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LOOKING BACK 
 

The ray of sunlight gently announces its presence through the window, 6midly invi6ng itself into my 
room. Asking to be a companion of my solitude with a meekness only the morning light can be capable 
of. A light not yet burdened by the demands of the day that lies ahead. With silence, it cast a so> 
shadow on the few pill containers by the window. I humbly accepted the invita6on from the sun into my 
small fi>h-story room overlooking the river.  
The sun felt the need to warm the coldness that radiated from those boBles, and the darkness of the 
half-drawn curtains was not a deterrent to this noble mission. Outside, all I could hear was a 
disconnected symphony of sounds from monitors trying - and failing - to harmonize the passionate 
yelling of my neighbor. He was remembering the days when he had served in the war, not so long ago. Or 
maybe it is now?  

My 6red eyes had seen the sun rise and set on eight and a half decades of existence. Its beauty and 
ugliness intertwined into one inseparable narra6ve, liBered with laughter and tears as numerous as sand 
on the beach. I remember the losses for which 6me didn’t stop when I wanted it to, and when it raced 
by, the happy moments that I had wished to last forever.  

My gaze caught my reflec6on in the window, and I saw the marks of the stories that I have lived through 
on the body that has been my home and constant companion since the day of my birth. My deep-set 
brown eyes overflowed with tears of joy and sadness on more days than I can count. The eyes looking 
back now have gained wisdom through the trials of life more than they ever wished to have gained. A life 
of experience that has come at a price. These eyes have also witnessed the life stories of many with their 
triumphs and tragedies alike.  

But also in those eyes, I see courage to have made it through decades of uncertainty. In the window’s 
reflec6on, the woman looking back at me starts to smile as she remembers the liBle joys of the past that 
have brought her to where she is now.  The moments of tender touch and hearMelt tears that once made 
her feel alive now give her strength to stand tall today. She looks back at that reflec6on with pride, 
knowing how many baBles she has fought and won. 

As the day slowly draws to a close, the shy, 6mid sunlight that welcomed the morning retreats, making 
way for the evening to unfold. It slowly bids the day farewell, knowing of its inevitable return the next 
morning.  The hustle of feet rushing from one place to the next begins to quiet with reluctance, knowing 
the many tasks that have been le> unfinished with the fading daylight. Conversa6ons le> unsaid, 
documents le> unwriBen, and emo6ons not yet processed by the hearts that bear them. The one 
constant in the background is the coldness of the fluorescent lights, becoming more pronounced as day 
fades into night. 

 Just outside my door, I overhear a conversa6on between two young resident doctors thankful to have 
made it through another stressful day in the ICU and afraid of what the darkness of the night may bring. 
Their voices, shrouded in hesita6on and worry, were barely masked by the neutrality of their words. 
They prefer to face the seSng sun in my window than to see each other’s eyes and acknowledge the 
uneasiness that lies between them. They gaze longingly at the sun, aware that they need its warmth and 
companionship now more than at any other 6me of day. 
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A few minutes pass, and their reflec6ons become more evident on the hospital’s cold glass windows as 
the darkness seBles in. Each resident takes a few moments to familiarize themselves with this new 
reflec6on of who they are. A reflec6on of a person that they did not know this morning. The passing day 
has taught them new ideas and events that have now become a permanent part of their memory and 
who they are. The acknowledgement of the many changes that one day can bring begins to seBle, and a 
new reality unfolds. They slowly begin to smile as the evening sky boldly reveals its deep purple hues, 
allowing them to momentarily forget the endless words and thoughts that have floated through their 
minds today. The beauty of the evening sky was a moment needed by all of us to remember that outside 
these walls, there is light.   

 

Dr. Monica Ghebrial 
Internal Medicine PGY-2 
Department of Internal Medicine 
University of Manitoba 
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What is a Polyp?  
Colorectal polyps are abnormal 6ssue growths that protrude from the lining (mucosa) of the colon or 
rectum into the intes6nal lumen. Polyps are classified morphologically based on their size, shape, color, 
and histopathology, par6cularly in rela6on to their malignancy poten6al and associated cancer risk [1]. 
Globally, colorectal polyps are the second leading cause of cancer-related mortality [2], with a rising 
incidence among males and individuals over the age of 45 [3]. 

The most commonly observed pathway for colorectal cancer (CRC) development involves gene6c 
muta6ons that drive abnormal cell prolifera6on. This includes the adenoma-carcinoma sequence, 
characterized by muta6ons in the APC tumor suppressor gene, and the serrated polyp-carcinoma 
sequence, involving MLH1 promoter hypermethyla6on that silences tumor suppressor genes [4]. Due to 
the poten6al for malignant transforma6on of various polyp types, colonoscopy with polypectomy 
remains the primary strategy for CRC preven6on [5]. 

 



11 
The Scholarly Society of America: Journal of Medicine 

SSAJM Dec 2025 Volume 4, Issue 1 

 

Types of Polyps: 
Tubular adenomas, which include all non-serrated lesions, vary in risk depending on their size and 
histological features. Adenomas measuring at least 10 mm in diameter or exhibi6ng tubulo-villous or 
villous architecture, or high-grade dysplasia, are considered high-risk for neoplas6c progression. In such 
cases, repeat colonoscopy is recommended within three years. In the absence of high-risk features, the 
recommended follow-up interval depends on the number of adenomas iden6fied. For individuals with 
one to two tubular adenomas, a surveillance colonoscopy is advised a>er seven to ten years. For those 
with three to four adenomas, a follow-up interval of three to five years is recommended. When five to 
ten adenomas are present, the risk of neoplasia increases, warran6ng surveillance at three years. If more 
than ten adenomas are found, a hereditary polyposis syndrome is likely, and a repeat colonoscopy is 
advised within one year. One study reported that individuals with more than ten adenomas had 
approximately a 25% chance of developing advanced neoplasia within four years [6]. 

Sessile serrated polyps (SSPs) are considered high-risk when they are 10 mm or larger or demonstrate 
dysplasia, and in such cases, a three-year follow-up colonoscopy is recommended. When these features 
are absent, surveillance intervals vary based on polyp burden. For one to two SSPs, a five- to ten-year 
follow-up interval is advised. If three to four SSPs are detected, colonoscopy should be repeated in three 
to five years, while five to ten SSPs warrant surveillance within three years. 

Tradi6onal serrated adenomas (TSAs) carry a higher neoplas6c risk than tubular adenomas. Due to their 
malignant poten6al, the recommended follow-up a>er iden6fica6on is a repeat colonoscopy in three 
years. 

Hyperplas6c polyps, par6cularly those smaller than 10 mm, are generally benign and may be reported as 
part of a normal colonoscopy. However, if a hyperplas6c polyp is 10 mm or larger, a three- to five-year 
follow-up colonoscopy is recommended due to the elevated neoplasia risk associated with large serrated 
lesions. The presence of more than 20 hyperplas6c polyps may indicate serrated polyposis syndrome, a 
high-risk condi6on requiring individualized follow-up strategies. Conversely, individuals with fewer than 
20 hyperplas6c polyps, all smaller than 10 mm, are considered low risk for neoplasia [7]. 

