clinical history. The diagnostic accuracy of barium swallow for achalasia is approximately 95 percent.


Discuss oesophageal motility disorders?


Oesophageal dysmotility is defined as motility that differs significantly from accepted normal variations. The clinical significance of this is unknown. With the exception of achalasia, the relationship between the manometric patterns and clinical symptoms remain controversial. Oesophageal dysmotility could be primary or secondary to systemic diseases like scleroderma, diabetes, Chagas disease, chronic GORD and chronic idiopathic intestinal pseudo obstruction.


Discuss the clinical features of oesophageal dysmotility?


Dysphagia and chest pain


Classify oesophageal motility disorders?


3 types- hypercontracting, hypocontracting, and discoordinated motility besides achalasia. Hypocontracting motility disorder may be caused by GORD. 


There is no definite treatment for oesophageal motility disorders except for achalasia.


What are the endoscopic features of achalasia?


· Normal in 40% of patient. There may be residual food in a dilated oesophagus


· Evidence of local inflammation may be there.


· Might find resistance while passing the GOJ

· Oesophagus may be dilated, elongated and tortuous( like colon)

Discuss the clinical features of achalasia?


· Men and women are affected with equal frequency. 


· The disease can occur at virtually any age, but onset before adolescence is unusual. 


· Dysphagia for solids and liquids is the primary clinical feature of achalasia 


· Dysphagia for liquids is most characteristic of achalasia and strongly suggests the diagnosis.


· Difficulty belching is present in approximately 85 percent of patients. Few describe this symptom spontaneously.


· Weight loss, regurgitation, chest pain, and heartburn can occur. Regurgitation of material at night may result in aspiration. 


· GORD symptoms  occurs with surprising frequency in achalasia - probably by direct inflammation of the mucosa by the food, pills, or lactate production by bacterial fermentation of retained carbohydrate.


Further reading


Achalasia


Oesophageal dysmotility
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Mr Nixon, a 45 year old company executive presents with progressive dysphagia to solids and liquids for 3 months. He suffers from GORD and has been using PPI intermittently. His endoscopy showed:
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What is the diagnosis?


Benign oesophageal stricture secondary to GORD. It did not allow the scope to pass through
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Discuss the next steps?


The stricture should be biopsied to exclude malignancy


 Long term PPI


Repeat endoscopy after 6-8 weeks. PPI therapy often heals the inflammation and the stricture improves. If the stricture persists at repeat endoscopy- dilatation will be needed.


What are the causes of oesophageal stricture?


The majority of oesophageal strictures are reflux related. Other causes are malignancy, anastomotic, sclerotherapy, radiation, medication, and corrosive induced strictures, and rings and webs.


Eosinophilic oesophagitis is a recently described emerging cause of oesophageal stricture.


What is the diameter to which the obstruction should be dilated?


Dysphagia occurs when the oesophageal diameter is less than 13 mm. Thus a diameter of 13-15mm is generally accepted as the end point of dilatation. A few patients will require greater diameters for symptom relief.


Further reading


Link to Benign oesophageal dilatation (should open in a new page)

Image courtesy of  www.gastrointestionalatlas.com
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Mr Smith, a 55 year old accountant has been complaining of odynophagia for the last 2 months. He is asthmatic and uses regular steroid inhalers. His endoscopy showed:

[image: image1.jpg]





What is the diagnosis? 

Oesophageal candidiasis- the endoscopy picture shows white plague like lesions, typical of oesophageal candidiasis.  Brushings or biopsy of the lesions reveals presence of candida pseudohypahe.
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What are the symptoms?


The hallmark of oesophageal candidiasis is dysphagia or odynophagia. However, the patients may be asymptomatic too. It often occurs together with oral thrush; however absence of thrush does not preclude a diagnosis of oesophageal candidiasis.


What is the causative organism?


C. albicans is almost always the infecting organism. Symptomatic infections caused by C. glabrata and C. krusei alone have been described

What are the risk factors for oesophageal candidiasis?


· HIV infection- oesophageal candidiasis is an AIDS defining illness and occurs with CD4 counts less than 200/microL.


· Haematological and non-haematological malignancies


· Chemotherapy or use of broad spectrum antibiotics


· Use of inhaled steroids


NB- HIV testing should always be considered in oesophageal candidiasis, even in presence of other risk factors.

What is the treatment?


· Systemic antifungal therapy is always required for treatment. 

· Oral fluconazole (200 to 400 mg daily for 14 to 21 days) is the drug of choice due to its lack of toxicity and cost. Symptoms improve within 7 days.


Further reading

Link to Oesophageal candidiasis module


Image courtesy of www.gastrointestionalatlas.com
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Mr Willis, a 45 old company executive presents with chronic symptoms of heartburn. An endoscopy showed:
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What is the diagnosis?


Barrett’s oesophagus
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What is Barrett’s oesophagus?


Barrett’s oesophagus” (more appropriately referred to as columnar-lined oesophagus [CLO]) is an oesophagus in which any portion of the normal squamous lining has been replaced by a metaplastic columnar epithelium which is visible macroscopically.  

Discuss the measurement of the length of Barrett’s oesophagus?


Studies show that there is inter- and intraobserver reliability in measuring Barrett's length.  Accurate measurements of Barrett's oesophagus length are important in clinical follow-up as well as in studies of therapeutic intervention in Barrett's oesophagus.


