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Case #1: Management of 

Post-Operative CD 

 36 y.o female 

 Diagnosed with ileocolonic Crohn’s Disease 10 

years ago 

 On long term AZA 

 Smokes 10 cigarettes/day 

 6 months ago: 

○ Presents with obstructive symtpoms,. Evidence of 

fibrotic stricture on MRI and colonoscopy  

○ No response to 3 doses IFX, undergoes ileal 

resection and ileocecal reanastomosis 

○ Now being seen 1 month post discharge 

 

 



Case #1: Management of 

Post-Operative CD 
 

 Question 1:  
 Should you: 

A) Start Metronidazole 

B) Continue IFX at maintenance dose 

C) Continue AZA monotherapy 

D) Observe without therapy 

 

 Question 2:  
 You should monitor response to therapy based on: 

A) Symptoms Alone 

B) Endoscopy if symptoms develop 

C) Endoscopy at 6-12 months if no therapy used 

D) Endosopy at 6-12 months for all persons 

 
 

 
 

 



Rutgeerts’ Scoring System 

 

Image from Regueiro et al, Gastroenterology 2017;152:277–295 



 RCT of IFX 
5mg/kg q8w vs 
placebo, up to 104 
weeks f/u 

 

 Primary Outcome: 
 Clinical recurrence 

at w78 

 

 Secondary 
Outcome 
 Endoscopic 

Recurrence at or 
prior to w78 



 Post-Operative Crohn’s 
Endoscopic Recurrence Trial 

 (POCER) 

 

 Assessed role for standard 
colonoscopy at 6 months 
following resection to guide 
therapy 

 

 At 18 months, endosopic 
recurrence rate i2 or greater 
 49% active therapy 

 67% standard therapy 
○ P= 0.03 

 

 

 

 



 

High risk patient 

    - Diagnosed at age 30 

    - smoker 

    - ≥2 resections 



Case #1: Management of 

Post-Operative CD 
 

 Question 1: 
 Should you: 

A) Start Metronidazole 

B) Continue IFX at maintenance dose 

C) Continue AZA monotherapy 

D) Observe without therapy 

 

 Question 2: 
 You should monitor response to therapy based on: 

A) Symptoms Alone 

B) Endoscopy if symptoms develop 

C) Endoscopy at 6-12 months if no therapy used 

D) Endoscopy at 6-12 months for all persons 

 
 

 
 

 



Case #2: Ustekinumab in 

Crohn’s Disease 
 25 y.o male with ileocolonic Crohn’s disease x 18 months 

 

 Started IFX 5mg/kg + AZA 6 months ago 
 Initial response, but now once again symptomatic,  

 No response to 2 course 

 

 Recent MRI shows active inflammation in ascending 
colon, cecum, and terminal ileum, Hgb 105, CRP 25 

 

 Trough IFX level: 7.6, no response to increase in IFX to 
10mg/kg q6w 

 

 You have decided to institute Ustekinumab as a second 
line agent 

 

 



Case #2: Ustekinumab in 

Crohn’s Disease 
 Question 3: What will you tell this patient that 

the likelihood of clinical remission at 8 weeks 
following 1 dose of UST 
A) ~15% 

B) ~35% 

C) ~50% 

D) ~65% 

 

 Question 4: Assuming a clinical response at 
week 8, what is the likelihood of being in 
remission at the end of the year? 
A) ~20% 

B) ~30% 

C) ~40% 

D) ~50% 

 



Case #2: Ustekinumab in CD 

 Ustekinumab: 

 Monoclonal antibody to 

p40 subunit of IL-12 and 

IL-23 Leads to decrease in 

TH1 and TH-17 activity 

 

 

Image from Teng MW  et al, Nat Med. 2015 Jul;21(7):719-29 



 Reports results of 3 linked RCTs: 

 UNITI 1: Induction of Remission in CD in 

Anti-TNF Failures 

 UNITI 2: Induction of Remission in CD in 

Anti-TNF Naïve Patients 

 UNITI-IM: Maintenance Therapy for CD up 

to 44 weeks 



 UNITI 1 and 2: 
 Randomized to intravenous 

○ Placebo 

○ 130mg UST 

○ 260-520mg UST, dependent of weight 

 Assessed for clinical response at 8 weeks 

 

 UNITI IM 
 Responders at 8 weeks randomized to subcutaneous 

○ UST 90mg q8w 

○ UST 90mg q12w 

○ Placebo 

 

 Non-responders at 8 weeks given open label sc UST 



 

Image from Feagan B et al, N Engl J Med 2016;375:1946-60 



 

Image from Feagan B et al, N Engl J Med 2016;375:1946-60 



Case #2: Ustekinumab in CD 





Case #2: Ustekinumab in CD 

 Question 3: What will you tell this patient that the 
likelihood of clinical response at 8 weeks following 1 
dose of UST 
A) ~15% 

B) ~35% 

C) ~50% 

D) ~65% 

 

 Question 4: Assuming a clinical response at week 8, 
what is the likelihood of being in remission at the end 
of the year? 
A) ~20% 

B) ~30% 

C) ~40% 

D) ~50% 

 



Case #3: Dysplasia 

Surveillance in UC 
 41 y.o male with history of 

proctosigmoiditis to 20cm 

 Most recent colonoscopy 3 years ago 

 Mayo 2 inflammation in rectum and distal 
sigmoid  

 No histologic or endoscopic inflammation 
proximally 

 

 You have decided to perform 
endoscopic dysplasia surveillence 

 



Case #3: Dysplasia 

Surveillance in UC 
 Question 5: How would you survey for dysplasia in this 

patient? 

