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Case
Supaporn Opasanon, MD.
Thawatchai Akaraviputh, MD.

A 12-year-old boy, presented with dysphagia and odynophagia. He had a history of paper-clip
ingestion for 2 hours before arrival. He was reasonably comfortable, having no stridor and oxygen
saturations of 99%. His Physical examination was normal. Chest x-ray clearly demonstrated the
radio opaque object positioned along the AP diameter of the upper esophagus. (Figure 1)

The paper-clip was removed using rat-toothed forceps with guidance from a flexible
gastroscope (OLYMPUS Gastroscope GIF-Q180) (Figure 2-3) under general anesthesia. At the same

day, he was discharged after the procedure.

iscussien

Ingestion of foreign bodies of the upper gastrointestinal (Gl) tract is a common occurrence.

Most of them pass through the Gl tract spontaneously, but some of them (about 20%) need
endoscopic or surgical removal'. At present, many physicians recommend endoscopic techniques for
both diagnosis and treatment. The highest success rates were seen using the polypectomy snare
and rattooth forceps®. There does not appear to be a standard of practice for removing foreign
bodies because of the variety of shapes, sizes and locations of the foreign bodies. Ingested sharp-
pointed objects have the highest rates of perforation (up to 35%) and those within the esophagus,

stomach or duodenum should be removed endoscopically on an urgent basis.
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Figure 2: Endoscopic view showing the clip which successful removal with rat-toothed forceps.




Figure 3: The paper-clip was measured after successful removal.
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Nopavut Geratikornsupuk, MD.

Suthep Gonlachanvit, MD.

A 55 years old female, known case of diabetes mellitus and hypertension,

presented with hematemesis.

EGD was done and showed as figure 1-4

snbeydosy

The EGD showed multiple linear erosion that is continuous between the tops of
adjacent mucosal folds along esophagus. These lesions are not circumferential. Reflux

esophagitis Los Angeles classification grade C is the diagnosis.




other cause of esophagitis such as pill or infectious
esophagitis.
proton pump inhibitor and the bleeding was well

controlled.

Gastroesophageal reflux disease is the preferred diagnosis when reflux esophagitis or
excessive esophageal acid exposure is present or when symptoms are closely related to acid
reflux events or respond to antireflux therapy'. Endoscopy revealed severe reflux esophagitis (Los
Angeles grades C and D), not common in clinical practice due to frequent use of proton pump
inhibitor, is associated with bleeding and strictures. This findings help to determine the most

appropriate long-term therapy such as continuous potent acid suppression’.

1. Galmiche JP, Clouse RE, Balint A, Cook IJ, Kahrilas PJ, Paterson WG, Smout AJ.
Functional esophageal disorders. Gastroenterol 2006;130:1459-65.

2. Talley NJ. Review article: gastro-oesophageal reflux disease-how wide is its span?
Aliment Pharmacol Ther 2004;20(Supp!.5):27-37.
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Supaporn Opasanon, MD.
Thawatchai Akaraviputh, MD.

A 40-year-old female was referred to Siriraj hospital complaining of discomfort and a
sensation of something stuck in her throat which had begun several hours earlier, after taking
her artificial denture. Physical examination was normal. Chest X-rays could not showed the
denture. An immediate gastroenterological evaluation, with flexible gastroscopy (OLYMPUS:
GIF-Q180) was performed, under transintravenous anesthesia, in left lateral position. At 20
cm. from incisor, the artificial denture eroded into submucosal layer of esophagus was found.
Using rat-toothed forceps withdrawn together with the scope, the foreign body was

successfully removed within 3 minutes (Figure 1-2). The patient was discharged with
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Figure 1: Esophagoscopy showing foreign body in upper esophagus

which was removed with rat-toothed forceps.




Figure 2: The artificial denture was

removed from the esophagus.

iscussien

Swallowing of FB occurs more commonly in children, especially between the age of 6

w

months and 3 years, and in specific adult risk groups, such as prisoners, alcoholics, edentulous
adults and psychiatric patients'”. Structural or functional abnormalities of the esophagus
represent the major risk factors®. This patient did not belong to any of these risk categories. The
accidental ingestion of artificial dentures is most common in the elderly’. The treatment of
choice for FB depends on various parameters such as patient’s age, clinical condition, the type,
size, shape, site and also number of FBs®. Endoscopy is the preferred method for FB extraction
with a reported success rate of 83%". At present, flexible endoscopy, under general
anaesthesia or conscious sedation, is considered to be safe and represent effective methods, in

experienced hands.