For individuals with a high-risk family history, surveillance recommenda6ons are more aggressive. 
Colonoscopy every five years is advised for those with either colorectal cancer or an advanced adenoma 
in two first-degree rela6ves diagnosed at any age, or in one first-degree rela6ve diagnosed before the 
age of 60. Screening should begin at age 40, or ten years before the earliest diagnosis in the family—
whichever occurs first. If a first-degree rela6ve was diagnosed at age 60 or older, colonoscopy should 
commence at age 40, with follow-up according to average-risk screening protocols. In cases where a 
second-degree rela6ve has been diagnosed with colorectal cancer or an advanced polyp, standard 
average-risk CRC screening recommenda6ons should be followed. 

 

Guidelines for Polyp Follow-Up: 
Findings from a screening colonoscopy play a crucial role in determining an individual's future risk of 
colorectal cancer and guiding the 6ming of repeat examina6ons. The U.S. Mul6-Society Task Force has 
established updated recommenda6ons for surveillance intervals following ini6al screening colonoscopy 
in individuals at average risk. In the case of a normal colonoscopy, which may include the presence of 
hyperplas6c polyps smaller than 10 mm but no other significant abnormali6es, the Task Force 
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recommends a follow-up colonoscopy in 10 years. Although direct evidence suppor6ng this interval is 
limited, the recommenda6on is based on the low likelihood of progression to colorectal cancer in the 
absence of high-risk findings [8]. 
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Abstract: 
Colonic mucosa-associated lymphoid 6ssue (MALT) lymphoma is an uncommon subtype of extranodal 
marginal zone non-Hodgkin lymphoma that may clinically and endoscopically mimic inflammatory bowel 
disease (IBD), leading to significant diagnos6c delays. Although gastric MALT lymphoma is well 
characterized, colonic involvement is rare and accounts for only a small propor6on of cases worldwide. 
We present an expanded case of a 77-year-old male who presented with chronic diarrhea, profound 
weight loss, and colonic inflamma6on ini6ally misinterpreted as ulcera6ve coli6s. Histopathologic 
evalua6on ul6mately demonstrated a monoclonal lambda-restricted B-cell infiltrate consistent with 
low-grade MALT lymphoma. Staging with PET/CT revealed widespread low-grade lymphadenopathy 
consistent with Ann Arbor Stage III disease. This report underscores the importance of thorough 
diagnos6c evalua6on when endoscopic findings resemble IBD, par6cularly in older adults, and highlights 
current evidence-based approaches to diagnosis, staging, and management of colonic MALT lymphoma 
[1,4]. 

IntroducKon: 
Mucosa-associated lymphoid 6ssue (MALT) lymphoma is an indolent, extranodal B-cell lymphoma arising 
from the marginal zone of mucosal lymphoid 6ssue. It accounts for approximately 8% of all non-Hodgkin 
lymphomas, with the stomach represen6ng the most common site due to chronic Helicobacter pylori–
related an6genic s6mula6on [2]. Colonic MALT lymphoma, however, is exceedingly rare, comprising only 
2–3% of all MALT lymphomas and less than 0.5% of all gastrointes6nal lymphomas [3]. The pathogenesis 
o>en involves chronic an6genic s6mula6on, autoimmune condi6ons, or underlying inflammatory states, 
although many colonic cases remain idiopathic. Clinically, colonic MALT lymphoma may present with 
nonspecific symptoms such as diarrhea, abdominal discomfort, hematochezia, or weight loss—features 
that o>en overlap with ulcera6ve coli6s and Crohn’s disease [5]. Endoscopic findings similarly lack 
specificity and may include mucosal ulcera6ons, nodularity, friability, or diffuse inflamma6on. As a result, 
misdiagnosis is common. 
 
Accurate diagnosis requires a combina6on of histopathology, immunophenotyping, molecular studies, 
and cross-sec6onal imaging. The hallmark histologic finding is a dense infiltrate of small-to-medium B 
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cells demonstra6ng light-chain restric6on and posi6vity for markers such as CD20, CD79a, and BCL-2, 
with nega6ve expression of CD5, CD10, and cyclin D1, dis6nguishing MALT lymphoma from mantle cell 
lymphoma, follicular lymphoma, and chronic lymphocy6c leukemia [3,6]. Given its rarity and poten6al 
for delayed recogni6on, increased clinical awareness is essen6al. 

Case PresentaKon: 
A 77-year-old man with a medical history significant for prostate cancer, type 2 diabetes mellitus, 
hyperlipidemia, BarreB’s esophagus, and previously documented rectosigmoid MALT lymphoma 
presented with a several-month history of worsening fa6gue, dehydra6on, confusion, and diarrhea 
occurring 4–5 6mes daily, including nocturnal episodes. He also reported a 40-pound uninten6onal 
weight loss. Laboratory evalua6on revealed mild anemia, hypoalbuminemia, and elevated inflammatory 
markers. CT imaging of the abdomen demonstrated diffuse colonic wall thickening and mesenteric 
lymphadenopathy. Infec6ous workup, including Clostridioides difficile PCR, was nega6ve. 
 
Colonoscopy showed severe, con6nuous colonic inflamma6on characterized by ulcera6ons, friability, 
and erythema, ini6ally sugges6ng ulcera6ve coli6s. Empiric therapy with mesalamine and prednisone 
was ini6ated. However, biopsies obtained from mul6ple colonic segments demonstrated focal acute 
cryp66s with dense, atypical lymphoid infiltrates involving the lamina propria. Immunohistochemistry 
revealed B-cell markers CD20+, CD79a+, BCL-2+ with lambda light-chain restric6on and absence of CD5, 
CD10, BCL-1 (cyclin D1), and BCL-6—findings consistent with low-grade MALT lymphoma [4]. The Ki-67 
prolifera6on index was low (~10%), further suppor6ng an indolent lymphoma. 
 
Flow cytometry iden6fied a monoclonal B-cell popula6on consistent with marginal zone lymphoma. 
Addi6onal tes6ng for MYD88 L265P muta6on was nega6ve, making lymphoplasmacy6c lymphoma less 
likely. PET/CT demonstrated mild-to-moderate hypermetabolic lymphadenopathy across mesenteric, 
retroperitoneal, and thoracic nodes, compa6ble with Ann Arbor Stage III disease. The pa6ent was 
referred to hematology/oncology and ini6ated on rituximab-based therapy, with considera6on for 
bendamus6ne depending on therapeu6c response. 

Discussion: 
Colonic MALT lymphoma represents a diagnos6c challenge because clinical and endoscopic 
presenta6ons o>en mimic more common inflammatory condi6ons such as ulcera6ve coli6s. The 
pa6ent’s presenta6on—chronic diarrhea, nocturnal symptoms, significant weight loss, and diffuse 
coli6s—strongly resembled IBD, leading to ini6al misclassifica6on. Such overlap has been described in 
several case series and reviews, where MALT lymphoma presented as mul6focal ulcera6ons or diffuse 
mucosal inflamma6on indis6nguishable from IBD [5,7]. 
 