 
A) Standard endoscopy with targeted biopsies + random biopsies 

throughout colon 
 

B) Standard endoscopy with targeted biopsies + random biopsies 
from affected areas of the colon 
 

C) Standard endoscopy with only targeted biopsies of suspicious 
lesions 
 

D) Enhanced endoscopy (high definition or dye augmented), 
targeted biopsies + random biopsies throughout colon 
 

E) Enhanced endoscopy (high definition or dye augmented) + 
targeted biopsies, random biopsies from affected areas only 
 

F) Enhanced endoscopy (high definition or dye augmented), 
targeted biopsies + no random biopsies 

 

 

 

 

 

 



 RCT comparing 
 HD Colonoscopy with only targeted  biopsies of visible 

lesions 

 HD Colonoscopy with targeted and random biopsies (4 Bx 
q 10cm) 

 

 All patients with UC > 7 years 

 

 Assessed 
 Proportion with dysplasia 

 Proportion of biopsies with dysplasia 

 Relative proportions of dysplasia detected via targeted vs 
random biopsies 

 Procedure Time 

 



 Random 
biopsies: 
 13/2747 (0.5%) 

of inflamed or 
previous 
inflamed tissue 

 0/707 in non-
inflamed tissue 

 

 RR for discovery 
of dysplasia: 

  1.25 (0.68-2.31) 

 

 Avoiding random 
biopsies reduced 
procedure time 
by 50% 



 At time of SCENIC meeting in 2014 

 30% of panel felt unnecessary if WLE used 

 60% felt unnecessary if chromoendoscopy 

was used 
# of Studies/# 

of patients 

% with 

dysplasia on 

targeted 

biopsies 

% with 

dysplasia 

found only on 

random 

biopsies 

% of all 

patients with 

dysplasia 

detected only 

by random Bx 

Rate of +ve 

random 

biopsies per 

all biopsies 

taken 

Chromoendoscopy 7 / 1289 12.4% 1.2% 90.2% 0.1% 

HD WLE 4/ 382 15.4% 1.6% 90.6% 0.2% 

SD WLE 11 / 1785 11.8% 2.6% 80.4% 0.1% 



Case #3: Dysplasia 

Surveillance in UC 
 Question 5: How would you survey for dysplasia in this 

patient? 

 
A) Standard endoscopy with targeted biopsies + random biopsies 

throughout colon 
 

B) Standard endoscopy with targeted biopsies + random biopsies 
from affected areas of the colon 
 

C) Standard endoscopy with only targeted biopsies of suspicious 
lesions 
 

D) Enhanced endoscopy (high definition or dye augmented), 
targeted biopsies + random biopsies throughout colon 
 

E) Enhanced endoscopy (high definition or dye augmented) + 
targeted biopsies, random biopsies from affected areas only 
 

F) Enhanced endoscopy (high definition or dye augmented), 
targeted biopsies + no random biopsies 

 



Case #4: Use of Rifaxamin in 

IBS-D 
 29 y.o female 

 5 year history of IBS-D 

 Over last 3 months, has had increasing 

symptom burden 

 Was given rifaxamin at walk-in clinic 

○ Felt better for about a month 

○ Now back to usual symptoms 

 

 



Case #4: Use of Rifaxamin in 

IBS-D 
Question 6: Do you use Rifaxamin to treat symptoms of IBS-D? 

 
A) Yes 

 
B) No 

 
 

 
Question 7: What would be the anticipated improvement in short 
term response rate over placebo 

 
A) 5-10% 

 
B) 10-15% 

 
C) 15-20% 

 
D) >20% 

 
 



 Original RCT evaluating Rifaxamin 
 

 Adequate relief of IBS-D and IBS-A 
achieved in over 2 of next 4 weeks 
following treatment in: 

○ RIF: 41% 

○ Pla: 32% 

 

 Approx. 1/3 of responders lose response 
over the next 2 months 

 

 



 RCT of retreatment with RIF for persons who 
 Had response to open label RIF 

 Relapsed within 18 weeks 

 

 Randomized to 
 2 weeks placebo 

 2 weeks of RIF 550 tid 

 

 Outcome 
 % with adequate response of IBS 

○ >=2 out of 4 weeks following completion of therapy with 
both 
 30% reduction in abd. pain score from baseline 

 50% reduction in number of days with loose stools 

 



 

Primary endpoint Durable Response Prevention of 

Recurrence 



 Response rate over placebo: 6.6% 

 

 Overall numbers of recurrence prevention 

is low (13.2% after 2 courses of RIF) 



Case #4: Use of Rifaxamin in 

IBS-D 
Question 6: Do you use Rifaxamin to treat symptoms of IBS-D? 