To correctly measure the length of Barrett’s oesophagus, it is important to identify some key landmarks at endoscopy:


Gastro oesophageal junction is defined endoscopically as the level of the most proximal gastric fold. When the squamo-columnar junction is proximal to the gastroesophageal junction (i.e. the most proximal gastric fold), there is a columnar-lined segment or Barrett's oesophagus. 


The squamo-columnar junction is usually visible as the pale squamous epithelium merges into redder columnar mucosa.  If the squamo-columnar and gastroesophageal junction coincide, the entire oesophagus is lined with squamous mucosa.  

Discuss the role of endoscopy in patients with chronic heartburn?


British society of Gastroenterology (BSG) does not recommend endoscopic screening of patients with chronic heartburn to detect CLO.


Discuss the biopsy protocol for Barrett’s oesophagus?


Quadrantic biopsies should be taken every 2cm in the columnar segment together with biopsies of any visible lesion.


Discuss surveillance visa a vis the length of Barrett’s oesophagus?


The length of the CLO segment has been linked to an increased risk of developing dysplasia or carcinoma development but the relationship seems weak. Consequently, modifying clinical management according to CLO segment length is not warranted at present.


Thus, BSG recommends surveillance (if appropriate) every 2 years irrespective of the length of Barrett’s oesophagus.

What is the role of PPI in Barrett’s oesophagus?

Longitudinal cohort studies of patients with Barrett’s oesophagus suggest that use of PPI may be associated with reduced risk of dysplasia. It may be that chronic inflammation associated with GORD promotes carcinogenesis.  However, PPI’s has not been shown to reduce the length or progression of Barrett’s, or to reduce acid exposure adequately in up to 30-40% of patients despite high dose PPI.


In clinical practice, most patients are advised long term PI based on the premise that chronic acid exposure leads to Barrett’s oesophagus. 

What is the role of antireflux surgery in Barrett’s oesophagus?


There is insufficient evidence to suggest it reduces incidence of adenocarcinoma.


Discuss chemoprevention in Barrett’s?


The majority of adenocarcinoma is thought to arise from Barrett’s. Experimental and epidemiological data suggest use of NSAID's may reduce risk of cancer in Barrett's patients. ASPECT trial, due to report in 2011, is looking at the long-term chemoprevention effect of esomeprazole with or without aspirin.


Further reading

Link to Barrett’s oesophagus.
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American gastroenterological association institute medical position statement (2003) on Anal Fissure (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2000) on Constipation (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2007) on CT Colonography Standards (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2004) on Hemorrhoids (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2006) on Colonoscopy Surveillance After Cancer Resection (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2003) on Colorectal Cancer Screening and Surveillance (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2008) on Colorectal Cancer Screening and Surveillance for Early Detection (http://www.gastro.org/practice/medical-position-statements)



American gastroenterological association institute medical position statement (2000) on Intestinal Ischemia (http://www.gastro.org/practice/medical-position-statements)


BSG Guidelines (1997)A Structured Approach to Colorectal Biopsy Assessment 



NICE Guidelines (2007) on the Management of Faecal Incontinence



http://guidance.nice.org.uk/CG49
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Endoscopy


Privileging and Credentialing



ASGE Guidelines 2009: Endoscopy by Non-Physicians



ASGE Guidelines 2008: Renewal of and Proctoring for Endoscopic Privileges



ASGE Guidelines 2005: 



Capsule Endoscopy" \t "_blank" 
Guidelines for Credentialing and Granting Privileges for Capsule Endoscopy




ASGE Guidelines 2008: 



and Colonoscopy" \t "_blank" 
Principles of Privileging and Credentialing for Endoscopy and Colonoscopy




ASGE Guidelines 2008: 



Gastrointestinal Endoscopy" \t "_blank" 
Methods of Granting Hospital Privileges to Perform Gastrointestinal Endoscopy



ASGE Guidelines 2008: 



Endoscopic Ultrasound" \t "_blank" 
Guidelines for Credentialing and Granting Privileges for Endoscopic Ultrasound





ASGE Guidelines 2008: 



Gastrointestinal Endoscopy" \t "_blank" 
Methods of Privileging for New Technology in Gastrointestinal Endoscopy





Preparation for Endoscopy



ASGE Guidelines 2009: 



procedures" 
Management of Antithrombotic Agents for Endoscopic Procedures





ASGE Guidelines 2009: 



propofol" 
Position Statement: Non-Anesthesiologist Administration of Propofol for GI Endoscopy



ASGE Guidelines 2008: 



Statement on Routine Laboratory Testing Before Endoscopic Procedures" 
Position Statement on Routine Laboratory Testing Before Endoscopic Procedures





ASGE Guidelines 2008: Sedation and Anesthesia in GI Endoscopy 


American gastroenterological association institute medical position statement (2007) on Endoscopic Sedation (http://www.gastro.org/practice/medical-position-statements)


BSG Guidelines 2003: Guidelines on Safety and Sedation During Endoscopic Procedures 



BSG Guidelines 2009: Antibiotic Prophylaxis in Gastrointestinal Endoscopy 



BSG Guidelines 2008: Anticoagulant & Antiplatelet Therapy 



ASGE Guidelines 2008: Antibiotic Prophylaxis for GI Endoscopy



ASGE Guidelines 2008: Modifications in Endoscopic Practice for Pediatric Patients



ASGE Guidelines 2007: Informed Consent for GI Endoscopy



BSG Guidelines 2008: Guidance for Obtaining a Valid Consent for Elective Endoscopic Procedures 