Histopathologic evalua6on remains the cornerstone of diagnosis. The presence of small atypical B cells 
infiltra6ng the lamina propria, along with immunophenotypic findings (CD20+, CD79a+, CD5–, CD10–, 
cyclin D1–), helps dis6nguish MALT lymphoma from other B-cell neoplasms [3,6]. Light-chain restric6on 
further confirms clonality. In some cases, molecular studies demonstra6ng rearrangement of the MALT1 
gene or API2-MALT1 fusion may assist diagnosis, although such findings are less common in colonic 
cases [2]. 
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Staging with PET/CT is essen6al because extranodal marginal zone lymphoma can involve mul6ple 
mucosal sites, the lympha6c system, and bone marrow. Disseminated disease, as in this pa6ent, does 
not preclude favorable outcomes due to the generally indolent course of MALT lymphoma. 
 
Management typically depends on disease localiza6on and symptom severity. Localized gastric MALT 
lymphoma may respond to H. pylori eradica6on alone, but colonic lesions generally require systemic 
therapy. Rituximab monotherapy or rituximab combined with alkyla6ng agents such as bendamus6ne 
demonstrates high response rates with acceptable toxicity profiles [8]. Radiotherapy may be considered 
for localized disease, though mul6focal colonic involvement commonly necessitates systemic treatment. 
Prognosis is generally favorable, with 5-year survival rates exceeding 80% for most MALT lymphomas 
despite the poten6al for disseminated disease [2,8]. 

Conclusion: 
This case highlights the importance of considering lymphoid malignancy in older adults presen6ng with 
atypical or treatment-refractory coli6s. Because colonic MALT lymphoma is rare and may mimic IBD, 
defini6ve diagnosis relies on histopathology, immunophenotyping, and comprehensive staging. Early 
recogni6on ensures 6mely oncologic therapy and prevents delays caused by inappropriate treatment for 
presumed inflammatory disease. Con6nued awareness and repor6ng of colonic MALT lymphoma are 
essen6al to improve diagnos6c accuracy and op6mize pa6ent outcomes. 

References: 
1. Abbas, H., Niazi, M., and Makker, J. “Mucosa-Associated Lymphoid Tissue (MALT) Lymphoma of 

the Colon: A Case Report and a Literature Review.” American Journal of Case Reports, 2017. 
2. Filip, P. V., et al. “MALT Lymphoma: Epidemiology, Clinical Diagnosis and Treatment.” Journal of 

Medicine and Life, 2018. 
3. Jeon, M. K., et al. “Endoscopic Features and Clinical Outcomes of Colorectal MALT Lymphoma.” 

Gastrointes6nal Endoscopy, 2018. 
4. Silva, V. M., et al. “Mul6focal Colonic Ulcera6ons: An Unusual Presenta6on of MALT Lymphoma.” 

GE – Portuguese Journal of Gastroenterology, 2022. 
5. Lee, Y. G., et al. “Mul6ple MALT Lymphoma of the Colon Iden6fied as Simple Mucosal 

Discolora6on.” Journal of Korean Medical Science, 2005. 
6. Zucca, E., et al. “Marginal Zone Lymphomas: ESMO Clinical Prac6ce Guidelines.” Annals of 

Oncology, 2020. 
7. Zullo, A., et al. “Gastrointes6nal Lymphoma: The Evolving Role of Endoscopy.” World Journal of 

Gastroenterology, 2012. 
8. Raderer, M., and KieseweBer, B. “Management of Extranodal Marginal Zone Lymphoma of MALT 

Type.” Bri6sh Journal of Haematology, 2021. 

 

 

 



16 
The Scholarly Society of America: Journal of Medicine 

 

SSAJM Dec  2025 Volume 4, Issue 1 
 

 

Metasta2c Ovarian Cancer to the Common Bile Duct: 

A Case Report  

Iskander, Andrew MB, BCh, BAO 1; Salama, Carol MS 2; Phlamon, Juliana MS 3; Rofaeel, Karen MS 4; Awad, Monica MS 5;    
Kumar, Sunny MBBS 6  

1. Western University, London, Ontario 
2. University of O*awa, School of Medicine, Ontario, Canada 
3. University College Dublin, School of Medicine, Dublin, Ireland 
4. University of Bri\sh Columbia, Faculty of Medicine, Vancouver, Canada 
5. University of Galway, School of Medicine, Galway, Ireland 
6. The Wright Center for GME, Scranton, PA 

Abstract: 
This case report details the clinical course of an 81-year-old female with a history of ovarian cancer 
treated with chemotherapy, who subsequently developed metasta6c disease involving the pancrea6c 
head and distal common bile duct (CBD), leading to malignant biliary obstruc6on. Despite ini6al 
interven6on with endoscopic retrograde cholangiopancreatography (ERCP) and stent placement, the 
pa6ent experienced disease progression, presen6ng with symptoms indica6ve of advanced disease and 
systemic involvement. This report underscores the challenges in managing metasta6c ovarian cancer 
with atypical metasta6c paBerns and highlights the importance of a mul6disciplinary approach in 
pallia6ve care. 

IntroducKon: 
Ovarian cancer is known for its tendency to spread within the peritoneal cavity, leading to a range of 
complica6ons. However, distant metastases, such as those involving the pancreas and bile ducts, remain 
rare. When malignant biliary obstruc6on arises in the context of ovarian cancer, it presents unique 
diagnos6c and treatment challenges. This case underscores the complexity involved in managing such 
condi6ons and highlights the importance of personalized pa6ent care strategies. 

Clinical Course: 
An 81-year-old female with a history of ovarian cancer treated with chemotherapy presented one 
month following her last chemotherapy dose with painless jaundice and weight loss. Laboratory tests 
revealed hyponatremia (129 mmol/L), hypokalemia (3.1 mmol/L), alkaline phosphatase (737 U/L), AST 
(83 U/L), ALT (90 U/L), and bilirubin (14.2 mg/dL). CT chest was notable for worsening bilateral pleural 
effusion, mul6ple lung nodules, and an ill-defined lesion in the pancrea6c head and distal CBD. Dilated 
GB wall thickening without obvious cholelithiasis, pericholecys6c fluid, and dilated intra/extrahepa6c 
ducts were also reported. ERCP was performed with CBD and pancrea6c duct stent placement. Biopsy of 
these lesions confirmed metasta6c adenocarcinoma in the periampullary region, consistent with ovarian 
cancer. 

Subsequently, the pa6ent presented back to the hospital with 15lb weight gain, upper extremity edema, 
abdominal distension, and worsening dyspnea. Laboratory values showed worsening leukocytosis (15 
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cells/µL), hyponatremia (127mmol/L), and further eleva6on of liver enzymes. Repeat CT imaging 
confirmed peri-splenic ascites, anasarca, patent stents, and resolu6on of previous biliary dila6on. A 
mul6disciplinary discussion was had with the pa6ent and family regarding possible 
interven6ons/treatment, along with the risks/benefits of each; a collabora6ve decision was made at that 
6me to pursue hospice care. 