 
A) Yes 

 
B) No 

 
 

 
Question 7: What would be the anticipated improvement in short 
term response rate over placebo 

 
A) 5-10% 

 
B) 10-15% 

 
C) 15-20% 

 
D) >20% 
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x 
Medical Expert (as Medical Experts, physicians integrate all of the CanMEDS Roles, applying 

medical knowledge, clinical skills, and professional values in their provision of high-quality and 

safe patient-centered care. Medical Expert is the central physician Role in the CanMEDS 

Framework and defines the physician’s clinical scope of practice.) 

Communicator (as Communicators, physicians form relationships with patients and their 

families that facilitate the gathering and sharing of essential information for effective health 

care.)  

Collaborator (as Collaborators, physicians work effectively with other health care professionals 

to provide safe, high-quality, patient-centred care.)  

Leader (as Leaders, physicians engage with others to contribute to a vision of a high-quality 

health care system and take responsibility for the delivery of excellent patient care through their 

activities as clinicians, administrators, scholars, or teachers.) 

Health Advocate (as Health Advocates, physicians contribute their expertise and influence as 

they work with communities or patient populations to improve health. They work with those they 

serve to determine and understand needs, speak on behalf of others when required, and 

support the mobilization of resources to effect change.) 

x 
Scholar (as Scholars, physicians demonstrate a lifelong commitment to excellence in practice 

through continuous learning and by teaching others, evaluating evidence, and  contributing to 

scholarship.)  

Professional (as Professionals, physicians are committed to the health and well-being of 

individual patients and society through ethical practice, high personal standards of  

behaviour, accountability to the profession and society, physician-led regulation, and 

maintenance of personal health.)  

CanMEDS Roles Covered 



Learning objectives: 

1. Become familiar with some of the impactful 
papers published in GHN in 2016. 

2. Decide whether these selected publications 
should have an impact on your clinical practice. 



Case #1 
30 yo F with new onset hematochezia 

Brother died of brain tumour (glioma) as a teenager 

What is the diagnosis:?  a) Lynch s. 

    b) Turcot’s s. 

    c) Biallelic mismatch repair 

    d) Neurofibromatosis 



Biallelic Mismatch Repair Gene 
Deficiency Syndrome (BMMRD) 

Biallelic mutations in the MMR genes:  

   PMS2, MSH6, MLH1, MSH2    

Novel cancer predisposition syndromesyndrome 

 

 

C Durno et al. Unifying diagnosis for adenomatous polyps, café-au-lait 
macules, and a brain mass? Gastroenterology 2013;145(5):e3-e4 



2015;372:2509-2520 



Progression-free survival in 
cohorts with colorectal cancer 





Eur J Cancer 2015;51:977-983 



Case #2 

51 yo Canadian arrives for screening colonoscopy 

 No family history of colon cancer 

 Refuses fecal immunochemical testing (too “icky”) 

Who should get the informed consent? 
a)Staff person performing the procedure 

b)Trainee performing the procedure 

c)Trained nurse practitioner  

d)Delegated administrative staff 

e)Any of the above 



Gut 2016;65:1585-1601 

Patients should receive information in their own language 
  and given an opportunity to ask questions 
Consent should be obtained by the person performing 
  the procedure (but not trainees) 
Written information about the procedure should be provided 
Consent should be obtained before entering the procedure  
 room 
plus 6 more key points . . .  



CJ Rees et al. Gut 2016;65:2045-2060 

Cecal intubation rate 

Adenoma detection rate 

Bowel preparation 

Rectal retroflexion 

Withdrawal times 

Sedation practices 

Numbers 

Polyp removal, retrieval, and histology 



Case #3 
33 yo F with refractory iron deficiency anemia 

No GI symptoms 

Family history of IBS 

PE: pallor 

 otherwise negative 

Laboratory: Hemoglobin 97 g/L; MCV 85 

 Albumin 33 g/L 

 anti-TTG 1 in 100 
 

 Next steps?: 

a) Gluten free diet 

b) Microbiome analysis 

c) HLA DQ2/DQ8 status 

d) EGD and biopsies 

e) other 



The Celiac Iceberg 

Symptomatic 

Celiac Disease 

Silent Celiac  

Disease 

Latent Celiac Disease 

 Genetic susceptibility: -  DQ2, DQ8 

                  Positive serology  

Manifest  

mucosal lesion 

Normal  

Mucosa 

What is a normal intestinal mucosa? 
M Marsh & K Rostami Gastroenterology 2016;151:744-788 



“bulb biopsies finally reaffirmed in celiac disease diagnosis” 



