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Alteratlons in Gastromtestmal
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4’7 Dysphagia e o

. gy mm{&w
False/)about globus pharyngeus %4
* A- Ngygr_imecfe;e-withswaﬂow_in_gt//
* B- Relived after swallowing but only sometime

Ans- C



inabiliﬁ to swallow) - in the acute setting of a food bolus or foreign body

impaction. st abr, P wd ‘W‘V'{

@ - refers to Eainful swa!!gymg, typically resultin gﬁ“ mucosal ulceration
in the oro

eus - fggggp,bg_d.y_sensannn-lﬂcallzed in the neck that does not interfere
wuth swallowmg and sometimes is relieved by swallowing.

Mfreq{ﬂ_@gwmon or pulmonary aspiration during
swallowing and is characteristic of oropharyngeal dysphagia.

*P hobia (fear of swallowing) and refusal to swallow may be psxchogemc or related to
anticipatory anxiety about food bolus obstruction, odyuhagla or aspiration.

Physiology of swallowing

e s

* Bolus'entry into the hypopharynx initiates the pharyngeal swallow
response, which is centrally mediated and involves a complex series of
actions, the net result of which is to propel food through the pharynx

into the esophagus while preventing jts entry into the airway.

* To accomplish this, the larynx is elgé]gd and gullemard, actions
that also facilitate upper esophageal sphincter (UES) opening.

- g
* Tongue pulsion then propels the bolus through the UES) followed b
a peristaltic contragtion that clears residue from the pharynx and -

through the esoghagg.




Which of the following is nwtaltlc
esoph

4
* A- primary.- fvw oA
= < e\ -
* B-secondary” w\\"\

* D- both secondary and tertiary —

Ans- C
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* The lower esophageal sphincter (LES) relaxes as the food enters the

esophagus and remains relaxed until the perjstaltic contraction has
delivered the bolus into the stomach.

* Peristaltic contractions elicited in response to a3 swallow are called
M’- Isis_and involve sequenced inhibition followed by

confraction e musgulature along the entire length of the
esophagus. - o= =

The |nh|b'

precedes the peristaltic contraction is called

iop hat




* Local distention of the esophaqus anywhere along its length, as ma

occur with gastroesophageakreflux, activates secondary peristalsis
that begins at ttle/point of distentiorf and proceeds distally.

esophageal contracti that may be observed to occur

spontaneously during ﬂuoroscgpic observation
P "(M
\/\.ﬁ-'
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cranial nepve.

* Pharyngeal muscles-are innervated by the ninth (glossopharyngeal
and tenth (vagus) cranial neryes.
_ 0,\4’\ c™
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* UES opening during swalﬁﬁving involves both cessation of vagal
excitation to the cricopharyngeus and simultane contraction of
the suprahyoid and.geniohyoid muscles

* Distal esophagus and/LES are composed of smaoth muscle and are
controlled by excitato nd inhibjtory neurons within the esophageal
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wﬁ‘feurotransmitters of the excitatory ganglionic neurons - acetylcholine and
substance P | B

* Inhibitory neurons - vasoactive intestipal peptide and njtric oxide.
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. Scleroderrmmonly presents with &bsent peristaszs as well as a

weakened LES that predisposes patients to peptic stricture formation.
T ———— &4’
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*As the larynx descends with aging

. . —
the inferior constrictor pharyngeal
musculature takes an oblique
cour se

*Killian's dehiscence de\'elops

between the * th\T(_)Ig}ar\'ugep s

and“cr i('o])lmr\;ggeus" portions of

= ___ Superior
] thyroid a.




Prevalence

Laterality

Age average

N) wnl 1
w?—ﬁ UL
Lateral wall hageal i joni e below cri-

copharyngeus musde and lateral to longitudinal muscular fiber
of esophagus

Rare
Left
Female
Small
-l
D%ia. regurgitation, globys sensation
AtTeast

one-third have no aerodigestive symptoms

| Zemkgr @rerticshop ) 2 o i
Posterior wall of pharnygoesophageal junction below so-
perior constnictor musde and W

VN
M Common
Left

(e
e

Dysphagia, cervical borborygm
J cough, aspiration pneumonia
’——'

weight los




LA
>

Esophageal Dys 1a

* When distended, the esophageal lumen has internal dimensions of about 2 cm in the
anteroposterior plane and 3 cm in the lateral plane