Discussion: 
Ovarian Cancer Overview: 
Ovarian cancer originates in the ovaries, fallopian tubes, or peritoneum and is o>en asymptoma6c in 
early stages. Common symptoms include abdominal distension, pain, bloa6ng, early sa6ety, urinary 
urgency, vaginal bleeding, etc [1]. Metasta6c ovarian cancer typically spreads via peritoneal 
dissemina6on, lympha6cs, or hematogenous routes, with common sites including the peritoneum, liver, 
lungs, and bowel [2]. Bile duct involvement, however, is exceedingly rare, with only a few reported cases 
in the literature [3]. 

Mechanisms of Metastasis to the Biliary System: 
Metasta6c spread to the biliary system is uncommon but can occur through direct invasion, lympha6c 
spread, or hematogenous dissemina6on [4]. In this case, the presence of a pancrea6c head lesion and 
distal CBD involvement suggests lympha6c or hematogenous spread. Malignant biliary obstruc6on 
typically presents with painless jaundice, pruritus, dark urine, pale stools, and abnormal liver func6on 
tests, symptoms of which were noted in our pa6ent [5]. 

Imaging and Diagnosis: 
CT, MRI, and MRCP are essen6al for characterizing biliary obstruc6on and detec6ng metasta6c lesions 
[6]. In this pa6ent, CT findings demonstrated an ill-defined pancrea6c head lesion, biliary dila6on, GB 
wall thickening, and ascites, suppor6ng a diagnosis of malignant biliary obstruc6on secondary to 
metasta6c ovarian cancer. ERCP is an advanced endoscopic interven6on with the capability of 
addressing malignant and benign biliary obstruc6ons. [7] 

Management Challenges and Prognosis: 
Biliary sten6ng via ERCP is a standard pallia6ve interven6on for malignant biliary obstruc6on. 
Advancement of disease, however, o>en necessitates further interven6ons such as percutaneous 
transhepa6c biliary drainage (PTBD) or permanent metal sten6ng [8]. Prognosis for metasta6c ovarian 
cancer is poor, especially if there is biliary involvement, with an es6mated 30% 5-year survival [3] 

Conclusion: 
This case report highlights a rare presenta6on of metasta6c ovarian cancer involving the pancrea6c 
head and distal CBD. Although ERCP provided ini6al symptom relief, disease progression underscored 
the challenges of managing metasta6c biliary obstruc6on. Early recogni6on, personalized treatment 
plans, and comprehensive pallia6ve care remain cri6cal in improving pa6ent outcomes. Future research 
should further inves6gate the mechanisms of biliary metastasis and novel therapeu6c strategies for this 
rare manifesta6on of ovarian cancer. 
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Abstract: 
Acute esophageal necrosis (AEN), or "black esophagus," is a rare and life-threatening condition 
characterized by diffuse circumferential black discoloration of the esophageal mucosa. This case report 
discusses a 71-year-old male with multiple comorbidities who presented with gastrointestinal bleeding 
and was subsequently diagnosed with AEN. The report highlights the clinical presentation, diagnostic 
findings, management strategies, and a review of relevant literature. 

IntroducKon: 
AEN is an uncommon clinical en6ty with an es6mated prevalence ranging from 0.01% to 0.2% in autopsy 
studies [1]. It is characterized by a striking black appearance of the esophageal mucosa on endoscopy, 
typically involving the distal esophagus and abruptly stopping at the gastroesophageal junc6on [1]. The 
e6ology is mul6factorial, o>en involving a combina6on of ischemic insult, gastric acid injury, and 
systemic condi6ons leading to hemodynamic compromise [2]. The mortality rate of AEN is high, with 
one study approxima6ng mortality at 30%. However, 60% of affected pa6ents experience favorable 
outcomes with appropriate treatment [3]. AEN predominantly affects elderly males with mul6ple 
comorbidi6es [1]. Risk factors include type 2 diabetes, hypertension, alcoholism, and chronic kidney and 
liver disease [2].  

Case Presentation: 
A 71-year-old male presented to the emergency department with symptoms of gastrointestinal bleeding 
and a fall resulting in a head injury. Medical history remarkable for atrial fibrillation, coronary artery 
disease, congestive heart failure, aortic and mitral prosthetic valves, a pacemaker, chronic obstructive 
pulmonary disease, cirrhosis, renal disease on hemodialysis, and epilepsy. Medications included aspirin, 
carvedilol, Depakote, digoxin, divalproex sodium, furosemide, valsartan, and warfarin. Vitals were 
remarkable for a temperature of 95.1°F, heart rate of 60 bpm, respiratory rate of 20, blood pressure of 
118/53 mmHg, and oxygen saturation of 96% on 4L via nasal cannula. He arrived confused and 
hypoglycemic, for which both improved following IV dextrose administration and red blood cell 
transfusion. The patient reported experiencing hematemesis, vomiting, hematochezia for three weeks, 
and black tarry stools for three months (which continued through most of the hospital course). 
Additionally, he had significant bodily weakness and a history of recurrent falls. Hemoglobin was 
10.1g/dL on arrival, and this continued to drop daily. Further labs can be noted in Table 1. He was 
maintained on IV fluid resuscitation and IV proton pump inhibitor (PPI). The patient underwent 
esophagoduodenoscopy (EGD), which was remarkable for distal esophageal ulcerations and patches of 
black mucosa, concerning for necrosis, which was biopsied (Figure 1). Pathology was notable for necro-
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inflammatory debris without intact esophageal mucosa. By day 4, there were no further reports of tarry 
dark stool, and Hgb had stabilized around 8g/dL. He was transfused 1U PRBC (secondary to cardiac 
history and transitioned to PO PPI. By day 6, he was feeling symptomatically better, his vitals remained 
stable, and he was cleared for discharge to rehab due to weakness. He was recommended to follow up 
in the clinic in 1 week for further evaluation and discussion of the need for a repeat endoscopy.  

Investigations: 
• Laboratory Tests:  

o Elevated white blood cell count 
o Renal dysfunction 
o Abnormal liver function tests 
o Elevated INR 

• Upper Endoscopy with Biopsy:  
o Identified necro-inflammatory debris and ulcerative esophageal mucosa 

• Transthoracic Echocardiography:  
o Mitral valve stenosis with paravalvular regurgitation 
o Reserved left ventricular systolic function 

• Liver and Gallbladder Sonogram:  
o Benign findings with no obvious pathology 

• CT Imaging:  
o CT Head showed cerebral atrophy with chronic microvascular ischemic changes 
o CT Chest/Abdomen revealed multiple rib fractures and pancreatic atrophy with fatty 

infiltrates 

Table 1: Table depicting the trend of various labs from arrival to day 6 when the patient was cleared for discharge. 
Lab Type Arrival Day 2 Day 3 Day 4 Day 5 Day 6 

WBC 

(103/µL) 
17.00 15.30 10.70 7.00 7.70 10.70 

Hgb 

(g/dL) 
10.1 9.2 8.5 7.9 8.1 9.2 

Platelets 

(10^6/µL) 
228 153 133 111 107 118 

Sodium 

(mmol/L) 
138 140 138 139 139 135 

Potassium 

(mmol/L) 
4.2 4.2 4.0 3.8 4.1 4.1 

BUN 

(mg/dL) 
64 68 43 27 17 14 
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Creatinine 

(mg/dL) 
2.1 2.0 1.7 1.3 1.2 1.1 

 

 
Figure 1: Endoscopic image with areas of visualized necrosis identified within the red circle. 

