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Take-Homes:
1. Manifestations and Complications of GIDM include Ingesta or food bolus stasis and Disruption of absorption, which leads to GERD, Esophagitis, Aspiration, Bacterial overgrowth, abdominal distention, fluid shifts, and delayed nutrition
2. Treatment of GIDM include early enteral nutrition, fluid therapy aimed at avoided hypo or hypervolemia, correction of systemic abnormalities, and pharmacotherapies



· The most common GI motility disorders in critically ill human and small animal veterinary patients:
· esophageal dysmotility
· delayed gastric emptying
· functional intestinal obstruction (ie, ileus)
· colonic motility abnormalities
· GI tract excitatory neurotransmitters
· **Acetylcholine**
· Primary neurotransmitter of parasympathetic system
· Substance P
· Neurokinin A
· Serotonin
· GI tract inhibitory neurotransmitters
· Vasoactive intestinal peptide (VIP)
· Very inhibitory peptide
· Somatostatin
· somato-Stasis
· Nitric oxide
· NO movement
· GABA

· Esophagus
· Dogs - all skeletal muscle
· Cats - distal smooth muscle
· Average small intestinal transit time of
· 3–5 hours in healthy dogs
· 2–3 hours in healthy cats

GIDM

· Complications
· aspiration pneumonia
· Esophagitis
· feeding difficulties
· increased risk of bacterial translocation and sepsis
· increased intraabdominal pressure (IAP)
· Drugs that induce esophageal inhibition
· Ketamine
· Benzodiazepines
· Opioids
· Delayed gastric emptying theories
· Decreased motor activity “pump failure”
· Increased inhibitory input “Excessive feedback”
· Appears to be gaining support
· Risk Factors
· Primary GI disease
· Secondary
· Peritonitis
· Pancreatitis
· Stress
· Electrolyte derangements
· Metabolic/endocrine disturbances
· Drugs
· Opioids
· Alpha-2s
· Vasopressors
· Diabetes
· Hypoperfusion
· Hypoxemia
· Obesity
· SIRS/Sepsis
· Neoplasia
· TBI
· Manifestations and Complications of GIDM
· Ingesta or food bolus stasis
· GERD
· Esophagitis
· Aspiration
· Bacterial overgrowth/translocation
· In people with SIRS,investigators found that GIDM was associated with altered gut flora as well as with higher septic mortality
· Bloat/distention
· Disruption of absorption
· Fluid sequestration
· Hypovolemia
· Delayed nutrition
· Diagnostics
· Nothing very good, many things have been studied
· Tends mostly to be clinical suspicion 
· Treatment
· Treatment of underlying condition
· Early nutrition
· Improving blood flow to the gut
· protecting the GI mucosa
· reducing the risk of translocation of intestinal bacteria
· stimulating motility
· promoting secretion of various gut hormones and growth factors
· Judicious fluid therapy
· Minimize gut edema
· Early ambulation
· No supporting evidence
· Correction of metabolic derangements
· Normothermia
· Multimodal pain management
· Pharmacological intervention
[image: ]
[image: ]
image02.png
nary Emergen

Clinical Practice Review

Joumnal of Veterinary Emergency and Criical Care 26(2) 2016, pp 234-253
doi: 10.1111vec.12449

Gastrointestinal dysmotility disorders
in critically ill dogs and cats

KimMi Whitehead, VMD; Yonaira Cortes, DVM, DACVECC and Laura Eirmann, DVM, DACVN




image05.png
Abstract

Objective —To review the human and veterinary lterature regarding gastrointestinal (GI) dysmotility disorders
in respect to pathogenesis, patient risk factors, and treatment options in criticaly ll dogs and cats

Etiology -Gl dysmotilty is 2 common sequela of criical llness in people and small animals. The most common
Gl motility disorders in crifically ill people and small animals include esophageal dysmotility, delayed gastric
emptying, functional intestinal obstruction (ie, leus), and colonic motilty abnormalities. Medical conditions
associated with the highest risk of GI dysmotility include mechanical ventilation, sepsis, shock, trauma, sys-
temic inflammatory response syndrome, and multiple organ failure. The incidence and pathophysiology of GI
dysmotility in critically ill small animals i incompletely understood.

Diagnosis - A presumptive diagnosis of Gl dysmotiltyis often made in high-risk patient populations following.
detection of persistent regurgilation, vomiting, lack of tolerance of enteral nutrition, abdominal pain, and
constipation. Definitive diagnosis is established via radioscintigraphy; however, this diagnostic tool is not
readily available and is difficult to perform on small animals. Other diagnostic modalities that have been
evaluated include abdominal ultrasonography, radiographic contrast, and tracer studics.

Therapy - Therapy is centered at optimizing Gl perfusion, enhancement of GI motility, and early enteral
nutrition. Pharmacological interventions are instituted to promote gastric emplying and effective intestinal
‘motilty and prevention of complications. Promotilty agents,including ranitidine nizatidine, metoclopramide,
erythromycin, and cisapride are the mainstays of therapy in small animas.

Prognosis - The development of complications related to GI dysmotilty (eg, gastroesophageal reflux and aspi-
ration) have been associated with increased mortality risk. Institution of prophylaxic therapy is recommended
in high-risk patients, however, no consensus exists regarding optimal fiming o nitiating prophylaxic mea-
sures, preference of treatment, or duration of therapy. The prognosis for afected small animal patients remains.
unknown.
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Drug name Prokinetic mechanism of action Dose.

Metociopramide ‘Dopaminergc (D;) antagonist 02-05 mgkg PO, IV, SQ agh
‘Serotonergic agonist (5HT) CRI:1-2mgkgid IV
Domperidone ‘Dopaminergc (D7) anagonist 005-0.1 mgkg PO 120
Gisapride ‘Serotonergic agonist (SHT) 02-1.0 mgkg PO g indogs.
‘Serotonergic antagorist (SHT, 5) 25 moicat, q@h forcats <5 kg
5.0 mojcat i for cats >5 kg
Eryiromycin Mot agorist 05-1.0mghkg, IV, PO geh-q12n
‘Serotonergic antagorist (SHTa)
Ranitdine Acetyicholinesterase inhibiors 1,020 mghg PO aEhatzh
Ha ~histaminargic antagorist
Nizatidine Acetyicholinesterase inhibiors 2550 mgkg PO @2t

Ho — histaminrgic antagorist
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