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Cricopharyngeal Web: A Challenge 
to Variceal Band Ligation

CASE REPORT
A 40-year-old female with no previous co-morbidities presented 
with a one-day history of haematemesis and melena. There was no 
associated epigastric pain, retching prior to the onset of bleeding, or 
history of Non Steroidal Anti-inflammatory Drugs (NSAIDs) ingestion. 
There was no history of jaundice, ascites, or hepatic encephalopathy 
in the past. No family history of chronic liver disease or liver cancer 
was reported.

On clinical examination, the patient was tachycardic, with a pulse 
rate of 110 beats per minute, and hypotensive, with a blood pressure 
of 80/50 mmHg. Her oxygen saturation was 98% on three litres of 
oxygen via nasal prongs. There was pallor without any icterus, pedal 
oedema, or peripheral signs of chronic liver cell failure. Systemic 
examination revealed a palpable spleen 3 cm below the left costal 
margin. Initial management included haemodynamic stabilisation 
with fluid resuscitation using 0.9% normal saline and the transfusion 
of one unit of packed red blood cells. She was administered a 
2 mg bolus of terlipressin, followed by a continuous infusion of 
3 mg over 24 hours. Additionally, she was treated with intravenous 
pantoprazole (80 mg stat, followed by 40 mg twice daily) and 
ceftriaxone (1 g every 12 hours).

Laboratory investigations revealed anaemia and thrombocytopenia 
[Table/Fig-1]. Abdominal ultrasonography showed moderate 
splenomegaly with portosystemic collaterals and no evidence of 
liver surface nodularity, portal vein thrombosis, or portal cavernoma. 
These findings suggested portal hypertension.

Following informed consent, an upper gastrointestinal endoscopy was 
performed using a Fujinon EG-760R gastroscope (Fujifilm, Japan) 
with an outer diameter of 9.4 mm. Resistance was encountered 
while passing the Upper Oesophageal Sphincter (UES) [Table/Fig-2]; 
however, the scope was advanced with a slight application of force. 
Two columns of large oesophageal varices were seen, with active 
bleeding noted from one of the varices [Table/Fig-2].

It was decided to perform EVL using a Saeed six-shooter multiband 
ligator (Cook) with an outer diameter of 11.5 mm; however, the 
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ABSTRACT
Acute Variceal Bleeding (AVB) is a life-threatening complication of portal hypertension that necessitates prompt and effective 
intervention. Endoscopic Variceal Ligation (EVL) is the primary treatment modality; however, anatomical variations, such 
as oesophageal webs, can impede the procedure. The present report describes a 40-year-old female patient presenting with 
haematemesis and melena. Endoscopy confirmed active variceal bleeding, but the advancement of an endoscope equipped with 
a band ligator was obstructed by a cricopharyngeal web, rendering EVL unfeasible. Haemostasis was initially achieved using 
sclerotherapy with sodium tetradecyl sulfate. Subsequent endoscopic dilation of the web with a Controlled Radial Expansion 
(CRE) balloon facilitated successful band ligation. The present case underscores the importance of early recognition of anatomical 
anomalies and highlights the need for adaptable strategies in the management of AVB, particularly in emergent settings where time 
is critical. The clinical implications are significant, as the case highlights a previously unreported barrier to EVL in the form of a 
cricopharyngeal web. It emphasises the necessity for endoscopists to consider anatomical variations when standard procedures 
fail. The present report contributes to the literature by documenting an unusual clinical scenario that required modification of the 
standard therapeutic approach to achieve haemostasis in a life-threatening situation.