Discussion: 
AEN is a rare condition often associated with multiple comorbidities and systemic complications. The 
pathophysiology involves a combination of ischemia, gastric acid injury, and impaired mucosal defense 
mechanisms. Peak incidence occurs in the sixth decade of life and is more common in males with 
mul6ple comorbidi6es and poor nutri6onal status. Chronic alcohol use, illegal drug use, malignancy, 
solid organ transplanta6on, CAD, diabetes, hypertension, various infec6ous states causing 
immunocompromise, including HIV, herpes simplex virus, cytomegalovirus, and fungal infec6ons, have 
been associated with diffuse AEN [4][5].  

It primarily affects the distal esophagus due to its limited vascularization. Chronic microvascular 
ischemia can diminish perfusion, leading to intermiBent low-flow states [5]. As the distal esophagus is 
considered a “watershed zone” compared to the remainder, as it receives blood flow from more distal 
branches, this makes it more suscep6ble to ischemic injury during these 6mes of decreased perfusion [1] 
[6].  
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The classic presentation includes upper GI bleeding, hematemesis, coffee-ground emesis, melena, and 
dysphagia. Diagnosis is confirmed via esophagogastroduodenoscopy (EGD), which reveals characteristic 
black discoloration of the esophageal mucosa [8].  

Histology is notable for necro6c changes, leukocy6c infiltrate, and absence of squamous epithelium. 
Regenera6on of damaged mucosa appears as whi6sh exudates in between the areas of black 
discolora6on, giving it a “chessboard” like appearance [7]. The histopathology also helps distinguish AEN 
from other conditions, such as malignant melanoma, melanosis, coal deposition, etc. 

The management of AEN includes symptomatic management and close monitoring for signs of 
hemodynamic compromise. Volume resuscitation and appropriate transfusion ( to maintain hemoglobin 
> 7 g/dL and platelets at > 50,000/mm3). Patients should initially be kept NPO for the first 24 hours with 
a slow progression of diet once more hemodynamically stable with less concern for 
bleeding/complications. Medical management includes gastric acid suppression with PPI and can include 
mucosal protection with sucralfate. Intravenous PPI is preferred initially (intermittent boluses vs 
infusion), which can later be changed to oral form [7]. Antimicrobial therapy is started for biopsy-
positive esophageal cultures or in the presence of multinucleated giant cells or inclusion bodies. 
Nasogastric tubes should be avoided due to the risk of perforation. Bleeding should be rapidly controlled 
using submucosal epinephrine and some other form of hemostasis (i.e, self-expanding stents, clips, etc). 
Balloon tamponade should be avoided due to the risk of perforation. Perforations and strictures should 
be managed either surgically or with an expanding stent if surgery is not feasible (Chinta). Management 
can be summarized in Figure 2.  

 

Figure 2: Figure depicting overall management for acute eosinophilic necrosis. 

The prognosis varies, with a mortality rate of 30-50%, largely depending on the patient’s underlying 
health conditions [9]. Complications such as esophageal perforation, strictures, and superinfection 
contribute to poor outcomes [8]. Effective management includes aggressive resuscitation, hemodynamic 
stabilization, gastric acid suppression, and infection control. At this time, there is no official consensus 
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on the 6ming of ini6al endoscopic interven6on, but ideally, it should be performed within the first week 
[9]. Repeat endoscopic follow-up is recommended to monitor healing and prevent complications. 

Conclusion: 
AEN is a rare but life-threatening condition characterized by partial or complete circumferential 
blackening of the distal esophagus, primarily due to ischemic insult and systemic instability. Early 
recognition, aggressive resuscitation, and supportive care are critical in reducing mortality. Given the 
high association with comorbidities, a multidisciplinary approach is necessary for optimal patient 
outcomes. 
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Abstract: 
Ampullary carcinomas, as the name suggests, are rare tumors that are associated with the ampulla of 
Vater. Due to their location, symptoms may arise relatively faster than other similar malignancies. 
Because of this, they can typically be identified sooner, yielding better prognosis and survival outcomes. 
They are diagnosed via pathology; usually from biopsies obtained while performing EUS/ERCP. 
Management revolves around resection if able to, or chemo/radiation if deemed unresectable or 
evidence of metastasis is noted. We present a case of a female presenting with abdominal pain 
associated with jaundice and scleral icterus. The endoscopic evaluation noted ampullary ulceration with 
biopsies proven to be notable for moderately differentiated adenocarcinoma.  

Introduction: 
Papillary or ampullary carcinomas (ACs) are malignant tumors in the mucosa of the major duodenal 
papilla region, also known as the ampulla of Vater.  ACs are rare, comprising only about 0.2% of 
gastrointestinal cancers [1,2]. It’s reported that 90% of patient cases diagnosed are predominantly 
found in Caucasian males [1]. Due to the increasing usage of upper endoscopy for unrelated symptoms 
and screening of patients with familial adenomatous polyposis, it has been shown that there has been a 
significant increase in incidence rates of ACs in Western countries over the last few decades [2]. Due to 
the complexity of the ampulla’s anatomy, pancreatic, duodenal, and common bile duct (CBD) tumors are 
often misdiagnosed as ampullary tumors [3]. Because of the location of ACs, characteristic symptoms 
such as jaundice and pain usually occur earlier when compared to other conditions, such as pancreatic 
cancers [4]. ACs generally have a better prognosis due to earlier detection, with a 5-year survival rate of 
45% in patients undergoing resection [4]. Two main histological subtypes can be identified in ampullary 
cancers: intestinal and pancreaticobiliary [5–7]. Intestinal ampullary adenocarcinomas originate in the 
intestinal epithelium coating the ampulla, while pancreaticobiliary ampullary carcinomas originate in the 
epithelium of the distal CBD and pancreatic duct [7]. Pancreaticoduodenectomy is the mainstay of 
management and is usually followed by adjuvant chemo or chemo-radiation therapy [1,7]. 
 
Clinical Course: 
A 33-year-old female with a past medical history of cesarean section presented to the hospital for 
episodes of light stool, dark urine, and abdominal pain. On exam, she was noted to have abdominal 
discomfort to palpation, jaundice, and scleral icterus. She was made NPO, started on IV fluids, and was 
given medication for pain and nausea. Labs were significant for elevated bilirubin and liver enzymes 
(Table 1). Gastroenterology (GI) was consulted, and she underwent Endoscopic Ultrasound (EUS) and 
Endoscopic retrograde cholangiopancreatography (ERCP) to evaluate her further for imaging significant 
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for dilated gallbladder (GB). She was found to have ampullary ulceration, for which biopsy was notable 
for adenocarcinoma on pathology (imaging, procedure details, and pathology findings to follow) (Figures 
1-3). Her liver function tests were noted to increase post-procedure, but per the GI team, this was to be 
expected. The patient tolerated the procedure well and was advanced to a low-fat diet. She was 
discharged later in stable condition with recommendations for stent removal and repeat lab work to 
follow up on LFTs.  

Table 1: Table depicting lab values resulting over hospital stay, with day 1 being the day of admission and 
day 2 being the day of discharge. The procedure occurred on day 6.  