BSG Guidelines: Guidelines for Postal Consenting for Outpatient Endoscopic Procedures


ASGE Guidelines 2006: 



Colonoscopy" \t "_blank" 
A Consensus Document for Bowel Preparation Before a Colonoscopy



ASGE Guidelines 2006: Modifications in Endoscopic Practice for the Elderly


ASGE Guidelines 2005: Guideline for Endoscopy in Pregnant and Lactating Women



ASGE Guidelines 2005: 



Nonaspirin Antiplatelet Agents for Endoscopic Procedures" \t "_blank" 
The Management of Low-Molecular Weight Heparin and Nonaspirin Antiplatelet Agents for Endoscopic Procedures




ASGE Guidelines 2002: 



antiplatelet therapy for endoscopic procedures" \t "_blank" 
Guideline on the Management of Anticoagulation and Antiplatelet Therapy for Endoscopic Procedures












Upper GI



ASGE Guidelines 2010: 



peptic ulcer disease" 
The role of endoscopy in the management of patients with peptic ulcer disease



ASGE Guidelines 2008: Role of Endoscopy in the Bariatric Surgery Patient


BSG Guidelines 2008: Guidelines for Non-Variceal Upper Gastrointestinal Haemorrhage 



ASGE Guidelines 2007: The Role of Endoscopy in Dyspepsia


NICE (2004) Dyspepsia Management Guidelines 



ASGE Guidelines 2007: Role of Endoscopy in the Management of GERD



ASGE Guidelines 2006: Esophageal Dilation



American gastroenterological association institute medical position statement (2006) on Endoscopic Therapy for GERD (http://www.gastro.org/practice/medical-position-statements)


ASGE Guidelines 2006: 



Conditions of the Upper Gastrointestinal Tract" \t "_blank" 
The Role of Endoscopy in the Surveillance of Premalignant Conditions of the Upper Gastrointestinal Tract





ASGE Guidelines 2006: 



Inflammatory Bowel Disease" \t "_blank" 
The Role of Endoscopy in the Management of Patients with Inflammatory Bowel Disease




ASGE Guidelines 2005: 



Variceal Hemorrhage" \t "_blank" 
The Role of Endoscopic Therapy in the Management of Variceal Hemorrhage




ASGE Guidelines 2004: 



Hemorrhage" \t "_blank" 
The Role of Endoscopy in Acute Non-variceal Upper GI Hemorrhage




ASGE Guidelines 2003: Obscure Gastrointestinal Bleeding


ASGE Guidelines 2003: 



Esophageal Cancer" \t "_blank" 
The Role of Endoscopy in the Assessment and Treatment of Esophageal Cancer




ASGE Guidelines 2002: Guideline for the Management of Ingested Foreign Bodies



ASGE Guidelines 2002: Role of Endoscopy in Enteral Feeding



ASGE Guidelines 2002: Complications of Upper GI Endoscopy







Lower GI



ASGE Guidelines 2010: 



endoscopy in the management of patients with known and suspected colonic




 obstruction and pseudo-obstruction" 
The role of endoscopy in the management of patients with known and suspected colonic obstruction and pseudo-obstruction



American gastroenterological association institute medical position statement (2006) on Colonoscopy Surveillance After Cancer Resection (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2003) on Colorectal Cancer Screening and Surveillance (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2008) on Colorectal Cancer Screening and Surveillance for Early Detection (http://www.gastro.org/practice/medical-position-statements)


ASGE Guidelines 2006: 



Colonoscopy" \t "_blank" 
A Consensus Document on Bowel Preparation Before Colonoscopy




ASGE Guidelines 2006: 



Inflammatory Bowel Disease" \t "_blank" 
The Role of Endoscopy in the Management of Patients with Inflammatory Bowel Disease




ASGE Guidelines 2006: Colorectal Cancer Screening and Surveillance



Screening and Surveillance for the Early Detection of Colorectal Cancer and Adenomatous Polyps, 2008:
A Joint Guideline from the American Cancer Society, the US Multi-Society Task Force on Colorectal Cancer, and the American College of Radiology
Endorsed by ASGE as part of the US Multi-Society Task Force on Colorectal Cancer


 NICE (2004) Colorectal Cancer Service Guidance (CSG)


BSG Guidelines 2002: Guidelines for Colorectal Cancer Screening in High Risk Groups 



ASGE Guidelines 2005: 



Gastrointestinal Bleeding" \t "_blank" 
The Role of Endoscopy in the Patient with Lower Gastrointestinal Bleeding




ASGE Guidelines 2005: 



Constipation" \t "_blank" 
Guideline on the use of Endoscopy in the Management of Constipation




ASGE Guidelines 2005: 



Management of Colorectal Cancer" \t "_blank" 
The Role of Endoscopy in the Diagnosis, Staging, and Management of Colorectal Cancer




ASGE Guidelines 2003: Complications of Colonoscopy




ASGE Guidelines 2002: Acute Colonic Pseudo-Obstruction




ASGE Guidelines 2001: Use of Endoscopy in Diarrheal Illnesses




ASGE Guidelines 2001: Endoscopic Therapy of Anorectal Disorders




Small Bowel



ESGE Guideline 2009: Recommendations on clinical use of video capsule endoscopy to investigate small-bowel, esophageal and colonic diseases


http://www.esge.com/esge-guidelines.html


ESGE Guideline 2008: flexible enteroscopy for diagnosis and treatment of small−bowel diseases



BSG Guidelines 2008: Guidelines on Small Bowel Enteroscopy and Capsule Endoscopy in Adults 