Refarances
Wi Wl v

1. Al-Qudah A, Daradkeh S, Abu-Khalaf M. Esophageal foreign bodies. Eur J Cardio-
Thoracic Surg 1998;13:494-9.

2. Passali d, morra B. Upper aerodigestive tract foreign body injury prevention: an ENT
evidence-based perspective. Acta Otorhinolaryngolital 2005;25:78.

3. Von Rahden BHA, Feith M, Dittler H-J, Stein HJ. Cervical esophageal perforation

with severe mediastinitis due to an impacted dental prosthesis. Dis Esophagus 2002;15:340-4.

Esophagus

I
o
1]
=
E
("
[=]
1}
2
[
[11]
wn
1]
L
|_
=
(=}
=]
[H]
n
[=]
D
[=
[1T]

Atlas of Gl.




~

Nathavut Sirimontaporn, MD.

Rungsun Rerknimitr, MD.

A Thai 62 years old female, present with
dysphagia for 1 month.

She has history of upper abdominal and
burning chest discomfort for more than 6 months
and it was relieved by taking antacid, she was
previously healthy, Her appetite was normal until

the present day.
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Esophagogastroduodenoscopy was seen as pictures
EGD Esophagus: Verrucous surface pedunculated lesion 0.2 cm. at 17 ¢cm. from incisor, no
obstruction or esophagitis

Pathological findings was shown as pictures




Pathological report: Finger like projection lined by squamous epithelium

Diagnosis: Esophageal squamous papilloma

iscussion

Squamous papilloma of the esophagus is a rare benign esophageal tumor, usually

w
w

asymptomatic and without characteristic symptoms, the upper Gl endoscopy is usually
performed because of associated peptic disease symptoms so most of them are
incidentally found. Squamous papilloma of the esophagus generally appears as single round
and elevated sessile formation, well delineated from the surrounding tissue and located in
the distal esophagus. Some of the reported cases have documented multiple lesions and
located in the upper esophagus.

Squamous papilloma of the esophagus are usually small in size (average 0.6 cm.),
although they have been reported to be up to 2x5 cm'. The papilloma is usually whitish or
pinkish in color, with soft consistency and smooth or slightly rough surface and it can be
endoscopically confused with glycogenic acanthosis or verrucous carcinoma of the

esophagus’.

Esophagus

el
in
i
[
0
i
c
N
0
In
i
=
0
wn
(o]
=
=
3
a
0
0
0
0
o
=
ul

Atlas of GI.




Histological proves of squamous papilloma of the esophagus show finger like
projection lining by increased number of squamous cells and un-inflamed fibrovascular core
contain small blood vessels with normal orientation and differentiation of cells without sign of
atypia.

Squamous papilloma of the esophagus may be successfully removed by using
endoscopic means: usually forceps or diathermic snare, overtime, there is no demonstrable
recurrence of the papillomas. The etiology of esophageal papilloma remains unclear and
multifactorial. Chemical irritation has been demonstrated in animals®, however chronic irritation
caused by reflux esophagitis might be the most appealing etiology in humans. Direct trauma
has also been implicated as bougienage for benign stricture or placement of a self-expanding
metal stent*®. Human papilloma virus is suggested to be in association with increased
frequency as a possible etiopathogenetic factor and recently human papilloma virus has also
been associated with non-squamous neoplasm®, and has been reported to be incorporated into
the genome in certain carcinomas. Although the esophageal papilloma is considered benign
lesion but the ambiguity regarding premalignancy make it advisable that all esophageal

papilloma should be removed’.

1. Walker JH. Giant papilloma of the thoracic esophagus. Am J Roentgenol.
1978;131:519-20.

2. Mosca S, Manes G, Monaco R, et al. Squamous papilloma of the esophagus: Long-
term follow up. J Gastroenterol Hepatol 2001;16:857-61.