Investigations observed value reference value

Haemoglobin 7.4 g/dL 12-15 g/dL 

TLC 8700/µL 4000-11000/µL

Platelet count 134,000/µL 150,000-450,000/µL

Total bilirubin 0.4 mg/dL 0.3-1.2 mg/dL

Conjugated bilirubin 0.31 mg/dL 0.1-0.3 mg/dL

SGOT 31 U/L 0-40 U/L

SGPT 16 U/L 0-40 U/L

Total protein 7.4 g/dL 6.0-8.0 g/dL

Serum albumin 3.4 g/dL 3.5-5.0 g/dL

Serum globulin 3.0 g/dL 2.0-3.5 g/dL

Sodium 138 mmol/L 135-145 mmol/L

Potassium 4.5 mmol/L 3.5-5.0 mmol/L

PT 15.0 sec 11-14 sec

INR 1.23 0.8-1.2

HIV/HBsAg/anti-HCV Non reactive Non reactive

[Table/Fig-1]: Laboratory investigations.
TLC: Total leucocyte count; SGOT: Serum glutamic oxaloacetic transaminase; SGPT: Serum glutamate 
pyruvate transaminase; PT: Prothrombin time; INR: International normalised ratio; HBsAg: Hepatitis B 
surface antigen; HCV: Hepatitis C virus; HIV: Human immunodeficiency virus

ligator-equipped endoscope could not be advanced past the UES 
due to anatomical obstruction. In view of the persistent bleeding and 
the inability to advance the ligator beyond the UES, sclerotherapy 
was employed as an alternative therapeutic strategy. A 21G 
sclerotherapy needle (MEDORAH®) was used to inject 1 mL of 3% 
sodium tetradecyl sulfate, diluted with normal saline (0.9% NaCl) 
in a ratio of 1:3, into the bleeding varix, achieving haemostasis. 
Resistance at the cricopharyngeal region suggested the presence 
of a partial oesophageal web, which was subsequently dilated 
endoscopically using a CRE balloon (Boston Scientific) to a diameter 
of 12 mm [Table/Fig-2].

Following successful dilation, the endoscope equipped with the 
band ligator was passed without difficulty, and two bands were 
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DISCUSSION
Acute Variceal Bleeding (AVB) is a severe and life-threatening 
complication of portal hypertension, with a rebleeding risk of up to 
35% within six weeks and a mortality rate ranging from 17% to 
20% during this period [1]. Management primarily involves patient 
stabilisation through fluid resuscitation, blood transfusions, and 
the administration of vasoactive agents such as terlipressin and 
octreotide [2-4]. Definitive treatment typically consists of endoscopic 
techniques, with EVL being the standard care for actively bleeding 
varices [2-4]. However, anatomical anomalies, such as oesophageal 
webs, can complicate endoscopic procedures by obstructing the 
passage of instruments, making EVL more challenging.

Oesophageal webs are thin membranous structures typically 
located in the cervical or mid-esophagus. Unlike oesophageal rings, 
which completely encircle the oesophageal lumen, these webs 
extend only from the anterior oesophageal wall [5]. Although often 
asymptomatic, they can cause intermittent dysphagia, especially 
with solid foods. Oesophageal webs are identified in 5-15% of 
patients undergoing barium swallow studies for dysphagia [6].

Oesophageal webs are commonly associated with conditions such 
as Plummer-Vinson syndrome, Gastroesophageal Reflux Disease 
(GERD), eosinophilic oesophagitis, or coeliac disease, all of which 
can lead to intermittent dysphagia [7]. Occasionally, patients present 
acutely with food impaction or dysphagia. Imaging studies, such 
as a barium swallow, are useful in detecting these obstructions, 
and webs generally respond well to dilation with bougie or balloon 
dilators [5,6]. The role of a cricopharyngeal web in hindering the 
passage of endoscopic instruments during the management of AVB 
has never been reported in the literature, emphasising the unique 
significance of the present case.

In the present case, a cricopharyngeal web obstructed the 
advancement of the endoscope, complicating the EVL procedure. 
Immediate recognition of the web led to a shift in treatment, 
with sclerotherapy used to achieve haemostasis [8], followed by 
successful endoscopic dilation of the web. After dilation, EVL was 
performed without further complications. Sclerotherapy with sodium 
tetradecyl sulfate, though less commonly used since the advent of 
EVL, proved effective in controlling the haemorrhage until the web 
could be dilated.