Marker Day 1 Day 2 Day 3 Day 4 Day 5 Day 6 Day 7 

ALP 640 516 551 612   723 

ALT 85 64 69 81   114 

AST 112 85 96 103   98 

Direct 
bilirubin   2.8     

Total 
bilirubin 6.7 4.8 4.6 5.1   4.79 

WBC 8.1 11.2  10  6.8 7.7 

Hgb 13 10.7  11.2  10.6 10.5 

Hct 38.6 31.2  33.2  31.7 31.8 

 

Imaging:  
US of the abdomen: 
GB distension with moderate hypoechoic sludge, an 8mm soft tissue echogenicity consistent with polyp, 
and mild GB wall thickening (up to 4.7mm) with some pericholecystic edema.  

MRCP: 
Marked intra/extrahepatic biliary ductal dilation. CBD measuring up to 3.2cm, tapering to 1.2 cm 
distally, proximal to the ampulla of Vater. GB distension, mild wall thickening/edema, sludge, and 
edema.  

Procedures:  
EGD: 
Hill Class III hiatal hernia.   
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EUS: 
Moderate intra-hepatic biliary dilation, a massively dilated CBD measuring 35.5 mm proximally and 21.5 
mm distally, and a small amount of sludge noted in the bile duct. No stones were seen.  

ERCP: 
The ampulla was noted to be ulcerated with a significantly dilated intraduodenal portion of the CBD, 
which is massively dilated. A careful biliary sphincterotomy was carried out with no complications.  No 
obvious stones were seen; balloon sweeps yielded only sludge. The ampullary orifice appeared to be 
ulcerated. It was unclear whether this was secondary to an impacted stone causing ulceration (due to 
obstruction) or a small ampullary carcinoma. Aggressive biopsies of the ulcerated ampullary area were 
taken to rule out cancer, mainly focusing on the biliary orifice.  This was followed by placing 10 French 
12 cm plastic stents in the bile duct. 

Pathology:  
Markedly atypical glands associated with inflammation and fibrosis. Immunohistochemical stains for 
pan-cytokeratin, CK7, and CEA were positive with a high Ki-67. Negative for CDX2,  P53, CK20, and CA 
19-9. Reports verified a superficially invasive and moderately differentiated adenocarcinoma with 
marked ulceration. Background adenoma with high-grade dysplasia was noted.  
 

 
Figure 1: Endoscopic imaging revealing ulceration noted within the ampulla of Vater.  
 
Discussion: 
Several cancers exist in and around the ampulla, such as pancreatic ductal adenocarcinomas (PDACs), 
cancers of the duodenum, and ACs [1]. Ampullary or papillary carcinomas are tumors originating from 
the mucosa (epithelium) located in the major duodenal papilla, a complex area of bile and pancreatic 
ducts. This rare cancer comprises only 0.6-0.8% of digestive cancers, while it accounts for about 6-17% 
of periampullary carcinomas (PACs). Literature supports a slightly higher occurrence of ACs among men 
than women. The incidence rate of adenocarcinoma increases with age, and the highest rate is seen 
among people above 50 years of age. More specifically, based on the Surveillance, Epidemiology, and 
End Results (SEER) database, in the USA, the median age at diagnosis is 65 years, with a slight preference 
for males [8–11]. 

The majority of ACs consist of adenocarcinomas, with two main histologic subtypes described according 
to their epithelium of origin: intestinal- and pancreaticobiliary-associated ACs [12]. The occurrence of 
the intestinal subtype is often associated with the growth pattern of duodenal adenoma. It appears 
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suspicious for colon cancer, unlike the pancreaticobiliary subtype, which is prevalent in pancreatic 
tumors and cholangiocarcinoma. 

If histomorphology is used exclusively, it may not be able to differentiate tumor entities, so further 
immunohistochemical markers can be stained. This is where the intestinal form, in most cases, has CDX2 
and CK20 markers for colon cancers. In contrast, the pancreaticobiliary form tends to have markers 
typical for cholangiocarcinoma and pancreatic cancer, such as CK7, as seen with our patient [9]. 
Pancreaticobiliary abnormalities were primarily observed in the KRAS and TP53 genes [9,11,13], and the 
most apparent mutations in the APC gene were observed in the intestinal type. 
Several histological classifications of ACs have evolved based on their microscopic appearance and 
growth pattern from the intestinal side or tumor extension. 

Three distinct categories of carcinomas are recognized after the correlation of gross and microscopic 
features: (1) intra-ampullary neoplasms, wherein the growth preinvasive neoplasms are mainly 
intraluminal, commonly including the neoplasm that protrudes into the duodenal lumen from patulous 
orifices of the papilla of Vater; (2) peri-ampullary, which often manifest as vegetating, ulcerous 
components originating on the Identification: ulcerating part correlates with the invasive phase, 
meanwhile vegetating part corresponds with the preinvasive phase; and (3) mixed exophytic and mixed 
ulcerated lesions. The fact is that ulcerating tumors are usually found on tumors that have associated 
poor survival rates [14]. 

ACs usually present symptoms and signs frequently observed in extrahepatic cholangiocarcinoma and 
pancreatic adenocarcinoma: jaundice, diarrhea, steatorrhea, and gastrointestinal bleeding with melena 
appear to be frequent. This malignancy can be diagnosed early due to these symptoms, as they can 
appear earlier than other similar cancers. EUS, ERCP, and FNAC are the preferred techniques for AC 
diagnosis, while CT of the chest, abdomen, and pelvis stand out as essential staging tests. Endoscopic 
pulpectomy is the primary diagnostic tool and may be curative in some exceptional cases—for instance, 
early AC, in situ carcinoma, or low-grade dysplasia [10,13]. 

Typically, noninvasive ACs are asymptomatic and are discovered incidentally during EGD for some other 
indications. Some patients present with different symptoms, such as jaundice, abdominal pain, diarrhea, 
pancreatitis, cholangitis, steatorrhea, and melaena, which add up to the differential diagnosis with 
choledocholithiasis, extrahepatic cholangiocarcinoma, and pancreatic adenocarcinoma [13]. 

Ampullary cancer manifests mainly as obstructive jaundice, a symptom that accounts for about 85% of 
the cases because the tumor compresses the biliary duct of the distal portion of the organ. However, in 
carcinomas, jaundice would rather be persistent though not intermittent, making it very possible for the 
abdomen to become palpably engorged (Courvoisier's sign), although it is an uncommon event (it 
accounts for only 15% of the cases. A gallstone case is a constituent in a third of patients, making the 
diagnosis problematic [14]. 

Many patients also experience symptoms such as significant weight loss, fatigue, and abdominal 
discomfort. Acute pancreatitis, as compared to ampullary cancer, is less common; however, the two 
should not be ranked compared to this case. The rate of bleeding may lie between mild to severe, with 
as many as one-third of the patients being unable to emit any gastrointestinal blood until the time they 
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bleed heavily. Sometimes, large lesions can impede the outlet of the belly, which may lead to gastric 
outlet obstruction [14]. 