Biliary and Pancreatic Endoscopy



ASGE Guidelines 2010: 



choledocholithiasis" 
The Role of Endoscopy in the Evaluation of Suspected Choledocholithiasis





ASGE Guidelines 2007: Role of EUS



ASGE Guidelines 2006: The Role of Endoscopy in Ampullary and Duodenal Adenomas



ASGE Guidelines 2006: 



Pancreatitis" \t "_blank" 
The Role of Endoscopy in Patients with Chronic Pancreatitis




ASGE Guidelines 2005: 



Pancreas" \t "_blank" 
The Role of ERCP in Diseases of the Biliary Tract and Pancreas




ASGE Guidelines 2005: 



Cystic Lesions and Inflammatory Fluid Collections of the Pancreas" \t "_blank" 
The Role of Endoscopy in the Diagnosis and Management of Cystic Lesions and Inflammatory Fluid Collections of the Pancreas




ASGE Guidelines 2005: Complications of EUS



ASGE Guidelines 2003: 



Mediastinal Adenopathy" \t "_blank" 
The Role of Endoscopic Ultrasound for Evaluation of Mediastinal Adenopathy




ASGE Guidelines 2003: 



Patients with Pancreaticobiliary Malignancy" \t "_blank" 
Role of Endoscopy in the Evaluation and Treatment of Patients with Pancreaticobiliary Malignancy




ASGE Guidelines 2003: Complications of ERCP



ASGE Guidelines 2001: 



Endoscopic Ultrasound" \t "_blank" 
Guidelines for Credentialing and Granting Privileges for Endoscopic Ultrasound







Establishment of Gastrointestinal Endoscopy Areas



ASGE Guidelines 2008: Infection Control During GI Endoscopy



ESGE-ESGENA guideline: Cleaning and disinfection in gastrointestinal endoscopy - Update 2008


http://www.esge.com/esge-guidelines.html


ESGE/ESGENA guideline (2007) for process validation and routine testing for reprocessing endoscopes in washer-disinfectors



http://www.esge.com/esge-guidelines.html


ESGE-ESGENA guideline (2007) for quality assurance in reprocessing: Microbiological surveillance testing in endoscopy



http://www.esge.com/esge-guidelines.html


BSG Guidelines 2008: Guidelines for Decontamination of Equipment for Gastrointestinal Endoscopy 



ASGE Guidelines 2007: Reprocessing Failure



ASGE Guidelines 2006: Measuring the Quality of Endoscopy



ASGE Guidelines 2003: 



Gastrointestinal Endoscopes" \t "_blank" 
Multi-Society Guidelines for Reprocessing Flexible Gastrointestinal Endoscopes





ASGE Guidelines 2009: Open Access Endoscopy




ASGE Guidelines 2001: Ethnic Issues in Endoscopy



ASGE Guidelines 1999: Quality Improvement of Gastrointestinal Endoscopy








Quality in Endoscopy



ESGE Guideline 2007: Ethical issues in endoscopy: patient satisfaction, safety in elderly patients, palliation, and relations with industry



http://www.esge.com/esge-guidelines.html


BSG Guidelines 2006: Guidelines on Complications of Gastrointestinal Endoscopy 



BSG Guidelines 2003: Guidelines on Endoscopy in patients at risk of vCJD - Dept of Health Guidance: 



ASGE Guidelines: Ensuring Competence in Endoscopy
Prepared by the ASGE/ACG Taskforce on Quality in Endoscopy



ASGE Guidelines 2006: Measuring the Quality of Endoscopy



ASGE Guidelines 1999: Quality Improvement of Gastrointestinal Endoscopy







Miscellaneous



ASGE Guidelines 2003: Tissue Sampling and Analysis



ASGE Guidelines 2000: Appropriate Use of Gastrointestinal Endoscopy 


NICE (2005) Referral for Suspected Cancer Guideline 


BSG Guidelines: Gastro-Intestinal Endoscopy in General Practice  


BSG Guidelines 2005: Non-Medical Endoscopists 


 BSG Guidelines 2001: Provision of Endoscopy Related Services in District General Hospitals


American gastroenterological association institute medical position statement (2008) on Endoscopy, Technology Assessment (http://www.gastro.org/practice/medical-position-statements)
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BSG Guidelines (2007) for Osteoporosis in Inflammatory Bowel Disease and Coeliac Disease 



BSG Guidelines (2004) for the Management of Inflammatory Bowel Disease in Adults 


BSG Guidelines  (1997) for the Initial Biopsy Diagnosis of Suspected Chronic Idiopathic Inflammatory Bowel Disease


American gastroenterological association institute medical position statement (2003) on Perianal Crohn’s Disease (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2006) on Inflammatory Bowel Disease (http://www.gastro.org/practice/medical-position-statements)



American gastroenterological association institute medical position statement (2006) on Colorectal Neoplasia in Inflammatory Bowel Disease, Diagnosis and Management


 (http://www.gastro.org/practice/medical-position-statements)



ECCO Consensus guidelines (2010) for Crohn's Disease. 


https://www.ecco-ibd.eu/publications/guidelines.php?navId=30


ECCO Consensus guidelines (2008) for Ulcerative colitis. 