Case #4 
44 yo M from Lebanon with dyspepsia and anxiety  
Family history: + gastric cancer  
PEx: negative 
Laboratory: positive H. pylori serology, 
 positive UBT, positive silver stain: 
Prior courses of treatment:, PPI alone, PMC, PAC,  and 
PAC  plus probiotics 

Referred to you for treatment: 
A) Sequential therapy 

B) Quadruple therapy 

C) Triple therapy with tetracycline 

D) Monitor clinical course off treatment 







Case #5: Surveillance of 

Sessile Serrated Adenoma 
 55 y.o male undergoing 

colonoscopic CRC 

screening, otherwise 

asymptomatic 

 

 Found to have a 6mm 

sessile adenoma in the 

base of the cecum 

 Histology consistent with a 

sessile serrated adenoma 

Image from Short et al, Am Fam Physician. 2015 Jan 15;91(2):93-100 



Case #5: Surveillance of 

Sessile Serrated Adenoma 
 Question 8: When would you perform the next surveillance 

colonoscopy? 
 
A) 1-2 years 

 
B) ~ 3 years 

 
C) ~ 5 years 

 
D) ~ 10 years 

 

 Question 9: What is the risk of finding a metachronous high-risk 
lesion in the next 5 years 

 
A) 5-10% 

 
B) 10-15% 

 
C) 15-20% 

 
D) >20% 

 



Case #5: Surveillance of 

Sessile Serrated Adenoma 
 According to USM 



 Reviewed 2260 colonoscopies found to 
have SSAs and/or traditional adenomas 
 788 with subsequent surveillance colonoscopy 

(mean interval: ~ 4 years) 

 

 Assessed rates of subsquent advanced 
adenoma and SSPs 
 SSAs alone 

 Low-risk TA alone 

 High risk TAs alone 

 SSAs in combination with TAs 



 “low risk” SSP alone 
 Significantly higher rate of metachronous advanced 

adenoma than for non-SSP low-risk adenoma (p=0.019) 

 Similar risk to  
○ non-SSA high-risk adenomas 

○ Low-risk traditional adenomas with low risk SSAs 

Rate of Subsequent 

Advanced Adenoma 

Rate of Subsequent 

SSA 

LRA + SSP 12/66 (18.2%) 22/66 (33/3%) 

LRA, No SSP 29/370 (7.8%) 16/370 (4.3%) 

Low risk SSP alone 10/56 (17.9%) n/a 

HRA no SSP 40/252 (15.9%) 15/252 (6.0%) 



Case #5: Surveillance of 

Sessile Serrated Adenoma 
 Question 8: When would you perform the next surveillance 

colonoscopy? 
 
A) 1-2 years 

 
B) ~ 3 years 

 
C) ~ 5 years 

 
D) ~ 10 years 

 

 Question 9: What is the risk of finding a metachronous high-risk 
lesion in the next 5 years 

 
A) 5-10% 

 
B) 10-15% 

 
C) 15-20% 

 
D) >20% 

 



Case #6: Prevention of Post-

ERCP Pancreatitis 
 63 y.o female presented with elevated 

bilirubin, severe RUQ pain 

 Abdominal u/s shows 
 CBD dilated to 1.7cm 

 Cholelithiasis 

 

 Otherwise healthy, no prior history of GI or 
biliary disease 

 

 An ERCP is booked 



Case #6: Prevention of Post-

ERCP Pancreatitis 
 Which is the following would you 

recommend? 
 
A) Rectal indomethacin following ERCP if high-

risk patient-related or procedural risk factors 
 

B) Rectal indomethacin prior to ERCP if patient-
related risk factors, PLUS following ERCP if 
procedure related risk factors 
 

C) Rectal indomethacin prior to ERCP in all 
persons, regardless of risk factors  

 

 



Case #6: Prevention of Post-

ERCP Pancreatitis 
 Post ERCP pancreatitis occurs following  5-10% of 

ERCPs 

 

 Risk Factors include 
 Patient related 

○ History of ERCP pancreatitis 

○ Multiple episodes of pancreatitis 

○ Young females 

 

 Procedural related 
○ Multiple injection of pancreatic ducts 

○ Acinarization 

○ Pancreatic sphincterotomy 

○ Precut sphincterotomy 

 

 



 Post-procedural rectal indomethacin in 

high risk patients 

 

 Significant reduction in rates of: 

 Any post ERCP pancreatitis (9.2% vs 

16.9%, p=0.005 

 Severe post-ERCP pancreatitis (4.4% vs. 