1M

* Solid food dysphagia becomes common when the lumen is narrowed to <13 mm Mmcq

— o bt . .
* The mosF common stfuctu.ral causes of dysEhag@ aré Schatzki’s rings, eosinophilic
esophagitis, and peptic strictures.
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Dysphagia localized )
to neck, nasal \’V\
regurgitation, aspiration,
associated ENT symptoms )/
I Oropharyn.a(al dysphagla l
T ;
Solid and liqug,
dysphagia 1 ’
.
‘ Structural ) @pulswe )
N ———

%eurogemc I ayogevnlc ’I

« Causlic Inju
4 P o Neoplasm mucositis wVv
e ascular %slhema gravis Mﬁ Variable * Sclerotgerapy e
o Polymyositis peris! t;ﬂw‘ « Crohn's disease
nson's Md conneclive . alasla (primary ‘osinophilic « Bahcel's.syndrome
ﬂoﬁmpw lateral Issue disorders d secondary) asophagitis « Bulloug pemphygoid
sclerosls * Oculopharyngeal Iftuse esophageal | |+ HiataHhernia « Lichen planus
» Congenital gbnormalities %alnslem tumor scular dystrophy spasm * Extringg_gompression
» Post head and neck surgery ulllain-Barré U Paraneoplastic Cleroderma « Surgical stenosis
» Chemothetgpy mucositis . tington's chorea syndrome « Radlalion esophagitis
Radiation ‘xl-pollo syndrome * Myolonic dystrophy « Ringed esophagus
* Corrosive ipjury Iliple sclerosis * Sarcoldosis « Congenital esophageal
* Infection » Cerebral palsy slonosis

FGURE 47-2 Approach to the patient with dysphagia. Etiologies in bold print are the most common. ENT, ear, nose, and throat; GERD, gastroesophageal reflux disease.
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that occurs only with dolid fo es h ia,

' whereas chth both liquids and solids strongly suggests an

esophageal motcﬂ)%w W—-

' A
Two caveats to this pattern are that despiw motor amyy, patients with
scleroderma generally developmmmégww and that patients with
oropharyngeal dysphagia often have greater difficulty managing liquids than sg}gs.
\Dﬁsbhagia that is progressive over th"”i of weeks to months raises concern for

neoplasia.

Episodic dysphagia to solids that is unchanged or slowly progressive over years
indicates a benign disease process such as a Schatzki ring or eosinophilic esophagitis.

Food impaction with a prolonged inability to pass an ingested bolus even with ingestion
of liquid is typicaJ of structuratdysphagia.

4 8 Nausea, Vomiting, and

Indigestion

William L. Hasler

Nausea is the feeling of a need to vomit. Vomiting (emesis) is the
oral expulsion of gastrointestinal contents resulting from gut and
thoracoabdominal wall contractions. Vomiting is contrasted with
regurgitation, the effortless passage of gastric contents into the mouth.
Rumination is the repeated regurgitation of food residue. In contrast to

\’wO

\Nv

Under normal condition what is

distal migratory-gut-contraction.



11

pauiways.
Somatic and visceral muscles respond stereotypically durlng

emesis. Inspiratory thoracic and abdominal wall muscles contract,

increasing mtrathoracuc and mtraabdommal pressures to evacuate

the stomach.
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Emotogenic drugs,

Gastro-intestinal Chemoreceptar trigger : i
SN <€—| toxins and metaboltes |
S ¥ zone 82) in blood and CSF

Vestibular and limbic s
aparatus (H1, Ach)

Rostral nucleus
nucleus ambiguous
ventral respiratory

group
dorsal motor nucleus

of the vagus

&LIVL

Vomiting
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MEDICATIONSQ
ITONEAL METABOLIC DI ERS

Pmm ubnructm

Small-bowe!

obstruction

Colonic obstruction

Superior mesenteric

erery syndrome
Enteric inf

| Labyrinthine disease

y disease | Drugs

Cardnomyopnhy Cancer chemotherapy

Myocardial infarction Analgesics

| Opioids

| Antibiotics

| Cardiac
antiarrhythmics

Motion sickness
Labyrinthitis
Malignency

Viral
Bactenial

Digoxin
Oral hypoglygemics

Adrapal insufficiency

Liver failure
Ethanol

12

How does vomiting starts?

" 1- Vlomiting begins with[salivation
2-And the sensation of padsea. |

3{Reverse peristdisis|empties material from the
Upper parf of The small intestine into the stomach .