https://www.ecco-ibd.eu/publications/guidelines.php?navId=30


ECCO Guidelines (2009) European evidence-based Consensus on the prevention, diagnosis and management of opportunistic infections in inflammatory bowel disease


https://www.ecco-ibd.eu/publications/guidelines.php?navId=30


OMED-ECCO Consensus on small bowel endoscopy (2009): Role of small-bowel endoscopy in the management of patients with inflammatory bowel disease: an international OMED-ECCO consensus



https://www.ecco-ibd.eu/publications/guidelines.php?navId=30
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American gastroenterological association institute medical position statement (2006) on GI Medication in Pregnancy  (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2003) on Osteoporosis in Gastrointestinal Diseases (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2008) on Stem Cell Research and Its Implications for Treating GI Cancers (http://www.gastro.org/practice/medical-position-statements)


BSG Guidelines (1997)A Structured Approach to Colorectal Biopsy Assessment 



BSG Guidelines (1997) for the Initial Biopsy Diagnosis of Suspected Chronic Idiopathic Inflammatory Bowel Disease


NICE Guidelines (2007) on the Management of Faecal Incontinence



http://guidance.nice.org.uk/CG49




_1335430446.doc

ASPEN guidelines http://www.nutritioncare.org/Library.aspx (need registration)



NICE Guidance (2006) for Nutrition Support in Adults: Oral Nutrition Support, Enteral Tube Feeding and Parenteral Nutrition (http://guidance.nice.org.uk/CG32/Guidance/pdf/English)


ESPEN Guidelines (2009) for adult parenteral nutrition 



http://www.espen.org/espenguidelines.html


PeriLip/EARNEST/CHF/DPSG/EAPM/ESPEN/ESPGHAN/IFPA/ISFAL Consensus statement on dietary fat intakes for pregnant and lactating women



http://www.espen.org/espenguidelines.html


ESPEN Guidelines (2007) on adult enteral nutrition



http://www.espen.org/espenguidelines.html


BSG Guidelines (2003) for Enteral Feeding in Adult Hospital Patients 



BSG Guidelines (2006) for Management of Patients with a Short Bowel 



ESPEN/ESPGHAN Guidelines (2006) on paediatric parenteral nutrition



http://www.espen.org/espenguidelines.html


ESPEN Guidelines (2005) on enteral nutrition — Percutaneous endoscopic gastrostomy (PEG)



http://www.espen.org/espenguidelines.html


ESPEN Guidelines (2004) for bioelectrical impedance analysis (part 1: review of principles and methods)



http://www.espen.org/espenguidelines.html


ESPEN Guidelines (2004) for bioelectrical impedance analysis (part 2: utilization in clinical practice)



http://www.espen.org/espenguidelines.html


ESPEN Guidelines for nutrition screening 2002



http://www.espen.org/espenguidelines.html


ESPEN Guidelines (2002) on nutrition in acute pancreatitis



http://www.espen.org/espenguidelines.html


ESPEN Expert Working Group report (2000) on nutrition in adult patients with renal insufficiency (part 1 of 2)



http://www.espen.org/espenguidelines.html


ESPEN Expert Working Group report (2000) on nutrition in adult patients with renal insufficiency (part 2 of 2)



http://www.espen.org/espenguidelines.html


ESPEN Guidelines (1997) for nutrition in liver disease and transplantation



http://www.espen.org/espenguidelines.html


American gastroenterological association institute medical position statement (2003) on Short Bowel Syndrome and Intestinal Transplantation (http://www.gastro.org/practice/medical-position-statements)


BSG Guidelines (2003) for the Investigation of Chronic Diarrhoea (Tests for Malabsorption, 2nd Edition) 



American gastroenterological association institute medical position statement (1999) on Chronic Diarrhea (http://www.gastro.org/practice/medical-position-statements)


BSG Guidelines  for the Management of Iron Deficiency Anaemia 2005 



BSG Guidelines (2007) on the Irritable Bowel Syndrome: Mechanisms and Practical Management


American gastroenterological association institute medical position statement (2002) on Irritable Bowel Syndrome (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2006) on Celiac Disease (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2007) on Obscure Gastrointestinal Bleeding, (revised) (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2000) on Intestinal Ischemia (http://www.gastro.org/practice/medical-position-statements)
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Viral Hepatitis


AASLD Practice Guidelines (2009): Chronic Hepatitis B: An Update- http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx


EASL Clinical Practice Guidelines (2008): Management of Chronic Hepatitis B



http://www.easl.eu/_clinical-practice-guideline



NICE Guidelines (2008) on the use of Telbivudine and Entecavir for the Treatment of Hepatitis B



http://www.nice.org.uk/search/guidancesearchresults.jsp?keywords=Hepatitis+B&searchSite=on&searchType=All&newSearch=1


NICE (2006) Hepatitis B (Chronic) Guidance - adefovir dipivoxil and pegylated interferon alpha-2a



http://www.nice.org.uk/search/guidancesearchresults.jsp?keywords=Hepatitis+B&currentpage=1&paginatedpage=2&searchType=All&sort=&pageSize=&startYearMonth=&endYearMonth=&refId=&fromSearch=true


AASLD Practice Guidelines (2009): Diagnosis, Management, and Treatment of Hepatitis C: An Update- http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx



American gastroenterological association institute medical position statement (2006) on Hepatitis C (http://www.gastro.org/practice/medical-position-statements)



BSG: Guidance (2003) on the Treatment of Hepatitis C incorporating the use of Pegylated Interferons 



http://www.bsg.org.uk/clinical-guidelines/liver/index.html



BSG: Clinical Guidelines (2001) on the Management of Hepatitis C



http://www.bsg.org.uk/clinical-guidelines/liver/index.html



Cirrhosis and Portal hypertension


EASL Clinical Practice Guidelines (2010): The management of ascites, spontaneous bacterial peritonitis, and hepatorenal syndrome in cirrhosis. 