8.8%, p=0.03) 

 

 



Case #6: Prevention of Post-

ERCP Pancreatitis 
 Benefits of universal pre-procedural 

NSAIDs 

 Don’t always know who will have procedural risk 

factors before hand 

 May have benefits in low-risk patients as well 

 

 Drawbacks 

 Increased costs 

 Risks of gastrointestinal bleeding, renal failure 



 Physician blinded RCT comparing 
 Universal pre-procedure rectal indomethacin 

 Selected post-procedure rectal indomethacin in 
high risk patients 
○ 2600 subjects 

○ No prior Hx of ERCP pancreatitis 

○ ~80% performed for evaluation of CBD stones 

 

 Evaluated rates of post-ERCP pancreatitis 
and complications 



 



Case #6: Prevention of Post-

ERCP Pancreatitis 

 Which is the following would you 
recommend? 
 
A) Rectal indomethacin following ERCP if high-

risk patient-related or procedural risk factors 
 

B) Rectal indomethacin prior to ERCP if patient-
related risk factors, PLUS following ERCP if 
procedure related risk factors 
 

C) Rectal indomethacin prior to ERCP in all 
persons, regardless of risk factors  

 

 



Case #7: Management of 

LGD in Barrett’s Esophagus 
 72 y.o male with HTN, DM2, History of GERD 

 

 5 years ago, EGD showed nondysplastic BE, 3cm 
circumferential, 5cm maximal length. On chronic PPI 

 

 f/u EGD this year 
 No visible lesions 

 4 quadrant biopsies every 2cm 

 

 Histology reveals 
 1 biopsy with LGD, confirmed with second expert 

pathologist 



Case #7: Management of 

LGD in Barrett’s Esophagus 
 Question 11: If a confirmation endoscopy with 4 quadrant 

biopsies is performed , what is the likelihood of not finding LGD 
again 
 
A) ~10% 

 
B) ~25% 

 
C) ~ 35% 

 
D) ~ 50% 

 

 Question 12: If LGD is found again on a repeat EGD, what is 
the estimated annual rate of pregression to HGD or EAC 

 
A) 1% per year 

 
B) 3% per year 

 
C) 5% per year 

 
D) 8% per year 

 



 Review of 1579 cases in a Dutch 

databse demonstrating LGD 

 Confirmed with second pathologist in 161 

cases 

 

 



 



 



Case #7: Management of 

LGD in Barrett’s Esophagus 
 Question 11: If a confirmation endoscopy with 4 quadrant biopsies is 

performed , what is the likelihood of not finding LGD again 
 
A) ~10% 

 
B) ~25% 

 
C) ~ 35% 

 
D) ~ 50% 

 

 Question 12: If LGD is found again on a repeat EGD, what is the 
estimated annual rate of pregression to HGD or EAC 

 
A) 1% per year 

 
B) 3% per year 

 
C) 5% per year 

 
D) 8% per year 

 



Case #8: Low FODMAP diets 

for IBS 
 22 y.o female, new consultation for IBS-

D 

 Diagnosed by Fam MD 

 Has tried increasing fibre intake and 

curtailing caffeine with inconsistent effects 

 

 Has heard through friends about low 

FODMAP diet 



Case #8: Low FODMAP diets 

for IBS 
 Question 13: 

 Which of the following statement about the use 
of a low FODMAP diet is not supported by RCT 
evidence 

 
A) A diet low in FODMAPs is superior to 

conventional dietary advice in leading to 
overall reduction in IBD symptoms 
 

B) A low FODMAP diet decreased abdominal 
pain more than conventional dietary advice  
 

C) A low FODMAP diet decreased bloating more 
than conventional dietary advice 



 92 people in RCT 
 50 randomized to low FODMAP diet 

 42 to standard IBS diet, modified as not to 
advice reduction in FODMAPs 

 4 week trial 

 

 Primary endpoint 
 Subjective Adequate Relief of IBS symptoms in 

final 2 weeks os study 

 Also looked at individual rating scores for 
bloating, abdominal pain, consistency 



 



 



 RCT comparing 

 Low FODMAP diet (n=38) vs non-modified 

IBS diet 

 4 week trial 

 

 Main outcome 

 Reduction in IBS Symptom Score by 50 

points 

 

 



 FODMAP 

intake among 

responder to 

the low 

FODMAP diet 

was 40% 

lower than in 

non-

responders 



Case #8: Low FODMAP diets 

for IBS 
 Question 13: 

 Which of the following statement about the use 
of a low FODMAP diet is not supported by RCT 
evidence 

 
A) A diet low in FODMAPs is superior to 

conventional dietary advice in leading to 
overall reduction in IBD symptoms 
 

B) A low FODMAP diet decreased abdominal 
pain more than conventional dietary advice  
 

C) A low FODMAP diet decreased bloating more 
than conventional dietary advice 



Should PPI be the  initial Rx? 
A) yes 
B) no – fluticasone swallowed 
C) no – oral corticosteroids 
D) no – elemental diet 

• 46 yo M with third visit to the ED for food 
impaction; self resolved twice before 

• Family history of esophageal dilations 

• Endoscopic disimpaction reveals white plaques, 
linear furrowing, feline esophagus 

 

Case #5 



PPIs decrease large numbers of eosinophils 

• 51 subjects (>40 eos) treated with high dose 
PPI for 8 weeks and endoscopy performed 

• 69% experienced clinico-pathological response 

• Less likely if food impaction or eosinophil > 70 
eos/HFP 

E Gomez-Torrijos et al. APT 2016;43:745-6 



PPIs have other mechanisms of action 

 

• Abolish acid production 

 

• Decrease eosinophil chemo-attractants and 
resolve esophageal eosinophilia 

• Ishimura et al AJG 2016 

• Cheng et al PLoS One 2015 

 

• Treat Eosinophilic Esophagitis? 