3. Xu Y,Chi N. The effect of Chinese tea on the occurrence of esophageal tumors
induced by N-Nitrosomethylbenzylamine formed in vivo. Biomed Environ Sci 1990;3:406-12.

4. Parmnell SAC, Peppercorn NA, Antonioli DA, et al. Squamous cell papilloma of the
esophagus: report of a case after peptic esophagitis and repeat bougienage with review of the
literature. Gastroenterol 1978;74:910-13.

5. Karras PJ, Barawi M, Webb B, Michalos A. Squamous cell papillmatosis of
esophagus following placement of a self-expanding metal stent. Dig Dis Sci 1999;44.457-61.

6. Kirgan D, Manazo P, Mall M, Mcgregor B. Association of human papillomavirus and
colon neoplasia. Arch Surg 1990;125:862-5.

7. Lavergene D, De Villiers EM. Papilloma virus in esophageal papilloma and

carcinoma. Int J Cancer 1999;80:681-5.
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Nathavut Sirimontaporn, MD.

Suthep Gonlachanvit, MD.

A 59 years old man with obesity and diabetes was evaluated for his history of long

standing reflux symptoms

Esophagogastroduodenoscopy was shown

EGD: 6 cm. of reddish, columnar epithelium extends above the gastroesophageal junction

Diagnosis: Barrett’s esophagus g
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Barrett’s esophagus is the condition in which columnar epithelium replaces the squamous
epithelium that normally lines the distal esophagus. The condition develops when gastroesophageal
reflux disease damages the squamous esophageal mucosa and the injury heals through a
metaplastic process in which columnar cells replace squamous ones. The abnormal columnar
epithelium that characterized Barrett’s esophagus is an incomplete form of intestinal metaplasia that
predisposes patients to adenocarcinoma.

The diagnosis of Barrett’s esophagus is based on endoscopic findings and confirmed by
histologic examination. The junction (Z-line) of the glossy white esophageal sguamous mucosa and
reddish pink gastric columnar mucosa is normally found at tubular end of esophagus, in Barrett’s
esophagus, the distal esophagus is lined by columnar epithelium, extending upward for a varying

distance.
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Some controversy exists over the classification of Barrett’s esophagus’, Classic or
“long segment” Barrett’s esophagus requires at least 3 cm. of columnar-lined esophagus
it’s increase risk for developing adenocarcinoma. “Short segment” Barrett’s esophagus
refers to shorter lengths (<3 cm.) or tonges of columnar epithelium in the distal
esophagus with intestinal metaplasia on biopsy, this entity is three to five times more
common than the long segment variant, and its risk of cancer appear to be lower’.

Patients with Barrett’s esophagus should undergo regular endoscopic surveillance
for curable neoplasia to decrease the risk of death from esophageal cancer® small,
retrospective studies have shown that endoscopic surveillance can detect curable
neoplasms in patients with Barrett’s esophagus and that the cancer identified are less
advanced than those identified in patients with symptoms of cancer such as dysphagia
and weight loss® These results do not prove that surveillance is beneficial, however,
early esophageal cancers can remain asymptomatic for years and invasive treatments
such as esophagectomy are associated with morbidity and mortality.

Management of Barrett’s esophagus included PPl therapy and ablation of
Barrett’s epithelium in the setting of strict PPI, Photodynamic therapy, laser, multipolar
electrocoagulation, argon plasma coagulation and endoscopic mucosal resection are used
in this purposed.

Regular endoscopic surveillance for cancer is recommended in patients with
Barrett’s esophagus but the appropriate surveillance interval for patients with Barrett’s
esophagus has not been studied prospectively. However, current programme, proposed

by American college of Gastroenterology’, are based on the grade of dysplasia.

American College of Gastroenterology Guidelines for Surveillance of Barrett’s Esophagus

Recommended Documentation for Follow-up Endoscopy after
Dysplasia Category . .

Categorizing Dysplasia Documentation
None Two EGD with biopsy Every 3 years

No worse than low grade dysplasia on ) .
Low Grade ) Yearly until no dysplasia

repeat biopsy

Repeat EGD with biopsy to exclude cancer, | Every 3 months if unifocal
High Grade High grade dysplasia confirmed by expert Multifocal: Ablation, EMR,

pathologist Esophagectomy
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Case @

Nathavut Sirimontaporn, MD.
Suthep Gonlachanvit, MD.

