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Major Symptoms and Signs of Digestive Tract Disorders  

 

DYSPHAGIA.   //     Dysphagia, or difficulty  in swallowing, may be caused by; Structural  

defect;  that cause a fixed impediment to the food (narrowing within the esophagus, as from a 

stricture or Extrinsic e.g. a vascular ring).  And  nonstructural causes are caused by motility 

abnormalities of the oropharynx or the esophagus.  

 

REGURGITATION.  

Regurgitation is the effortless movement of stomach contents into the esophagus and mouth. It is 

not associated with distress, and infants with regurgitation are often hungry immediately after an 

episode.  Regurgitation is a result of gastroesophageal reflux through an incompetent or, in infants, 

immature lower esophageal sphincter.  

VOMITING.  

     Vomiting is a highly coordinated reflex process that begins with involuntary retching.  

Vomiting caused by obstruction of the gastrointestinal tract . If obstruction occurs below the 2nd 

part of the duodenum, vomitus is usually bile stained. Nonobstructive lesions of the digestive tract 

can also cause vomiting; this includes diseases of the upper bowel, pancreas, liver, or biliary tree. 

CNS or metabolic derangements may lead to severe, persistent emesis.    

Differential Diagnosis of Emesis During Childhood; 

In infant ;  Gastroenteritis , Gastroesophageal reflux  , Overfeeding,  Anatomic obstruction, 

Systemic infection.  While in a child , Gastroenteritis , Systemic infection , Gastritis , Toxic 

ingestion are the most common causes . 

DIARRHEA.  

Diarrhea is best defined as excessive loss of fluid and electrolyte in the stool. Dysentery (small-

volume, frequent bloody stools with mucus, tenesmus, and urgency) is the predominant symptom 

of colitis.  

 

Mechanisms of Diarrhea 

PRIMARY 

MECHANISM DEFECT EXAMPLES 

Secretory Decreased absorption, 

increased secretion, 
electrolyte transport 

Cholera, toxigenic E. coli; neuroblastoma, 

Clostridium difficile infection. 

Osmotic Maldigestion, transport 

defects ingestion of 

unabsorbable  

Lactase deficiency, glucose-galactose 

malabsorption, lactulose, laxative abuse 
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PRIMARY 

MECHANISM DEFECT EXAMPLES 

Increased motility Decreased transit time Irritable bowel syndrome, thyrotoxicosis,  

Decreased motility Defect in neuromuscular 
unit Stasis (bacterial 

overgrowth) 

Pseudoobstruction, blind loop 

Decreased surface 

area (osmotic, 

motility) 

Decreased functional 

capacity 

Short bowel syndrome, celiac disease, 

rotavirus enteritis 

Mucosal invasion Inflammation, decreased 

colonic reabsorption, 

increased motility 

Salmonella, Shigella, infection; amebiasis; 

Yersinia, Campylobacter infections 

 

CONSTIPATION.  

Any definition of constipation is relative and depends on stool consistency, stool frequency, and 

difficulty in passing the stool. A hard stool passed with difficulty every 3rd day should be 

treated as constipation. Constipation can arise from defects either in filling or emptying the 

rectum .  

Causes of Constipation: 

 

a. Nonorganic (functional)—retentive . 

b. Organic; 

 

 Anatomic ; Anal stenosis,  Imperforate anus. 

 Abnormal Musculature ; Prune-belly syndrome. 

 Intestinal Nerve or Muscle Abnormalities : Hirschsprung disease 

 Spinal Cord Defects; Tethered cord. 

 Drugs ; Anticholinergics . 

 Metabolic Disorders ;  Hypokalemia , Hypercalcemia . 

 Intestinal Disorders   ;  Celiac disease , Cow's milk protein intolerance. 

A nursing infant may have very infrequent stools of normal consistency; this is usually a normal 

pattern.  

ABDOMINAL PAIN.  

A child with functional abdominal pain (no identifiable organic cause) may be as uncomfortable as 

one with an organic cause.  The more specific the pain and the more suggestive of a particular 

diagnosis, the more likely it will have an organic basis.  

Recurrent or Chronic Abdominal Pain in Children: 

 

 NONORGANIC: 

1. Recurrent abdominal pain syndrome (functional abdominal pain). 

2. Irritable bowel syndrome. 

3. Nonulcer dyspepsia. 
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 GASTROINTESTINAL TRACT; 

1. Chronic constipation 

2. Lactose intolerance 

3. Parasite infection (especially Giardia). 

4. Excess fructose or sorbitol ingestion. 

5. Peptic ulcer 

6. Esophagitis 

 

 GALLBLADDER AND PANCREAS;  Cholelithiasis 

 

 GENITOURINARY TRACT; 

1. Urinary tract infection. 

2. Hydronephrosis. 

3. Urolithiasis 

 

GASTROINTESTINAL HEMORRHAGE.  

Causes 

1. Erosive damage to the mucosa of the gastrointestinal tract is the most common cause of bleeding. 

2.  Variceal bleeding secondary to portal hypertension.  

3. Mallory-Weiss lesions secondary to mucosal tears associated with emesis.  

4. Vascular malformations are a rare cause in children; they are difficult to identify.  

When bleeding originates in the esophagus, stomach, or duodenum, it may cause hematemesis. 

When exposed to gastric or intestinal juices, blood quickly darkens to resemble coffee grounds; 

massive bleeding is likely to be red.  

