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Would you refer him for an EGD? 
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Esophageal Adenocarcinoma is the  
Fastest Growing Cancer in the US 
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• A form of virtual Chromoendoscopy 

• NBI uses light of specific blue (440nm) and green (540nm) wavelengths  

• Obtains an extremely high contrast image of the tissue surface 

• Improves the visibility of capillaries, veins and other subtle tissue 

structures 



NBI for Barrett’s Esophagus 
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From: Upper Endoscopy for Gastroesophageal Reflux Disease: Best Practice Advice From the Clinical 

Guidelines Committee of the American College of Physicians 

Ann Intern Med. 2012;157(11):808-816 



Would you refer him for an EGD? 



“Doc, does that mean I am  
going to get cancer?” 
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Non-Dysplastic BE Progression to Cancer in Several 
Large 2010-2011 Studies Was .10% to .39% per Year



CLE/IM Progression to HGD/EAC 

(Bhat, J Natl Cancer Inst, 2011) 

• Population-based study (Northern Ireland 
Barrett’s Register or NIBR) from 1993 to 2005 

• 8522 IM pts were followed for a mean of 7 yrs 

• “Results from the NIBR demonstrate a constant 
risk of progression to cancer over time.” 

 

 

 

 

 

 

 

 

 

Progression Risk Increases in a Linear Fashion  



IM Progression to HGD/EAC 

(Wani, Clin Gastroenterol Hepatol, 2011) 

• Multi-center outcomes project 

• 1204 pts were followed for a mean 
of 5.5 yrs 

• 2.9% of IM pts developed cancer in 
10 yrs 

• 7.3% of IM pts developed HGD or 
cancer in 10 yrs 

IM Progression to Cancer 



Confirmed LGD Carries a Substantial 
Annual Cancer Progression Risk 



BADCAT Consensus Statement 

(Bennett, Gastroenterology, 2012) 

• An int’l, multidisciplinary, evidence-
based review of BE management 
strategies using 80% agreement as a 
threshold for all consensus statements 

• “Risk of progression from HGD to 
cancer is approximately 10% per year.” 

Progression Risk for HGD Patients 



Cancer Risk Summary 

1 Year 5 Year 10 Year 

Non-dysplastic  
Barrett’s 

0.3% 1.5% 3% 

Low Grade 
Dysplasia 
(confirmed) 

3% 15% 30% 

High Grade 
Dysplasia 

10% 50% 100% 





•C) High dose PPI to reverse Barrett’s Metaplasia 

•D) Anti-reflux surgery to reverse Barrett’s and prevent 
progression to cancer 



Seattle  

Protocol 



Sharma. Clin Gastroenterol Hepatol. 2006 May;4(5):566-72 
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Seattle  

Protocol 





The brush biopsy 

samples a much 

larger area 

Forceps biopsy 

has significant 

potential for 

sampling error  
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Multicenter Barrett’s screening program 

 

1266 patients underwent FB q1-2cm + BB  

 

Results: 

•Brush biopsy increased the detection of BE 

by 39.8% 

•NNT to obtain each additional positive 

finding of BE: 8.7 
 

Conclusions  

 

“Adjunctive computer-assisted analysis of an 

abrasive brush biopsy has the potential to 

substantially improve the detection of Barrett’s 

esophagus and dysplasia in screening 

populations.” 

 

 

Johanson, J.F. et al.  

Dig Dis Sci. 2011 Mar;56(3):767-72. 
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Multicenter Surveillance 

Program 

 

117 patients underwent FB + BB 

 

Results 
•Brush biopsy increased the detection of 

dysplasia by 42% (38  56) 

•NNT to detect one additional case of 

dysplasia: 9.4 

 

Conclusions  

“Computer-assisted brush biopsy is a useful 

adjunct to standard endoscopic surveillance 

regimens for the identification of dysplasia 

in Barrett’s esophagus.” 