A 84 years old woman present with dysphagia with intermittent episode

No significant weight loss, no odynophagia

Esophagogastroscopy was shown

Diagnosis: Schatzki Ring
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The distal esophagus contain two rings, The A and B (Schatzki ) rings, the A
(muscular) ring is located at the proximal border. It is broad symmetrical band of
hypertrophied muscle that constricts the tubular lumen. The A ring is rare and
occasionally associated with dysphagia for solids and liquids. Symptomatic A rings can
be treated by passage of a 50Fr esophageal dilator or by injection of botulinum toxin'.

The B ring, known as the mucosal or Schatzki ring, is very common, and
found in 6% to 14% of subjects having routine upper Gl studies’. On barium study it
is always found in association with a hiatal hernia and is recognized as a thin (2mm.)
membrane that constricts the esophageal lumen. The Schatzki ring has squamous
epithelium on its upper surface and columnar epithelium on its lower surface and so
demarcates the squamocolumnar junction’, the ring itself composed of only mucosa
and submucosa, there is no muscularis propria.

Most B rings are asymptomatic and require no treatment and those producing
dysphagia are effectively treated by passage of a single large (>50fr) esophageal

dilator®.

1. Varadarajulu S, Noone T. Symptomatic lower esophageal muscular ring:
Response to Botox. Dig Dis Sci 2003;48:2132-4.

2. Jalil S, Castell DO: Schatzki’s ring: A benign cause of dysphagia in adults. J
Clin Gastroenterol 2002;35:295-8.

3. Mann NS: Single dilation of symptomatic Schatzki ring with a large dilator
is safe and effective. Am J Gastroenterol 2001;96:3448-9.
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Nopavut Geratikornsupuk, MD.
Suthep Gonlachanvit, MD.

A 64 year-old-male, bed ridden from old CVA and on NG tube feeding. He had history of
coffee ground content and aspiration pneumonia.

EGD was done. Finding showed as figured.
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The pictures showed circumferential erythema, erosions, fibrin deposits of esophageal
mucosa with streaky pattern of spread, affecting the crests of mucosal folds. Involved the

region from the distal esophagus to the Z-line. Reflux esophagitis was diagnosed.

iscussien

The most common symptoms of gastroesophageal reflux disease (GERD) are

L
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heartburn (or pyrosis), regurgitation, and dysphagia. In addition, a variety of extra-esophageal
manifestations have been described including asthma, laryngitis, and chronic cough. For
patients who require diagnostic evaluation, potentially useful tests are endoscopy and

ambulatory pH monitoring, each of which provides distinct but related information'.
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The complications of gastroesophageal reflux disease (GERD) can be broadly
divided into three categories: 1. Esophagitis, which can produce a variety of
symptoms, including heartburn, regurgitation, and dysphagia. 2. Consequences of
the reparative process of esophagitis-peptic stricture and Barrett’s metaplasia.
3. Extra-esophageal manifestations of reflux, such as asthma, laryngitis, and cough.

The Los Angeles classification” grades esophagitis severity by the extent of
mucosal abnormality, with complications recorded separately. In this grading
scheme, a mucosal break refers to an area of slough or erythema, adjacent to more
normal mucosa in the squamous epithelium with or without overlying exudate.

Grade A-One (or more) mucosal break no longer than 5mm. that does not
extend between the tops of two mucosal folds.

Grade B-One (or more) mucosal break more than 5mm. long that does not
extend between the tops of two mucosal folds.

Grade C-One (or more) mucosal break that is continuous between the
tops of two or more mucosal folds but which involves less than 75% of the
circumference.

Grade D-One (or more) mucosal break which involves at least 75% of the

esophageal circumference.

1. Howard, PJ, Maher, L, Pryde, A, et al. Symptomatic gastro-oesophageal
reflux, abnormal oesophageal acid exposure, and mucosal acid sensitivity are three
separate, though related, aspects of gastro-oesophageal reflux disease. Gut 1991;
32:128.

2. L R Lundell, J Dent, J R Bennett, et al. Endoscopic assessment of
oesophagitis: clinical and functional correlates and further validation of the Los

Angeles classification. Gut 1999;45:172-80.
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Wiriyaporn Ridtitid, MD.

