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Anatomy and histology:
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Diseases
that affect
the
esophagus
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1. Obstruction; mechanical or
functional.

2. Vascular diseases: varices.

3. Inflammation: esophagitis.

4. Tumors.




1-Mechanical Obstruction
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Atresia
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» Thin, non-canalized cord replaces a sesment of :
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» |+- fistula |(upper or lower esophageal/fouches to a
bronchus or trachea).
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Normal Anatomy Atresia with distal Fistula
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D@@@‘ Clinical presentation:
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P Esophageal
stenosis
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Acquired>>>Congenital.

» Fibrous thickening of the submucosa & Jige
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Clinical presentation

» Progressive dysphagia. Agjy i, 2y

» Difficulty eating solids that progresses to problems with

liquids. R } . o,
WJ‘&J J)ﬂ)&?ggq’:‘ 9‘@1_}6&}25’_/.)&:\\» op2 He) Jot

?‘\QAM oM
& Jenesis 87 "% :
C@bi DS‘S) . '_()Q;b
~ . D\ 2 %l'cnﬂ?;S = K..S‘_"_"P"‘
5 &8 W/ |
By osis + )

progressive Jusphagio « w3
® %““ds @ a$“fd§

rdj




2=FunctionaltObstruction 2% iaiie it g
Wv Ll \ "~

orwtd:” You doi see swwmekhing thalk idrecPeres with Possaqe SNoup 2
of food Yok Hhere is an abnormaliby W e iwnervakion® (@ﬁ‘& é“.‘“ — )

Efficient delivery of food and fluids
to the stomach requires coordinated
waves of peristaltic contractions.

J Esophageal dysmotility:
discoordinated peristalsis or spasm
of the muscularis.

Achalasia: the most important
cause.
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Esophagus

Lower esophageal
sphincter (LES)

Normal

Esophagus
dilates

Lower es%hageal
sphincter doesn't
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Source: Longo DL, Fauci AS, Kasper DL, Hauser SL, Jameson JL, Loscalzo J: Harrison’s
Principles of Internal Medicine, 18th Edition: www.accessmedicine.com

Copyright © The McGraw-Hill Companies, Inc. All rights reserved.




Primary achalasia

Degeneration of
distal esophageal
inhibitory
neurons.
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(Secondary achalasia

Zﬂﬁ Common

» Loss of neural innervation due to damage C»J
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» Esophagus. ‘

» Vagus nerve = L{l&%-m

» Dorsal motor nucleus of vagus "\JS }\
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» Chagas disease (Trypanosoma cruzi) Czskid)
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Clinical presentation

» Difficulty in swallowing @})‘QZ‘@‘P

» Regurgitation \.o\gb)/,g@\
» Sometimes chest pain.
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3-Vascular diseases:
Esophageal |Varices oA 2
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» (ortuous dilated veins)within the submucosa of the

distal esophagus and proximal stomach.
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Pathogenesis:
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» Portal circulation: blood from GIT>>portal
vein>>liver (detoxification)>>inferior vena

cava.twoyl hepatic vein 2N 0 g ol
» Diseases that impede portal blood flow >>
portal hypertension >>esophageal varices)
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» | Distal esophagus : site of Porto-systemicj
anastomosis. /
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» Portal hypertension>>collateral channels in
distal esophagus>>shunt of blood from portal
to systemic circulation>>dilated collaterals in
distal esophagus>>varices
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Portal system

Usual circulation Portal circulation

https://www .slideshare.net/rongon28us/hepatic-portal-vein-and-portocaval-anatomosis
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» Cirrhosis is most common -2 & sy &xs o
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Clinical Features
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Esophageal Lacerations
LA B8 Jé

»

Mallotw Weiss 2}l r‘“o\"(”’éf

L



Mallory- Weiss
tear is a tear in
the mucosal layer
at the junction
of the esophagus
and stomach




Chemical Esophagitis

_— GV AAR® oS up!
» Damage to esophageal mucosa by irritants */’21 4% 7% ¥

»Alcohol,
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» v Corrosive acids or alkalis

Excessively hot fluids

», MHeavy smoking
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» Ulceration and acute inflammation.

Clinical A &
gym ptoms & » Only self-limited pain,w

. (pain with swallowing).
morphology
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» “Hemorrhage, stricture, or

perforation in severe cases
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Infectious esophagitis

» Mostly in(d’ebilitated or oW Cﬂ—“«’ .
immunosuppressed. A_-
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Candidiasis : ) ~> Can_p)‘,éq @gop\,\‘\m\ (<

> Adherent. ~s sl 055

» Gray-white pseudo membranes

» Composed of matted fungal hyphae and inflammatory

cells
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Esophageal Candidiasis
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» Herpes viruses

Punched-out ulcers| g3 St

v

Histopathologic:

Nuclear viral inclusions |/

Degenerating epithelial cells ulcer edge \/
Multinucleated epithelial cells.y/
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Robbins Basic Pathology

ZIMH nucleaked cetls in HSV
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10th edition
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» Shallower ulcerations. — §V J02555 W" =\=>

» Biopsy: nuclear and cytoplasmic inclusions in capillary
endothelium and stromal cells.( Mega cells)
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