Red or maroon blood in stools, hematochezia, signifies either a distal bleeding site or massive 

hemorrhage above the distal ileum. Moderate to mild bleeding from sites above the distal ileum 

tends to cause blackened stools of tarry consistency (melena); major hemorrhages in the duodenum 

or above can also cause melena. 

 The Oral Cavity   
 

 Cleft Lip and Palate  

Possible causes include; maternal drug exposure, a syndrome-malformation complex, or genetic 

factors , also sporadically , treatment;  

1. A complete program of habilitation by a team consisting of a pediatrician, plastic surgeon, 

otolaryngologist, oral and maxillofacial surgeon.  

 

2. the use of soft artificial nipples with large openings, a squeezable bottle, and proper instruction, 

feeding of infants with clefts is effective. 

 

3. Surgical closure of a cleft lip is usually performed by 3 mo of age, In an otherwise healthy child, 

closure of the palate is usually done before 1  yr of age to enhance normal speech development 



4  

 

 

Congenital Anomalies: 

 Esophageal Atresia and Tracheoesophageal Fistula  

Esophageal atresia (EA) is the most frequent congenital anomaly of the esophagus .  In the most 

common form of EA, the upper esophagus ends in a blind pouch and the TEF is connected to the 

distal esophagus. The types of EA and TEF and their relative frequencies are shown in; 

 

PRESENTATION.  

 frothing and bubbling at the mouth and nose after birth  

 episodes of coughing, cyanosis, and respiratory distress. 

  Feeding exacerbates these symptoms.  

DIAGNOSIS.  

 Clinical / early-onset respiratory distress, the inability to pass a nasogastric or orogastric tube is 

suggestive of esophageal atresia. 

 Plain radiography may reveal a coiled feeding tube in the esophageal pouch. 

 In isolated TEF ( an esophagogram with contrast medium injected under pressure) may 

demonstrate the defect.  

 bronchoscopy. 

MANAGEMENT.  

A. Maintaining  a patent airway and preventing aspiration. 

B.  Prone positioning . 

C. Endotracheal intubation with mechanical ventilation is to be avoided if possible because it 

may worsen distention of abdominal viscera. 

D. Surgical ligation are performed when feasible. 

 

The majority of infants grow up to lead normal lives, but complications are frequently challenging, 

particularly during infancy. 
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Gastroesophageal Reflux Disease (GERD)  

Gastroesophageal reflux signifies the retrograde movement of gastric contents across the lower 

esophageal sphincter (LES) into the esophagus.  Infant reflux becomes evident in the 1st few 

months of life and resolves in most by 12 mo and nearly all by 24 mo. 

 

DIAGNOSIS.  

 a thorough history and physical examination.  

 Most of the esophageal tests are of some use in particular patients suspected of GERD. 

 Contrast (usually barium) radiographic.  

 esophageal pH monitoring.  

 Endoscopy allows diagnosis of erosive esophagitis  and complications such as strictures; 

esophageal biopsies may diagnose histologic reflux esophagitis .  

 Empirical antireflux therapy, using a time-limited trial of high-dose proton pump inhibitor 

(PPI). 

MANAGEMENT.  

Conservative therapy and lifestyle modification form the foundation of GERD therapy.  

 Normalization of feeding techniques, volumes, and frequency if abnormal. 

  Thickening of formula with a tbsp of rice cereal per oz of formula results in fewer regurgitation 

episodes. 

  A short trial of a hypoallergenic diet can be used to exclude milk or soy protein allergy before 

pharmacotherapy. 

  Older children and adults should be counseled to avoid acidic or reflux-inducing foods (tomatoes, 

chocolate, mint) and beverages (juices, carbonated and caffeinated drinks). 

  

 Positioning measures  Head elevation should utilize elevation of the head of the bed, rather than 

excess pillows, to avoid abdominal flexion and compression that might worsen reflux. 

 

 Pharmacotherapy is directed at ameliorating the acidity of the gastric contents or at promoting 

their aboral movement.  

 

 Antacids are the most commonly used antireflux therapy. 

   The long-term regular use of antacids cannot be recommended because of side effects of diarrhea 

(magnesium) and constipation (aluminum). 

 Histamine-2 receptor antagonists (H2RAs; cimetidine, and ranitidine) are widely used 

antisecretory agents.  

 Proton pump inhibitors (PPIs; omeprazole, lansoprazole, pantoprazole) provide the most potent 

antireflux effect by blocking the H-K ATPase channels of the final common pathway in gastric acid 

secretion.  

Prokinetic agents include  metoclopramide (dopamine- antagonist), bethanechol (cholinergic 

agonist), and erythromycin (motilin receptor agonist). 

 Most of these increase LES pressure; some improve gastric emptying or esophageal clearance. 

 Surgery , usually fundoplication, is effective therapy for intractable GERD in children.  
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Caustic Ingestions  

Ingestion of caustic substances results in esophagitis, necrosis, perforation, and stricture 

formation .  

Most cases (70%) are accidental ingestions of liquid alkali substances that produce severe, 

deep liquefaction necrosis.  Acidic agents (20% of cases) are bitter, so less may be 

consumed; they produce coagulation necrosis and a somewhat protective thick eschar. 

Twenty percent of patients develop esophageal strictures. 

An upper endoscopy is recommended as the most efficient means of rapid identification of 

tissue damage and must be undertaken in all symptomatic children.  

Dilution by water or milk is recommended as acute treatment, but neutralization, induced 

emesis, and gastric lavage are contraindicated. 

 