In terms of differential diagnosis, the most crucial consideration is the distinction between primary ACs, 
pancreatic cancers, distal cholangiocarcinoma, and small bowel cancers. However, FNAC also faces 
issues distinguishing ACs from other PACs; therefore, a surgical biopsy is often necessary to make 
realistic conclusions [12]. Unlike other periampullary cancers, true ampullary cancers start presenting 
earlier with biliary obstruction symptoms [10,13]. 

Although patients with an oncological ampullary adenoma can be managed conservatively with 
endoscopic therapy, the oncological presence of a localized carcinoma requires oncologic 
pancreatoduodenectomy resection. Nevertheless, the significant recurrence rate has prompted 
multimodal therapy to be the first choice in many patients [9]. 

Extensive surgical resection with lymphadenectomy forms the basis of treatment for AC, and 
pancreaticoduodenectomy (PD) equals the current modality for operations against cancer, with 50% of 
cases believed to be possible at wider resection [9]. 

One of the main issues in the procedure is the nodes' high rate (not less than 30–40%) involvement, 
especially those located in the vicinity of the superior mesenteric artery and the pancreaticoduodenal 
area. This significantly indicates the pivotal role of proper and adequate lymphadenectomy for both 
lymph node dissection and the reckoning of at least 12. First-line therapy in AC is surgery followed by 
extended oncological resection of the head of the pancreas with lymphadenectomy taken systematically 
[9]. 

This operation involves the removal of the GB together with the transverse section of the CBD 
immediately cranially off the bifurcating cystic duct originating from the duodenum, the first jejunal loop 
after the ligament of the Treitz, and the pancreatic head. This is performed as an en bloc resection [9]. 
Regional lymph nodes of the hepatoduodenal ligament, superior margin of pancreaticoduodenal part, to 
the celiac trunk, and in the triangle between the portal vein and splenic/lienal artery and splenic/lienal 
vein make up the resectate [9]. It is not easy to differentiate between primary ampullary and other 
periampullary cancers by anatomic site by preoperative imaging. In the beginning, ampullary cancers are 
surgically treated, just like pancreatic cancers. They are usually eliminated using a Whipple procedure, 
which involves removing the duodenum and pancreas. 

The management of unresectable and metastatic disease is mainly chemotherapy comprising 
fluoropyrimidine, gemcitabine, and a platinum compound (usually cisplatin or oxaliplatin) [13]. Even if 
performing radical surgery is extremely challenging for early-stage AC, the recurrence rate is still about 
50%. On this basis, i.e., a class of cancer treatment techniques like chemotherapy, radiation therapy, or 
chemoradiation has been compared over time in certain studies. 

In addition, the histological subtype is considered when imparting an adjuvant and first-line treatment. 
Hence, ACs that are pancreaticobiliary-like are treated as pancreatic adenocarcinoma and occasionally 
biliary tract cancer [12]. The historical approach indicates a poor prognosis, even at the resectable stage, 
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and raises questions about possible further improvement in the metabolic course by chemotherapy 
administration, 5-FU, or gemcitabine [9]. 

The current evidence points out that subtypes of resectional parts affect the biological behavior and, 
thus, the patient's response. Accordingly, jaundice is a harbinger of the advanced stages of the disease 
and the accumulation of the disease in the tissues, interfering with their function [8]. Hence, it is very 
instrumental in avoiding and improving the effectiveness of this condition. 

Recurrence can be regionally adjacent to the excision site (involves the tumor bed, para-aortic 
lymphatics, or any distant site). Often enough, the lymph nodes perivisceral are involved. In these cases, 
the disease progression tends to remain localized in the region. The spreading of AC generally follows a 
halsteadian progression: it usually originates in the nodes, which undergo the first changes, and the liver 
becomes affected. Metastases proceed to other organs [14]. 

The general survival rate at 5 years is randomly indicated from one source to another, slightly from 32% 
to 67.7%. A favorable result or not is associated with the allocation of lymph nodes, the degradation of 
cellular elements, and the invasion of the pancreas into resectable patients [14]. From all those, AC 
offers a better prognosis in comparison to pancreatic and bile duct adenocarcinoma, because of their 
early presentation, the resection rate is high as compared to other periampullary carcinomas [8,13]. 
When it comes to surgical treatment (e.g., pancreatoduodenectomy), there is a uniform approach 
irrespective of whether it is ampullary adenocarcinoma or pancreatic cancer adenocarcinoma. However, 
the long-term outcomes among periampullary adenocarcinomas can be markedly different [13]. 
More than 80% of ampullary cancers, with also good 5-year survival, ranging from 30% to as high as 
50%, are being resected, which is far better than the rates of resection and survival seen in bile duct 
cancers and pancreatic cancer. Nevertheless, though pancreatic tumors are more resectable compared 
to ampullary adenocarcinomas, only a few patients with AC that have been resected live longer [13]. 
After curative resection, nodal status is one of the strongest predictors of survival: on the other hand, in 
one series performed, pancreaticoduodenectomy with the negative paternosc's zone showed a survival 
rate of 80% of patients after 5 years, whereas with positive nodes, only 25% of patients were alive for 5 
years [14]. 

Conclusion: 
AC presents as a rare but significant malignancy of periampullary cancers. Despite advancements in 
diagnostic modalities, including endoscopic and radiological techniques, definitive diagnosis often 
necessitates histopathological examination. Surgical resection, particularly pancreatoduodenectomy, 
remains the cornerstone of treatment, offering the best chance of cure. However, the high recurrence 
rate underscores the importance of multimodal therapeutic approaches. Prognosis varies based on 
histological subtype, nodal involvement, and resection margins. ACs generally have a better prognosis 
than pancreatic and bile duct adenocarcinomas. 
While challenges persist in managing AC, advancements in understanding its biology and refining 
therapeutic strategies offer hope for improved outcomes, underscoring the need for multidisciplinary 
approaches tailored to individual patients. 
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Abstract: 
Uveal melanomas are one of the most common primary malignancies of the eye [1]. Metastasis to solid 
organs has been documented, but very rarely has it been noted to occur in the stomach [2]. Symptoms 
can depend on the site of metastasis and can include, but are not limited to, nausea/vomiting, iron 
deficiency, malabsorption, obstruction, etc. We present a case of a patient with choroidal melanoma 
with associated development of esophageal, gastric, hepatic, and lung malignancies.  
 
Case: 
A 64-year-old male with a past medical history of intermittent palpitations, nicotine abuse, and 
choroidal melanoma of the left eye status post radiation (10/2022) presented due to sporadic episodes 
of dysphagia associated with occasional nausea and vomiting. 
 
The patient proceeded to undergo EGD, for which findings of esophageal inflammation were observed; 
biopsy noted marked atypia, and high pan-cytokeratin/Ki-6,7, which was concerning for squamous cell 
carcinoma (SCC). 
 
Repeat EGD showed dysplastic-looking epithelia between 34 cm - 37 cm from the incisors (Figure 1). 
Endoscopic mucosal resection was performed. PET-CT was unremarkable for any obvious areas of 
abnormal uptake or lymphadenopathy. The EMR scar site was observed upon follow-up EGD, as well as 
a pigmented gastric polyp (Figure 2). Chromoendoscopy of the esophagus was unremarkable, with scar 
tissue pathology biopsies noting benign esophageal squamous mucosa. Pathology of the polyp, 
however, was concerning for metastatic malignant melanoma.   
 