Rungsun Rerknimitr, MD.

A 45-year-old woman presented with odynophagia and dysphagia for a month.

Esophagogastroduodenoscopy was showed as figure.
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Esophagogastroduodenoscopy revealed two linear clean based esophageal ulcers size 2x5

cm. in diameter at 25 and 35 c¢m. from incisor.
Biopsy was done and pathological finding was showed some basophilic enlarged cells

with eosinophilic inclusion infiltrate in the stroma as figure.

The diagnosis is cytomegalovirus esophagitis.




N

Sukprasert Jutaghokiat, MD.
Rungsun Rerknimitr, MD.

A 32 years old male patient, presented with odynophagia 2 weeks.

Esophagogastroduodenoscopy was done and shown as figure.

Endoscopic findings: Punched out ulcers surrounding with inflammation scattered

throughout the esophagus. There are whitish exudates or necrotic debris in the ulcers.

iscussien

Esophagitis with ulcers from Herpes simplex was suspected. Differential diagnosis

| )
Esophagus

was CMV esophagitis. The characteristic of ulcers which were shallow, circumscribed ulcers
with raised edges preferred Herpes simplex esophagitis. Biopsy of ulcer to show HSV
inclusions. Further investigation was found that this patient had HIV infection.

Dysphagia or odynophagia in a patient with advanced HIV infection and thrush usually
indicates Candida esophagitis. Herpes simplex esophagitis are the cause of these symptoms in
2-5% of patients. If patient has fever, CMV esophagitis was more suspected.

Herpes simplex esophagitis has characteristic endoscopic appearances. In the early
stage, vesicles are seen, which then slough to form discrete, circumscribed ulcers with raised
edges. These lesions have punched-out or volcano-like appearances'. Cobblestoning can be

seen due to clustering of these lesions. Exudates are present in a majority of cases'”.
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Mucosal necrosis is seen in the late stage®’. The distal or mid-esophagus is most
commonly involved, although in some cases the entire esophagus is affected.

If HSE is clinically suspected, biopsies from the ulcer edges should be obtained for
both histopathology and viral culture’. Virus isolation by cell culture has traditionally been
considered the diagnostic ‘gold standard’ for herpes simplex infection. However, in recent
years, HSV DNA PCR is fast becoming an invaluable tool in the diagnostic armamentarium

of herpes simplex infection.

1. Galbraith JC, Shafran SD. Herpes simplex esophagitis in the immunocompetent
patient: report of four cases and review. Clin Infect Dis 1992;14:894-901.

2. Solammadevi SV, Patwardhan R. Herpes esophagitis. Am J Gastroenterol
1982,77:48-50.

3. McDonald GB, Sharma P, Hackman RC, Meyers JD, Thomas ED. Esophageal
infections in immunosuppressed patients after marrow transplantation. Gastroenterol
1985;88:1111-7.

4. Klotz DA, Silverman L. Herpes virus esophagitis, consistent with herpes

simplex, visualized endoscopically. Gastrointest Endosc 1974;21:71-3.
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Case 10

Nopavut Geratikornsupuk, MD.
Sombat Treeprasertsuk, MD.

A 71 year-old-female who present with difficulty in swallowing for 3 months. Her symptom of
dysphagia started with both liquids and solid diet without any chest pain. She reported regurgitation of
undigested food, without nausea or vomiting. She lost of 3 kg. BW. within 3 months.

EGD was performed and showed as pictures.

3
2
A : at esophagogastric junction B : at cardia, retroflex view ugl
W

Gastroscopic findings showed verrucous surface mass with ulceration at EGJ extended to cardia

(picture A). Picture B showed circumferential mass, verrucous surface with friable mucosa at cardia.