 

 

Anandasabapathy, S. et al 

Dig Dis Sci. 2011 Mar;56(3):761-6.  
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DONT BIOPCE TRIAL 

• Multicenter International trial (5 centers) 

• Prospective, double blinded trial: WLE, NBI +/- pCLE 

• 101 patients - 874 esophageal locations 

RESULTS:  

More patients with HGD were found when pCLE was added 

With pCLE, Negative Predictive Value for HGD/EC was 94% 
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Therapy:  
Endoscopic Mucosal Ablation 
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AIM Dysplasia Trial  

(Shaheen, N Engl J Med, 2009) 

• A RCT of 127 HGD & LGD pts 

• 19 US medical centers 

• Pts were randomized to  treatment 
(RFA) & sham (surveillance) arms 

• A statistically significant difference 
was demonstrated at 1 yr for both 

• Disease eradication (P<0.001) 

• Disease progression (P<0.05) 







SURF Trial, Phoa, JAMA, 2014  

• European multicenter RCT of 136 

confirmed LGD pts  

• Pts randomized 1:1 to  treatment (RFA) and 

control (surveillance) arms 

• Complete eradication (CE) at 1 year: 

RFA: 88% CEIM, 93% CED 

Control: 0% CEIM, 28% CED (p<0.001) 

• After median 36 mos follow-up: 26.5% of 

controls progressed to HGD/EAC vs. 1.5% 

after RFA (p<0.001 

8.8% of controls progressed to EAC vs. 

1.5% after RFA (p<0.03 

• Study terminated secondary to superiority 

of RFA and patient safety concerns should 

the trial continue 

RFA Reduces Progression in Confirmed Low-Grade Dysplasia 

Phoa K, van Vilsteren FI, Weusten BM, et al. Radiofrequency Ablation vs Endoscopic Surveillance for Patients With 

Barrett Esophagus and Low-Grade Dysplasia: A Randomized Clinical Trial. JAMA 2014;311:1209-1217.  

Trial funded by Covidien, GI Solutions  



• Total cases: 104,268 

• Total MDRs: 242 
• Cumulative rate: 0.23% 

• death:  0.00% 

• stricture:  0.18% 

• perforation:  0.01% 

• mucosal injury:  0.01% 

• transient bleeding:  0.02% 

 

• Incidence rate is 1 MDR in 430 cases 
• 1 stricture in 557 cases 

• 1 perforation in 9479 cases 
• Screening colonoscopy, no polypectomy, 1 in 6,000 

• Colonoscopy with simple polypectomy, 1 in 1,500 



Fleischer et al.  Endoscopy 2010 





AGA Medical Position Statement GASTROENTEROLOGY 2011;140:1084 –1091 

• Value of Radiofrequency Ablation: “RFA can lead to 
reversion of the metaplastic mucosa to normal appearing 
squamous epithelium in a high proportion of subjects at any 
stage of BE.” 

 

• High Grade Dysplasia Management: “We recommend 
endoscopic eradication therapy with RFA, PDT, or EMR rather 
than surveillance for treatment of patients with confirmed 
HGD within BE.” 



AGA Medical Position Statement GASTROENTEROLOGY 2011;140:1084 –1091 

• LGD is Difficult to Differ from HGD: “Because dysplasia 
progresses to cancer in a manner that lacks definitive 
markers of progression, there are no well-defined cutoff 
points that separate LGD from HGD at this time.” 

 

• Low Grade Dysplasia Management: “Endoscopic 
eradication therapy with RFA should also be a therapeutic 
option for treatment of patients with confirmed LGD in BE.” 



AGA Medical Position Statement GASTROENTEROLOGY 2011;140:1084 –1091 

• “… we suggest that RFA, with or without EMR, should be a 
therapeutic option for select individuals with NDBE who are 
judged to be at increased risk for progression to HGD or cancer.” 

 

• “Specific criteria that identify this population have not been fully 
defined at this time.” 

 

 





Biomarkers are on the way 

Bird-Lieberman et al. GASTROENTEROLOGY 2012;143:927–935 



Biomarkers are on the way 

Bird-Lieberman et al. GASTROENTEROLOGY 2012;143:927–935 

Each marker independantly 
increased odds of progression 
to EAC four-fold 



BMJ. 2010 Sep 10;341:c4372 
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1 Year CA Progression 
Rate 

AGA Guidelines 
Recommendations  

Non-dysplastic  
Barrett’s 

0.3% 
Surveillance  

(or Ablation in select 
individuals) 

Low Grade 
Dysplasia 

(confirmed) 
3% Endoscopic Ablation 

High Grade 
Dysplasia 

10% Endoscopic Ablation 

Radiofrequency  Ablation appears to be a highly effective and durable ablation 

modality, long term data indicates recurrence may occur but at a low rate 
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