The tumor was positive for SOX10, Mart-1, HMB45, and BRAF (+ cytoplasmic staining) and negative for 
pan-cytokeratin and CD68 immunostains, which supported the diagnosis. 
 
Repeat CT showed interval development of liver and lung nodules concerning further metastasis. The 
patient is to follow up to discuss further management and goals of care.  
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Figure 1: EGD findings showing dysplastic-appearing 

epithelia 34 cm - 37 cm from the incisor. 

 

 
Figure 2: Pigmented gastric polyp. 

 
Discussion: 
Unlike cutaneous melanomas, known to metastasize to the GI tract, choroidal melanomas usually have a 
predilection for hematogenous spread to the liver [3]. Although there have been some cases detailing 
the possibility of esophageal carcinomas metastasizing to the eye in literature, no obvious reports have 
noted the opposite; this begs the question of whether the 2 cancers were somehow related or separate 
entities. Of the two, the latter is more likely, as melanoma and SCC have different histologies and, as far 
as we are aware, one type of cancer cannot turn into another. Of note, however, there have been cases 
reported of mixed-type tumors [4]. The patient was known to have a history of nicotine abuse, which is 
one of the most common risk factors for esophageal SCC [5].  
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As per the gastric polyp, very few cases in the literature have noted a primary choroidal melanoma 
metastasizing to the stomach. Pathology of the polyp did have markers that supported the evidence of 
choroidal melanoma metastasis. SOX10 is a transcription factor for which overexpression has been 
related to melanoma and prostate cancer [6]. Mart-1 is a normal transmembrane protein found in most 
melanocytes for which increased expression is associated with malignant melanoma [7]. Human 
Melanoma Black (HMB45) is a monoclonal antibody that reacts with gp100 proteins, which are 
expressed in immature and activated melanocytes [8]. BRAF belongs to the family of proto-oncogenes 
for which mutations can lead to unregulated cell signaling and growth [9].  
 
The mean survival time has been noted to be as little as 4-6 months when there is evidence of 
metastasis [10]. However, there have been documented long-term disease-free periods in some who 
underwent early surgical resection with appropriate chemotherapy [11]. Ultimately, the management is 
a combination of immunotherapy and palliative interventions.  
 
Conclusion: 
A high index of suspicion should be taken with patients with previously known melanomas due to their 
vague metastatic symptoms. Regular mucosal inspections should be conducted with appropriate 
immunohistochemical biopsies for any suspicious changes [12]. Goals of care and management 
discussions, for chemotherapy and palliation, should be had abruptly as the signs of metastasis render a 
very poor prognosis.  
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Introduction: 
Postprandial nausea and vomiting (N/V) following a gastric sleeve can be a common side effect after the 
procedure as the body adapts to the smaller size of the stomach. The management guidelines 
recommend having smaller but more frequent meals focused on protein, adequate and thorough 
chewing, and adequate fluid intake.  Risk factors can include the female sex as well as the amount of 
opioid medication used for postoperative pain. We present a case of an elderly man experiencing 
postprandial nausea and vomiting for years after his gastric sleeve procedure, found to have distorted 
anatomy upon EGD evaluation, requiring further endoscopic intervention.  
 
Case: 
A 72-year-old male with a past medical history of Gastroesophageal reflux disease (GERD), 
cholecystectomy, and gastric sleeve (~2015) presented with chronic persistent postprandial nausea and 
vomiting.  
 
CTA abdomen pelvis showed postsurgical changes of his gastric sleeve, moderate-sized hiatal hernia, 
normal-appearing duodenum / small bowel, and diverticulosis of the colon. 
The patient underwent esophagogastroduodenoscopy (EGD), which showed evidence of a Hill class IV 
hiatal hernia. In the proximal aspect of the gastric sleeve, just below the GE junction, an abnormal 
ridge/diaphragm was noted between the gastric fundus and sleeve body, causing food retention and 
secretions along the greater curve in the fundus (Figure 1). Gastric sleeve, and this ridge was dilated 
with a 20 mm balloon, with no improvement in his symptoms. Gastric emptying scan was normal; 
however, his symptoms of immediate nausea and vomiting after eating were quite convincing to point 
towards retention of food in the retained fundus, caused by this abnormal septum. After detailed 
discussions with the patient, gastric sleeve septotomy or “ S-POEM” was offered.  
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Figure 1: Abnormal prominent mucosal ridge noted just below the GE junction, suspected to cause the patient’s 

post-prandial nausea and vomiting.  
 
In this procedure, methylene blue was injected submucosally to delineate the details of the submucosa 
at the septum, followed by mucosotomy to expose the layers. Soft coagulation and endocut were 
combined to divide the muscle fibers horizontally (Figure 2). Once the ridge was opened up adequately, 
the mucosal defect was located and closed with a double-channel scope utilizing Apollo Prolene 2.0 
sutures (Figure 3). The patient was followed for recovery after two weeks and could eat solids and 
liquids without any symptoms of nausea and vomiting.  
 

 
Figure 2: Horizontal mucosotomy was performed using a combination of coagulation and endocut to separate 

mucosal layers.  
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Figure 3: Defect noted upon opening of the mucosal ridge. 

Discussion: 
Laparoscopic sleeve gastrectomies are procedures performed to treat obesity, typically for patients with 
a body mass index (BMI) over 40 or 35 with other comorbidities. In addition to weight loss, the 
procedure has been noted to improve other health disparities, such as hypertension, obstructive sleep 
apnea (OSA), diabetes mellitus type 2, etc.  
 
Postprandial N/V is a common side effect after the procedure due to the sudden decrease in gastric size 
and seems to be exacerbated by foods high in fiber, sugar, and fat. Rarely, however, these 
gastrointestinal symptoms can be secondary to postoperative anatomical changes. As with our case, an 
irregular mucosal ridge was noted to have developed post-surgery. This ridge was found right below the 
Gastroesophageal (GE) junction in the gastric cardia and was interfering with the passage of food 
contents into the stomach. This was verified by direct visual observation of food contents within the 
folds. Ingenuity had to be implemented as there are no specific guidelines for intervention for such 
anatomical defects. A dual-channel scope was utilized for further evaluation due to more endo-
therapeutic and suction capabilities. An endoscopic incision was made to divide the submucosa from the 
muscularis layers until the defect was visualized. After repair, endoscopic suturing techniques were 
utilized to close. Per review of the literature, similar approaches to this complication have not been 
documented.  
 
Conclusions: 
Nausea and vomiting can be common complications after sleeve gastrectomies, but are usually the 
result of patients needing to acclimate to a smaller stomach volume. This case reports a unique etiology 
of an abnormal mucosal ridge catching food/liquid as it passed through the stomach. A novel approach 
was taken involving an EGD with septoplasty (Sleeve-POEM) to divide the muscular ridge between the 
gastric fundus and gastric sleeve to fix the deformity. This caused rapid improvement in symptoms. 
Persistent abdominal symptoms after procedures should be investigated for further possibilities of 
structural defects as the etiology.  
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