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Type of Hiatal hernia
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A-ring = muscular ring
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Short Segment Hiatal Hernia(SSHH)




Type of Hiatal hernia

2 B & (para-esophageal hernia)
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Type of Hiatal hernia

Type 3 : Type 1 + Type 2 (mixed)
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Barrett's esophagus
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Length of Barrett esophagus (Prague method)
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2015 Australian Guideline
for diagnosis and management of Barrett's esophagus and
early esophageal adenocarcinoma
e Barrett's esophagus (BE), a common condition, is the only
known precursor to esophageal adenocarcinoma (EAC).
There is uncertainty about the best way to manage BE, since
most people with BE never develop EAC and most patients

diagnosed with EAC have no preceding diagnosis of BE.



 For the Australian guidelines however, the presence of
Intestinal metaplasia with morphologically typical goblet cells
was considered necessary for the diagnosis of BE.

* Biopsies from the tubular esophagus containing columnar
mucosa without intestinal metaplasia should be given a
descriptive diagnosis (e.g. columnar mucosa without intestinal
metaplasia), but it is currently recommended that these are
not diagnosed as BE until the biological significance of this
entity is clarified.



« Random four-quadrant biopsies at 2cm intervals are the
mainstay for tissue sampling. (Recommendation grade B)

« Symptomatic patients with BE should be treated with Proton
Pump Inhibitor therapy (PPI), with the dose titrated to control
symptoms. (Grade Q)

* There is insufficient evidence to recommend the use of acid
suppressive therapy for the regression of BE (Grade B).



The effect of PPIs on Barrett's esophagus

« However, in meta-analysis of seven observational studies with 2813 patients
with BO, PPI use was associated with a 71% reduction in risk of OAC and/or
BO with high-grade dysplasia in patients with BO (adjusted OR 0.29; 95% CI 0.12

to 0.79) OAC. Gut 2014;63:1185-1193

« In Barrett's esophagus, acid reflux can lead to increased cell proliferation,
decreased apoptosis, production of reactive oxygen species, DNA damage, and
esophageal production of proinflammatory and proproliferative cytokines.

« The indirect evidence supporting a cancer-protective role for PPIs is strong
enough to warrant PPI treatment of virtually all patients with Barrett’s
esophagus after they have been informed of the potential risks of long-term PPI
therapy.

_ Gastroenterol Clin N Am 44 (2015) 415-424 _



* Long term outcome studies do not yet support ablation in
patients without dysplasia. (Grade B) Ablation of BE should
remain limited to individuals with HGD in BE who are at

iImminent risk of developing esophageal adenocarcinoma.
(Grade B)

» Patients with Barrett's Esophagus length equal to or greater
than 3cm may have intensive surveillance, possibly every two
to three years following the Seattle protocol. (Grade D)



2016 ACG clinical guideline :
Diagnosis and Management of Barrett's Esophagus

« Endoscopic biopsy should not be performed in the presence
of a normal Z line or a Z line with < 1 cm of variability
(strong recommendation, low level of evidence).

« patients with nondysplastic BE should undergo endoscopic
surveillance no more frequently than every 3-5 years.

» Patients with BE should receive once-daily PPI therapy.



Surveillance biopsy
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In practice
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