http://www.easl.eu/_clinical-practice-guideline



AASLD Practice Guidelines (2009): Role of TIPS in the Management of Portal Hypertension- http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx



AASLD Practice Guidelines (2009): Management of Adult Patients with Ascites Due to Cirrhosis: An Update- http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx



BSG: UK guidelines (2008) on the Management of Variceal Haemorrhage in Cirrhotic Patients



http://www.bsg.org.uk/clinical-guidelines/liver/index.html



AASLD Practice Guidelines (2007): Prevention and Management of Gastroesophageal Varices and Variceal Hemorrhage in Cirrhosis- http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx


BSG: Guidelines (2006) on the Management of Ascites in Cirrhosis



http://www.bsg.org.uk/clinical-guidelines/liver/index.html



BSG: Guidelines (2002) on the Management of Osteoporosis Associated with Chronic Liver Disease



http://www.bsg.org.uk/clinical-guidelines/liver/index.html



Liver Transplantation


AASLD Practice Guidelines (2005): Evaluation of the Patient for Liver Transplantation



http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx



BSG Guidelines (2000):  Indications for Referral and Assessment in Adult Liver Transplantation: A Clinical Guideline



http://www.bsg.org.uk/clinical-guidelines/liver/index.html



Other liver diseases


AASLD Practice Guidelines (2010): Diagnosis and Management of Autoimmune Hepatitis


EASL Clinical Practice Guidelines (2010): Management of HFE Hemochromatosis



http://www.easl.eu/_clinical-practice-guideline



AASLD Practice Guidelines (2010): Alcoholic Liver Disease (http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx)


AASLD Practice Guidelines (2010): Diagnosis and Management of Primary Sclerosing Cholangitis (http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx)


EASL Clinical Practice Guidelines (2009): Management of Cholestatic Liver Diseases



http://www.easl.eu/_clinical-practice-guideline



AASLD Practice Guidelines (2009): Vascular Disorders of the Liver- http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx


AASLD Practice Guidelines (2009): Liver Biopsy


http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx


BSG: Guidelines (2004) on the use of Liver Biopsy in Clinical Practice 



http://www.bsg.org.uk/clinical-guidelines/liver/index.html



AASLD Practice Guidelines (2009): Primary Biliary Cirrhosis- http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx


AASLD Practice Guidelines (2008): Diagnosis and Treatment of Wilson Disease: An Update​



http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx



AASLD Practice Guidelines (2005): Management of Hepatocellular Carcinoma



http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx



BSG: Guidelines (2003) for the Diagnosis and Treatment of Hepatocellular Carcinoma (HCC) in Adults



http://www.bsg.org.uk/clinical-guidelines/liver/index.html



AASLD Practice Guidelines (2005): The Management of Acute Liver Failure



http://www.aasld.org/practiceguidelines/Pages/SortablePracticeGuidelinesDate.aspx



BSG: Guidelines (2006) for Resection of Colorectal Cancer Liver Metastases



http://www.bsg.org.uk/clinical-guidelines/liver/index.html



BSG: Guidelines (2002) for the diagnosis and treatment of cholangiocarcinoma



http://www.bsg.org.uk/clinical-guidelines/liver/index.html



American gastroenterological association institute medical position statement (2002) on Liver Chemistry Tests (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2003) on Osteoporosis in Hepatic Disorders (http://www.gastro.org/practice/medical-position-statements)
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American gastroenterological association institute medical position statement (2005) on Dyspepsia (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2006) on Gastric Subepithelial Masses (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2004) on Gastroparesis (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2001) on Nausea and Vomiting (http://www.gastro.org/practice/medical-position-statements)


 BSG Guidelines (2002) for the Management of Oesophageal and Gastric Cancer




_1335430187.doc

American gastroenterological association institute medical position statement (2007) on Acute Pancreatitis (http://www.gastro.org/practice/medical-position-statements)


BSG UK Guidelines (2005) for the Management of Acute Pancreatitis 



BSG  Guidelines (2005) for the Management of Patients with Pancreatic Cancer, Periampullary and Ampullary Carcinomas 



BSG Guidelines (2008) on the Management of Common Bile Duct Stones (CBDS)
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American gastroenterological association institute medical position statement (2005) on Esophageal carcinoma (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2005) on Esophageal manometry (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (2008) on Gastroesophageal Reflux Disease (GERD) (http://www.gastro.org/practice/medical-position-statements)


American gastroenterological association institute medical position statement (1999) on Oropharyngeal Dysphagia (http://www.gastro.org/practice/medical-position-statements)



BSG Guidelines (2002) for the Management of Oesophageal and Gastric Cancer


BSG Guidelines (2004) on the Use of Oesophageal Dilatation in Clinical Practice 


BSG Guidelines (2005) for the diagnosis and management of Barrett's columnar-lined oesophagus 



BSG Guidelines (2006) for Oesophageal Manometry and pH Monitoring
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Learning modules – The general scheme should be:


Topic name (say Achalasia)


Then author(s) details (name, qualifications institute and date published )(Author for current modules will be all ‘MRCPGastro Editors’)


Then the QA of the module (picture will be in the main page and not in the right hand panel as in other inner pages. In fact there will be no right hand panel as in the rest of the inner pages)


At the bottom Ref and Links for the relevant article in the website


Comments section (like this- see the pic)
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Then a message  


All modules should contain the following message after comments section


Submit your learning module

Play a role in the development of MRCPgastro.com by publishing your learning module.  (this should be hyperlinked)- on clicking the link another box should open.