 



• Yes….. 

– To fulfill diagnostic criteria and rule out GERD/PPIREE 

– It may be a treatment for esophageal eosinophilia 

Should he receive PPI as treatment?  

Mar 22, 2016 ... ”Proton-pump inhibitor-responsive  
esophageal eosinophilia: an entity challenging current  
diagnostic criteria for eosinophilic esophagitis” 

J Molina-Infante et al. Gut 2016; Sept.13:doi:10.1136 
C Guitierrez-Junquera et al. JPGN 2016;62:704-710 



Gut 2016;65:390-399 



Management of Eosinophilic Esophagitis in 2017 

Suspected EoE 

PPI x 8 wks, EGD with biopsy 

Maintenance Therapy 

Symptom relief and 
normal histology 

“PPI Responsive Esophageal 
Eosinophilia”  

(“EoE” vs GERD vs. ?) 

Symptom resolution 

Normal histology 

Eosinophilic Esophagitis 

> 15 Eos/hpf 

Topical steroid 
Dietary therapy 

Change EoE treatments  

 

Other causes 

Persistent symptoms 
and normal histology Adherence 

Change diet 

Increase topical dose 

Change topical steroid 

Systemic steroid 

Dilation 

Persistent Symptoms 

 (and abnormal histology) 



Case #6: Global health in Canada 

Parents don’t have alternative care plans. How can one reduce the risk 

of acute enteric infections? 

a) Hand washing 

b) Smectite 

c) Oral antibiotics 

d) Prebiotics 

e) Rotavirus vaccination 

 

Parents of three healthy pre-schoolers who attend daycare both develop 
3 days of non-bloody watery diarrhea a/w fever, but no vomiting. You 
advise ORT, but parents ask about alternatives . . . 
a) Ondansetron 
b) Probiotics  
c) Racecadotril 
d) Lactose restriction 
e) Loperamide 
 



REHYDRATION 

ORS 

Mild 

Families should be 
encouraged to have a supply 
of oral rehydration solution 

(ORS) at home  

Moderate 



A Lo Vecchio et al. JPGN 2016;63:226-235 

Level of evidence supporting recommendations 



Emerging therapies for acute diarrhea 

Racecadotril (acetorphan): 
• Thiorphan is the active metabolite 

• Encephalinase inhibitor 

• Acts as an anti-secretory agent 

• Licensed in many countries, but not USA 

• 3 RCT’s of 1.5 mg/kg po tid 

 642 subjects, 540 >1 mo & <6 yr age 

 diarrhea  -53.5 hr (95% CI: -65.6, -41.3) 

 
M Gordon & A Akobeng. Arch Dis Childh 2016;101:234-240 

M Piescik-Lech et al. APT 2013;37:289-303 



Other novel therapies for acute diarrhea 
 Serotonin-3 receptor antagonists (in IBS-D) 
 ramosetron                  S Fukudo et al. Gastroenterology 2016;150:358-66 

Na+/HCO3- co-transporter target (in enteroids) 

  
 

 
 

Smectite (diosmectite): absorbent clay 

Relative effectiveness analysis of ORT adjuncts  

Systematic review and network meta-analysis underway . . .  

ID Florez et al. Systematic Reviews 2016;5:14 

J Foulke-Abel et al.  
Gastroenteroogyl 2016;150:638-49 



RCT of hand-washing with soap and 
chlorine treatment of water 

Dhaka, Bangladesh 

47% reduction in Vibrio cholerae infections! 
C George et al. Emerg Infect Dis 2016;22:233-241 

Rotavirus vaccine impacts health:  

USA: JE Cortes et al. NEJM 2011;365:1108-117 
Global: LM Lamberti et al. Pediatr Infect Dis J, 2016;35:992-998 



Case #7 
35 yo F with jaundice and pruritus 
PEx: hepatomegaly 
• no stigmata of chronic liver disease 
Laboratory: 
• increased LET’s 
• elevated conjugated bilirubin 
• normal LFT’s 
No response to empiric trial of UDCA 

Next steps?: 
A) IgG4 level 
B) Colonoscopy 
C) MRCP 
D) Liver biopsy 
Any new therapies to consider . . .  