4[The glo’rtiaséhses| preventing aspiration of
vomifus info the trachea.
5{The breath igheldn mild inspiration.

6- The muscles of the abdominal woll contract, and because fhe

contraction

increases intra-abdominal pressun

1.

ldiopathic-gastreparesis is_the most prevalent

etiology; it occurs in the absence of ess @
and follow a viral iliness in 5-20% of cages.
| —'@op =

mec
Intestinal pseudoobstruction may be

idiopathic, inherited, result from

systemic disease like scleroderma or

an infiltrative process like A a {\mv‘\

amyloidosis, or occurasa N V @ d

paraneoplastic consequence of ”"“ @ (AL ~

malignancy (e.g., small-cell lung L mhot /“g
ashamal. ot i

Cyclic vomiting syndrome (CVS) causes 3—-14% of cases of

unexplained nausea and vomiting and presents with discrete
episodes of relentless vomiting and is associated with

migraines. | Ak M
oW

-1

o
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[ Diagnosis of CVS |

LQ/ e -£D mm%agp‘;“m L4

Pr X ' Provide Abortive Tx
o ptans (intranasal or SQ) -Triptans (intranasal or SQ)
& 3 -Ondansetron
enothiazines -Phenothiazines
JAAntihistamine -Antihistamines
——— ! -Benzodiazepine
Give Praphylactic Tx|
- TCA or Topiramate(2)
and CoQ10 c-:

L5
Treat Comorbidities
(mvwwm. mv»-—y(LS
cannal , autonomic
dysfu }’)’"‘"""‘" etc)
-Seek consultation as needed
£ ing for b ati
J
Moderate/Severe C S
ef / / \,_,
-Longer epi >2 = )
e >4
——

Which drug can be used in chemotherapy
induced nausea and vomiting

: (
o A- 4
: Eat?aggni:rl Y Juis 5
* B- Amitryptyline o™
W
* C- Mirtazepine et bl —=

* D- Buspirone
=



Ans- A

Drug used in intestinal pseudo obstruction in
scleroderma

. A/Octreotide

* B- Neostigmine
* C- Metoclopromide
* D- Erythromycin

Ans- A

14
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Not used in CV

>
* A- Levetri am

* B- sumatriptan (D e W
* C-MHaloperid -

* D- Toprimate (3)

Chronic nausea vomiting syndrome is

defined as bothersome na

‘\Ml"" Cw JVA}“J
y ot ‘Y‘/A
s o
CVS, CHS
* Cyclic vomiting syndrome (CVS) presents with discrete episodes of

relentless vpmiting, has a prevalence of 1,4%, and is associated with
migraings’, autonomic unction, and menstryatTycling. Some cases

exhibit rapid gastric Wtying. P

* A related condition, @_hwgramesis svndrm
presents with cyclical vomiting in individuals with_long-standing (>1 year)
use of large quantities of cannabis at least 4 days weekly and resolves
with its discontinuation for ggyonths. -

. Ruminatiqn)yndrome is often misdiagnosed as refrgcyry vomiting.



DOC for acute attack of CHS

* A- Levetriecetam o (< (VS Cow
* B- sumatriptar—"

* C- Haloperidol

* D- Toprimate . o

C,C

mall studies
report benefits with aprepitant and injectable or intranasal forms of
the 5-HT, agonist sumatriptan to manage acute G\VS episodes.
These treatments rtedly less effective for CHS, but
nd m cream may reduce acute CHS
attacks.

o i VS

—
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TREATMENT EXAMPLES CLINICAL INDICATIONS
k'»wom | Antihistaminergic Dimenhydrinate, meclizine Motion sickness, mnaraydueau
Anncholmerglc Scopofamine ] Motion suﬁr ness, inner ear disease -
Anndopcmmermc Proc ine, thiethylperazine, Medication-, toxin-, or matabolic-induced emesis, )
G 0, chemothera -induced emesis,? cannabinoid hyperemesis
S syndrome B
5-HT, antagonist Ondapsetron, granisetron motherapy- and radiation-induced emesis, postoperative
T emesis, opioid-j miting
‘[lvabmmds Tetrahydrocannabinol, cannabidio apy-indyced emesis, gastroparesis__J o
| Tricyclic an nt Amitriptyling, nortriptyli ] drome) cyclic yomiting
l {gl p) —#g ( gmdwma?gastmgare;ls ‘, - ”"‘
Other antidepressant/atypical Mirta, e, 0lal tiona CWMWSB'?
antipsychotic ‘_Qm w oparesis