The following changes should be made to the submission box below


Learning Module Submission


Please submit your learning module using the form below. After editorial review, your module will be published on the site


We do not ask for the copyright of the article to be transferred to us. The authors retain the copyright of the article and are free to circulate it to anybody they wish. Also if they so desire they can also publish them elsewhere for a more targeted audience. At the same time by submitting an article to www.mrcpgastro.com authors give their explicit consent for our readers to freely read the articles, download it, save it for personal use, print it or use it for personal circulation. However nobody should be allowed to republish the article or use it for commercial purpose.


Module title (compulsory field)


Name: (compulsory field)


(If there are more than one authors please put the details in the module file)


Country: (compulsory field)


Email: (compulsory field)


File:
 Browse (a bar should appear to indicate progress of file upload)


Click accept on ‘I am one of the authors or have the copyright to the module’


[image: image2.png]Slide Atlas Submission
Have you got a slide youd like to share with the GastroHep.com community? Simply submit the image using the form below together with a description and your

details. After editional approval, your slide will be published on the site

Images must be in JPEG, Gif or PNG format, with a maximum the size of 500 kbytes and a mimium resolution of 72 dpi. Images should also be a maximum size of
360 pixels wide. Large images may take some time to upload if you have a slow intemet connection

By submitting the slide for publication, the copyright will be assigned to Blackwell Publishing Ltd

Fields marked as * are mandatory.
Image Title®
Description/Caption®

Name*
City*
Country’

Please Select =
Email*

File®

9] 1 am the copyright holder of this image and by submitting this image to GastroHep.com, | accept that the
‘copyright will be assigned to Blackwell Publish Ltd

Submit Slide







Then at the bottom right hand corner- there should be two links ‘ Email to a colleague’ and ‘Print’
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Syllabus- so on clicking the Learning module tab- the following should open in the left vertical tab. Simulataneously there should be message on the main screen (These modules are written for gastroenterologists to cover key areas of clinical practice and help you reach your educational targets)

Oesophagus

Achalasia


Barrett’s oesophagus


Benign stricture


Candidiasis


Eosinophilic oesophagitis


Glycogenic acanthosis


GORD


Hiatus Hernia


Inlet patch


Mallory-Weiss Tear


Oesophageal Cancer


Oesophageal varices


Schatzki ring


Squamous cell papilloma


Subepithelial mass


Zenker diverticulum

Gastroduodenal

Fundic gland polyp


Gastric carcinoid


Gastric polyps


Gastric ulcer


Gastric varices


Gastritis


Portal Hypertensive Gastropathy


Subepithelial mass


Watermelon stomach

Small Intestine

Will need capsule endoscopy and DBE images later


Colorectal

IBD

Hepatology


Pancreatico-biliary


GI cancers


Nutrition

Radiology

Can write AXR modules at least

Histology

For later use

Miscellaneous
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Horizontal tab- CALCULATORS (modelled on www.mdcalc.com)


There will be no right vertical panel as in other inner pages

On clicking the tab ‘calculators’ a vertical tab should open in the left vertical panel and the page should display


Clinical Calculators (Headline)


Disclaimer (this disclaimer should be displayed at the bottom of each calculator page in small print)

The calculators allow you to enter patient specific information to calculate a simple score. All information is provided for educational purposes only. This information is not intended to replace clinical judgement. All calculations must be rechecked and should not be used alone to guide patient care.   The user assumes sole responsibility for any decisions or action taken based on the information contained here. 

Left vertical panel should contain

BMI

Childs-Pugh score


Glasgow alcoholic hepatitis score


Maddrey’s  coefficient


MELD


Ranson’s criteria


Rockall score


Blatchford score


Iron replacement (parenteral dosing) for iron deficiency.

On clicking the left vertical tab- the calculator should open in the main frame: like www. mdcalc.com

Glasgow-Blatchford score- (model- http://www.mdcalc.com/glasgow-blatchford-bleeding-score-gbs)

We need the changes below compared to the model - http://www.mdcalc.com/glasgow-blatchford-bleeding-score-gbs

Heading should be Calculator: Glasgow- Blatchford score

Then calculator (difference being the score should appear as each value is put in rather than putting in all the values and then clicking ‘click’)


There should be a RESET FORM button


Then a box with the following info

The GBS aspire to identify patient, with upper-GI bleed, who may need intervention at the time of initial presentation to hospital. A score of 0 identifies low-risk patients who might be suitable for outpatient management. A score of higher than zero is high risk for needing medical intervention in  the form blood transfusion, endoscopy or surgery.

Then a single ref outside the box


Ref: Stanley AJ et al. Outpatient management of patients with low-risk upper-gastrointestinal haemorrhage: multicentre validation and prospective evaluation. Lancet. 2009 Jan 3;373(9657):42-7. 

Details of GBS (this should be hyperlinked- on clicking another box should open containing the info in the white vertical panel in http://www.mdcalc.com/glasgow-blatchford-bleeding-score-gbs below click


Then Disclaimer as in the main page of calculators

Calculator: Rockall score

Pre endoscopic score

Age


3 options: (<60, 60-79, >=80) see score below


Shock


3 options (No-Pulse<100, SBP >100






     Pulse>100, SBP>100







Yes- pulse >100, SBP <100)


Comorbidity

3 options (No major comorbidity,






Cardiac failure, IHD, any other major comorbidity





Renal failure, liver failure, disseminated malignancy


Calculator


Info box- A pre endoscopic score of 0  identifies extremely low risk of rebleed or death and may be suitable for early discharge or non admission.