Phase 3, 12-month RCT 
Farsenoid X receptor agonist 
US 70,000. per year 

2016;375:631-643 
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Case #8 
35 yo M with sleep apnea 
PEx: hypertensive  
    BMI 45 
Laboratory: 
 elevated AST, ALT 
 normal bilirubin 
 normal LFT’s 
 raised TG and cholesterol 
 hepatomegaly on AUS 
 elastography normal 
 MRE normal 
 
  

What therapies should one offer?: 
 A) Non-pharmacological 
 B) Surgical intervention 
 C) Antioxidant cocktail 
 D) GLP-1 analogue 



Multiple hit  
hypothesis 



GLP (glucagon-like peptide)-1 

Reviewed in: Y Rotman & A Sanyal. Gut 2017;66:180-190 
 

• Glucose-induced GLP-1 secretion is diminished in adults 
with NAFLD 

• Liraglutide is a long acting GLP-1 analogue licensed for the 
treatment of type 2 diabetes 



• Phase 2, double-blinded, RCT 

– 4 medical centers in UK 

• Overweight patients with NASH 

• SQ liraglutide (1.8 mg daily) x 48 weeks 

– vs. placebo; n=26 in each group 

• Primary outcome: resolution of definite NASH without 
fibrosis progression 

 

Lancet 2016;387:679-690  



Weight: 

AST: 

:HbA1c 

:GGTP 

Lancet 2016:387:679-690 



Case #9: Prevention of Recurrent 

ASA-Related UGI Bleeding 

 77 y.o male with past Hx of MI, HTN, on 
ASA 81mg/d 

 Presented 8 weeks ago with UGIB, 
endoscopy revealed multiple gastric 
erosions 

 HP –ve on biopsy and serology 

 Treated with PPI for past 8 weeks 

 Today, expressed concern about recent 
news linking PPI use to dementia 

 



 Question 14: 

 Would you consider using an H2RA to prevent 

recurrent upper gastrointestinal bleeding 

 

A) Insist on PPI Therapy 

 

B) Consider Use of H2RAs if PPIs will not be 

used 

 

C) Discontinue ASA therapy, as risk of recurrent 

bleeding is too great if PPIs not used 

 

Case #9: Prevention of Recurrent 

ASA-Related UGI Bleeding 



Case #9: Prevention of Recurrent 

ASA-Related UGI Bleeding 
 ACCF/AHA/ACG 2008 consensus recommends PPIs as 

gastroprotection for persons using ASA at high risk of UGIB 
 History of PUD/UGIB 

 Age > 65 

 Use of multiple anti-platelets/anticoagulants 

 Severe medical comorbidity 

 Systemic corticosteroid use 

 

 Increased concerns about PPIs and serious medical 
complications 
 CDAD 

 Hip fracture 

 Dementia 

 CVA 

 Pneumonia 

 

 No proven direct causal relationship, but clinicians and patients 
are jittery 



 Compared ESO 20 bid to Famotidine 

20mg bid, n=130 

 

 Trend towards lower rates of UGIB with 

PPI vs H2RA 

 0% vs. 7.5% 

○ P=0.058 



 RCT of 270 people randomized with endoscopically 
confirmed PUD bleeding 
 On ASA <-325mg/d 

 HP –ve 

 Randomized to  
 Rabeprazole 20mg/d 

 Famotidine 40mg/d 

 

 Followed every 2 months for symptoms up to 12 months 

 

 Endoscopy repeated for UGI symptoms or evidence of 
recurrent UGIB 

 



 

Rate of recurrent UGIB 

   PPI: 0.7% (0.1- 5.1%) 

H2RA: 3.1% (1.2 – 8.1%) 



 Question 14: 

 Would you consider using an H2RA to prevent 

recurrent upper gastrointestinal bleeding 

 

A) Insist on PPI Therapy 

 

B) Consider Use of H2RAs if PPIs will not be 

used 

 

C) Discontinue ASA therapy, as risk of recurrent 

bleeding is too great if PPIs not used 

 

Case #9: Prevention of Recurrent 

ASA-Related UGI Bleeding 



Case #10: Management of 

Achalasia  
 67 y.o male with 5 year history of 

progressive dysphagia 

 First to solids, now to all foods 

 

 Diagnosed with Type 1 Achalsia on the 

basis of esophageal manometry 

 

 Wants definitive therapy 



Case #10: Management of 

Achalasia  
 Question 15: 

 According to a recent RCT, which is the 

preferred strategy for definitive management 

of achalasia? 

 

A) Laparoscopic Heller Myotomy (LHM) 

B) Pneumatic Dialation (PD) 

C) No difference between LHM and PD 

  

 



 RCT comparing PD and LHM 
 105 in LHM, 98 to PD 

 

 In PD arm,  
 Allowed to have 2 redilations in first 24 months, 

one additional in 60 months 

 2 analysis 

○ Redilations allowed 

○ Redilations considered as treatment failure 



 



 In subgroup analysis 

 Type 1: LHM 75%, PD 69% 

 Type 2: LHM 88%, PD 96% (p=0.03) 

 Type 3: LHM 86%, PD 44%  (p=0.10) 

 

 Younger age, chest pain and 

esophageal dilation > 4cm associated 

with treatment failure   



Case #10: Management of 

Achalasia  
 Question 15:  According to a recent 

RCT, which is the preferred strategy for 

definitive management of achalasia? 
 