Biscussioen

Dysphagia for solids (91%) and liquids (85%) is the primary clinical feature of esophageal cancer
and other entity such as achalasia. Patients with achalasia are also at substantially increased risk for
developing squamous cell type of esophageal cancer. A population-based study in Sweden found that
the risk of esophageal cancer was extremely high in the first year after diagnosis of achalasia due to
tumor producing distal obstruction and simulating achalasia. For long-term follow-up condition, the risk of

esophageal cancer was increased to 16-fold compared with population controls'?.
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Endoscopic evaluation is recommended for most patients with dysphagia primarily to
exclude malignancies at the esophagogastric junction (EGJ) which can mimic primary achalasia
clinically (so called “pseudoachalasia”). Certain features increase the likelihood that the patient
has pseudoachalasia due to malignancy are the following ; duration of symptoms less than six
months, presentation after age 60, excessive weight loss in relation to the duration of
symptoms and difficult passage of the endoscope through the EGJ’.

In one study esophageal manometric characteristics were evaluated for 17 of 21
consecutive patients with cancer of the gastric cardia. Pseudoachalasia was diagnosed in 3
cases, all with 50% or greater circumferential involvement of the EGJ. The first manometric
indication of evolving pseudoachalasia was impaired lower esophageal sphincter relaxation, loss
of peristaltic function was a secondary consequence. These findings suggest that the primary

mechanism of pseudoachalasia with gastric cardia cancer is malignant stenosis of the EGJ".

1. AE Spiess and PJ. Kahrilas, et al. Treating achalasia: from whalebone to laparoscope,
JAMA 1998;280:638-42.

2. Sandler, RS, Nyren, O, Ekbom, A, et al. The risk of esophageal cancer in patients
with achalasia: A population-based study. JAMA 1995;274:359.

3. Tracey JP, Traube M. Difficulties in the diagnosis of pseudoachalasia. Am J
Gastroenterol 1994;89:2014.

4. Song CW, Chun HJ, Kim CD, et al. Association of pseudoachalasia with advancing
cancer of the gastric cardia. Gastrointest Endosc1999;50:486-91.

22



Case 11

Boonlert Imraporn, MD.

Sombat Treeprasertsuk, MD.

A 30 year-old man presented with severe vomiting and hematemesis for one day after overnight
heavy alcohol drinking. His vital sign was stable. He had no sign of chronic liver stigmata.

EGD was done and shown as pictures.

A B

EGD findings showed single linear mucosal laceration, 1 ¢m in length with active bleeding
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(picture A-B). The final diagnosis is Mallory-Weiss syndrome. Endoscopic treatment was performed by

using hemoclip and bleeding was stopped successfully as picture C.

23




Mallory-Weiss syndrome (MWS) usually has spontaneous recovery without
endoscopic intervention. However, in selected patients condition such as overt stigmata
of recent bleeding such as visible vessels, unstable vital signs or severe co-morbid
diseases, endoscopic interventions may be needed'. Only one endoscopic intervention,
not combined, is enough to stop bleeding. Epinephrine injection, band ligation and
hemoclip are also effective™. The risk factors predicting the recurrent bleeding in MWS
were shock at initial presentation(OR 3.71, 95% CI 1.07-14.90) and the evidence of active
bleeding on endoscopic findings (OR 9.89, 95% Cl| 1.88-51.98)".

1. Llach J, Elizalde JI, Guevara MC, Pellise M, Castellot A, Gines A, et al.
Endoscopic injection therapy in bleeding Mallory-Weiss syndrome: a randomized
controlled trial. Gastrointest Endosc 2001,54:679-81.

2. Huang SP, Wang HP, Lee YC, Lin CC, Yang CS, Wu MS, et al. Endoscopic
hemoclip placement and epinephrine injection for Mallory-Weiss syndrome with active
bleeding. Gastrointest Endosc 2002;55:842-6.

3. Park CH, Min SW, Sohn YH, Lee WS, Joo YE, Kim HS, et al. A prospective,
randomized trial of endoscopic band ligation vs. epinephrine injection for actively bleeding
Mallory-Weiss syndrome. Gastrointest Endosc 2004,;60:22-7.

4. Terada R, Ito S, Akama F, Kidogawa H, Kashima K, Yamayoshi T, et al.
Mallory-Weiss syndrome with severe bleeding: treatment by endoscopic ligation. Am J
Emerg Med 2000;18:812-5.

5. Kim JW, Kim HS, Byun JW, Won CS, Jee MG, Park YS, et al. Predictive
factors of recurrent bleeding in Mallory-Weiss syndrome. Korean J Gastroenterol
2005;46:447-54.

24