Post endoscopic score

Above options plus


Diagnosis

3 options
Mallory- Weiss tear, no lesion identified and SRH







All other diagnoses







Malignancy of upper GI tract


Major stigmata of 
2 options
none or dark spot only


recent haemorrhage (SRH)
Blood in upper GIT, adherent clot, visible or spurting vessel




Calculator


[image: image1.png]Table 1: Rockall numerical risk scoring system

Score
Variable [0 1 2 3
Age <60years | 60-79 years | >80 years
Shock “noshock’, | tachycardia’, | ‘hypotensio’,
SBP =100 [SBP=100 |SBP <100
mm He, pulse | mm Hg, mm Hg,
<100beats | pulse = 100
perminute | beats per
minute
o major cardiac failure, | renal failure,
comorbidity ischaemic | liver failure,
heart disease, | disseminated
any major | malignancy
comorbidity
Diagnosis | Mallory-Weiss | all other | malignancy of

tear, no lesion
identified and
no SRH

diagnoses | upper Gl tract

none, or dark
spot only

blood in
upper G tract,
adherent clot,
visible o
spurting vessel

*58P - systolic blood pressure *SRH - Stigmata of recent haemorthage.
Maximum addtive score prior to diagnosis = 7.
Maximum additive score after diagnosis = 11,







This info should be in a box:


The Rockall score was designed to estimate rebleeding or death in patients with upper GI bleed. A score of 0 (pre endoscopic) identifies extremely low risk of rebleed or death and may be suitable for early discharge or non admission. Patients with a full (post endoscopic) Rockall score of < 3 have a low risk of re bleeding or death and can be considered for early discharge.


Ref


Rockall TA, Logan RF, Devlin HB, Northfield TC. Risk assessment after acute upper gastrointestinal haemorrhage. Gut 1996;38(3):316-21


Sanders DS, Carter MJ, Goodchap RJ, Cross SS, Gleeson DC, Lobo AJ. Prospective validation of the Rockall risk scoring system for upper GI hemorrhage in subgroups of patients with varices and peptic ulcers. Am J Gastroenterol 2002;97(3):630-5

Calculator: Ranson’s criteria for Pancreatitis mortality

http://www.mdcalc.com/ransons-criteria-for-pancreatitis-mortality

Info Box


Ranson’s score is used to predict the severity of acute pancreatitis. If the score is 3 or more, severe pancreatitis is likely


Ranson JH, Rifkind KM, Roses DF, Fink SD, Eng K, Spencer FC . "Prognostic signs and the role of operative management in acute pancreatitis". Surgery, Gynecology & Obstetrics 1974; 139 (1): 69–81.


Calculator: Maddrey’s Discriminant Function for Alcoholic Hepatitis 


http://www.mdcalc.com/maddreys-discriminant-function-for-alcoholic-hepatitis

Info Box- American College of Gastroenterology recommends prednisolone should be used in patients with severe alcoholic hepatitis in whom the diagnosis is certain. Severity is defined as a DF> 32 and/or hepatic encephalopathy.  Steroid treatment reduces the mortality risk by 25%

Ref: McCullough AJ, O'Connor, JF. Alcoholic liver disease: Proposed recommendations for the American College of Gastroenterology. Am J Gastroenterol 1998; 93:2022.

Calculator: Child-Pugh score for Cirrhosis mortality

http://www.mdcalc.com/child-pugh-score-for-cirrhosis-mortality

Info box- Child Pugh score is used to assess prognosis in a cirrhotic patient and hence plan the timing for liver transplantation.


Calculator: MELD score (12 years and older)


http://www.mdcalc.com/meld-score-model-for-end-stage-liver-disease-12-and-older

Calculator: Glasgow Alcoholic Hepatitis score

		 

		  1

		  2

		  3



		Age

		 <50

		 > 50

		 



		WCC (109/l)

		 <15

		 > 15

		 



		Urea(mmol/l)

		 <5

		 >  5

		 



		PT ratio or INR

		 <1.5

		 1.5-2.0

		 >2



		Bilirubin (umol/l)

		 <125

		 125-250

		 >250





Info box:

A score of 9 or more identify patients most at risk of death. A score of 9 or more can be used either on day 1 (admission day) or day6-9.

		 

		Day 28 survival

		Day 84 survival



		Day 1 score

		 

		 



		GAHS <9 

		  87

		 79



		GAHS >9 

		  46

		 40



		

		 

		



		Day 6-9 score

		 

		 



		GAHS <9

		  93

		 86



		GAHS >9

		  47

		 37





Ref

Forrest EH et al. Analysis of factors predictive of mortality in alcoholic hepatitis and derivation and validation of the Glasgow alcoholic hepatitis score. Gut 2005; 54; 1174-1179

Iron replacement (parenteral dosing) for iron deficiency for adults.

Dose in mg of iron= body weight in kg X (Target Hb - present Hb X10) X 0.24+ depot iron (500mg)

Info box: Most adult patients require a cumulative dose of elemental Fe of at least one gram


Iron can be given intravenously as total dose infusion using preparations like iron-dextran (cosmofer) or iron- carboxymaltose (Ferinject)

.