Neuropathic modulator

Gabapentin

Neurokinin (NK;) receptor antagonists

Chemotherapy-induced emesis —p

Aprepitant, fosaprepitant, netupitant,
rolapitant

Chemotherapy-induced emesis

Prokinetic agents | 5HT, agonist and antidopaminergic Metoclopramide Gastroparesis
Motilin agonist Erythromycin Gastroparesis,? intgstinal pseudoobstruction
Peripheral antidopaminergic | Domperidoi gastrogaresis
Pure 5-HT, agonist Wﬁrﬁ__ognh%: Idigpat)chasW
Somatostatin analogue | Octreotide ~ Intestinal pseudoobstruction ——4 w"""‘ -
Acetylcholinesterase inhibitor | Pyridostigmine  7Small-i intestinal dysmotility/p. ﬁm_og;mn
Special settings Benzodiazepines | Lorazepam Cipatory nausea and vomiting with chomotherapv cvcllc
p— vomiting syndrome 3 S
5-HT , agonist Buspirone, tandospirone —Lioctional dyspensia
Glucocorticoids Msﬁnylprednisulone%wmms_
Anticonvulsants Topiramate, zonisamide, levetiracetamg | Cyclic vomiting syndrome
Antimigraine agents | Sumatriptan ~" KW Tyclic vomiting syndrome

Topical analgesic

| Capsaicin cream > 4

| Cannabinoid hyperemesis svndrome‘."‘ ““"ab/

Note? , indication is uncertain.

GENERAL PRINCIPLES

Therapy of vomiting is tailored to correct remediable abnormalities if
possible. Patients with severe dehydration should be hospitalized if
oral fluid replenishment is unsustainable. Once oral intake is

tolerated, low-fat liquid
gastric emptying.

ients are restarted because lipids delay

o~
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G- POEM used for

/

* A- Gastroparesis *

* B- Achalasia type 3 ®

* C- GERD ()

*D-Go0 ® =

Ans- A

uncontrolied studies, but smail controlied triais opservea benerits no
greater than sham treatments.

Implanted gastric
electrical stimulators may reduce symptoms, enhance nutrition,
improve quality of life, and decrease health care expenditures ir
medication-refractory gastroparesis; a controlled trial has confirmed
modest improvement in vomiting.
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Esophagus
Cardiac/Lower o
asophageal aphincter 8

Pyloric

Ouodenum of v i,
small intestine %

Implanted stimulating
electrodes

F@ 1: Ideal electrode configuration of gastric stimulator.

= DIFFERENTIAL DIAGNOSIS K1) wie: (ol ét Pt
Gastroesophageal Reflux Disease Heartburn or regurgitation is
reported weekly by 18-28% of the population, highlighting the
prevalence of gastroesophageal reflux disease (GERD). Most cases
of heartburn result from excess acid reflux, but reflux of weakly
acidic or nonacidic fluid can produce similar symptoms.

“u 1|
| i I

Cismantinnal Muenansia Annravimatalis YN0L Af tha nAanitilana has



TABLE 45-3 Alarm Symptoms in Gastroesophageal Reflux.

Disease
Odynophagia or dysphagia el
Whexplained weight loss
Récurrent vomiting
[Bccult or gross gastrointestinal bleeding -
Jaundice
Palpable mass or adenopathy
Family history of gastroesophageal malignancy

TREATMENT

Indigestion

1§
LIFESTYLE, m@ qur TAEED 4o b
RECOMMENDATIONS
Patients with mild indigestion can be reassured that a careful by
evaluation revealed no serious disease and are offered no other
mterventlon If possible, drugs that cause gastroesophageal reflux

is appropriate f ctase jﬁmgncy, wh|Ie gluten exclusion is @
indicated for celiac disease. Low FODMAP (fermentable

oligosaccharide, disaccharide, monosaccharide, and polyol) diets

are effective for gaseous symptoms in IBS. In a systematic review,

FODMAP intake correlated with functional dyspepsia symptoms,

suggesting potential utility in this disorder as well.

Not useful}n functional dyspepsia

* B- Amitryptyline . //

* C- Buspirone - X’“ > 4
* D- Pregabalin () ' <