A) Laparoscopic Heller Myotomy (LHM) 

B) Pneumatic Dialation (PD) 

C) No difference between LHM and PD 

  

 



Weight: 

AST: 

:HbA1c 

:GGTP 

Lancet 2016:387:679-690 



Case #9 
25-year-old F with 3 year history of IBS-diarrhea 
predominant (Rome IV) that began after an acute 
episode of bloody diarrhea affecting the entire 
family. 
 

 
What intervention has a NNT of just 7? 
a) Cognitive behavioral therapy 
b) Probiotics 
c) Low Fermentable Oligosaccharides, Disaccharides, 

Monosaccharides and Polyols (FODMAPs) diet 
d) Tricyclic antidepressants 
e) SSRIs 
 





Microbiome-gut-brain communication 

Nature 2016;533:S104-S106 
 

Reviewed in: KC Bauer et al. Cell Microbiol 2016;18:632-644 



How does one increase diversity? 

     B Olle. Nat Biotechnol 2013;31:309-315 

“Precision microbiome reconstitution” 
 C Buffie et al. Nature 2015;517:205-208 



Z. Weizman et al. J Pediatr 2016;174:160-164 
S Guandalini et al. JPGN 2010;51:24-30 (VSL#3) 
A Gawronska et al. APT 2007;25:177-184 (LGG) 

Probiotics reduce symptoms of 
 functional abdominal pain in childhood 



AC Ford et al. Am J Gastroenterol 2014;109:1547-1561 

NNT = 7 

Probiotics vs. placebo in adults with IBS 



CME Approval Provided by the Can Assoc Gastroenterol 



Case #10 
90 yo F in nursing home with repeated bouts of diarrhea,  
  incontinence, quality of life: nil 
PEx: withdrawn, sarcopenic, BMI 15 
Laboratory: 
Hypokalemia 
hypocalcemia, but free ionized Ca normal 
low alkaline phosphatase, and low zinc 
C. difficile toxin + on 5 separate tests 
 

What therapies could be considered?: 
a) Antibiotics (combination, repeated, newish) 
b) Monoclonal antibodies 
c) Probiotics 
d) Zinc 
e) FMT (what if she has a history of IBD?) 

http://www.gettyimages.ca/detail/photo/ 
clostridium-difficile-bacteria-coloured 
 

http://www.gettyimages.ca/detail/photo/


2016;165:609-616 





Meta-analysis of RCTs of FMT in UC: 
remission rates 

• 3 RCTs, 204 patients 

• NNT =  6 (95% CI = 4 to 14)  

• RR = 0.81 (95% CI = 0.71-0.92), p=0.001 

• I2 = 0% 

• GRADE = moderate quality evidence 

Slide courtesy of P. Moayyedi, CCC Future Directions in IBD 
Toronto, November, 2016 
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Case #11 
17.5 yo M with autism spectrum disorder, and 
• generalized irritability (possible pain) 
• chronic constipation 
• abdominal bloating 
PEx: BMI 35 
• developmental delay 
Laboratory: 
• elevated acute phase reactants 
• normal fecal calprotectin 
• colonic impaction on AXR 
• peptic esophagitis on 3 upper endoscopies 
• nodular lymphoid hyperplasia at ileoscopy 

How (well) are you going to handle  
taking over his long-term care? 



Risks in Transitions in Care 

Information 
Accuracy 

Information 
Sharing 

Information 
Continuity 

Discontinuous 

Poor Coordination 

   Poor Quality 

Compromised Patient 
Safety 

Unfavourable Experiences 

Slide courtesy of: Dr. Brian Rowe, Univ. Alberta 



JPGN 2016;63:488-493 



Bridging the cultures of 

pediatric and adult medicine: 

Pediatric Health Care providers: 

• may be reluctant to transfer care 

• may communicate anxiety to parents/families 

• used to allied health support resources 

• don’t always transfer requisite information 

 

Internal Medicine Health Care practitioners: 

• may want to reassess (“baseline”) 
• may want to change management 

• change timing of interval follow-ups 

• more limited access to allied health care 

• parental involvement adds another dimension 





 Rapid-fire 2016 papers for CDDW-2017 
     ANSWERS to Questions 
Colon cancer  BMMRD syndrome      Slide# 5: C 
Endoscopy   consent, performance indicators    #11: A, C 
Celiac     cap biopsy          #14: D 
H. pylori     cancer prevention       #17: B, C 
Eosin. esophagitis  front line therapies      #20: A 
Acute diarrhea   beyond ORT         #26: A, E 
PBC     obeticholic acid         #32: D 
NASH     liraglutide           #35: A, ?D 
IBS     FODMAPs or probiotics      #40: A, B 
Dysbiosis    fecal microbial transplantation       #47: all 
Life trajectory  transitions in care             #52: n/a 
 