Esophagogastroduodenoscopy (EGD) remains the gold standard for 
diagnosing oesophageal varices, as it provides direct visualisation 
and facilitates targeted therapeutic interventions [9]. The adaptability 
demonstrated in this case, by using sclerotherapy and dilation before 

placed, effectively occluding the varices [Table/Fig-2a-d]. Post-EVL, 
the patient demonstrated significant clinical improvement, with no 
further episodes of haematemesis or melena during her hospital 
stay. There was no hepatic decompensation in the form of ascites 
or hepatic encephalopathy. The patient was discharged on a non 
selective beta-blocker (tablet carvedilol 3.125 mg twice daily) for 
secondary prophylaxis after 48 hours.

[Table/Fig-2]: a) Cricopharyngeal web; b) Oesophageal varices with active bleeding; 
c) Cricopharyngeal web dilatation with Controlled Radial Expansion (CRE) balloon; 
d) Oesophageal variceal band ligation.

[Table/Fig-3]: a,b) Illustrate follow-up endoscopic findings demonstrating the 
eradication of oesophageal varices.

A follow-up upper GI endoscopy performed three weeks later 
confirmed the eradication of the varices [Table/Fig-3a,b]. During 
the same session, a Contrast-enhanced Computed Tomography 
(CECT) of the abdomen was performed to investigate the underlying 
etiology of portal hypertension. The imaging revealed a normal 
liver surface, splenomegaly with a spleen measuring 17 cm, and 
perisplenic and perigastric collaterals [Table/Fig-4]. Following the 
CECT abdomen, a percutaneous liver biopsy was performed to 
substantiate the diagnosis of Non Cirrhotic Portal Fibrosis (NCPF). 

[Table/Fig-4]: CECT abdomen coronal section- The blue arrow highlights a 
smooth liver surface without nodularity. The orange arrow indicates splenomegaly, 
while the yellow arrow shows perisplenic collaterals.

[Table/Fig-5]: Histopathological examination of liver biopsy: a) Arrow indicates a 
sclerotic portal tract with the absence of the portal vein (4x, H&E stain); b) Arrows 
indicate prominent sinusoidal dilatation (10x, H&E stain).

Histopathological examination revealed a sclerotic portal tract with 
the absence of a portal vein, establishing NCPF as the underlying 
cause of portal hypertension.

The patient remained clinically stable during regular follow-up, with no 
recurrence of variceal bleeding, and continued on non selective beta-
blockers (tablet carvedilol 3.125 mg twice daily orally). The importance 
of long-term follow-up was emphasised to monitor for and manage 
potential complications of portal hypertension [Table/Fig-5a,b].
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performing EVL, highlights the need for flexible strategies when 
anatomical obstacles complicate variceal bleeding management.

Although the association between oesophageal webs and varices 
in non cirrhotic patients is unclear, the present case underscores 
the importance of considering such anomalies during emergency 
procedures. The present case emphasises the importance of early 
recognition of oesophageal anomalies during emergency endoscopic 
procedures and demonstrates that alternative therapeutic options, 
such as sclerotherapy and dilation, can be effective when traditional 
methods are not feasible. Though rare, cricopharyngeal webs can 
obstruct endoscopic procedures, and clinicians should be prepared 
to modify their approach in such situations to ensure successful 
management of AVB.

CONCLUSION(S)
The present case demonstrates the challenges posed by oesophageal 
webs in the management of AVB, highlighting the importance of 
recognising and addressing anatomical anomalies during endoscopic 
procedures. Clinicians should be aware of the potential for webs to 
complicate EVL and be prepared to employ alternative strategies 
such as sclerotherapy and endoscopic dilation to ensure successful 
treatment outcomes.
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