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PART 2
Cardinal Manifestations and Presentation of Diseases

be pursued (e.g., serum gastrin, VIP, calcitonin, and thyroid
hormone/thyroid-stimulating hormone, urinary 5-hydroxyindolacetic acid, histamine).
Further evaluation of osmotic diarrhea should include tests for
lactose intolerance and magnesium ingestion, the two most common causes. Low fecal pH suggests carbohydrate malabsorption;
lactose malabsorption can be confirmed by lactose breath testing
or by a therapeutic trial with lactose exclusion and observation of
the effect of lactose challenge (e.g., a liter of milk). Lactase determination on small-bowel biopsy is not generally available. If fecal
magnesium or laxative levels are elevated, inadvertent or surreptitious ingestion should be considered and psychiatric help should
be sought.
For those with proven fatty diarrhea, endoscopy with smallbowel biopsy (including aspiration for Giardia and quantitative
cultures) should be performed; if this procedure is unrevealing, a
small-bowel radiograph is often an appropriate next step. If smallbowel studies are negative or if pancreatic disease is suspected,
pancreatic exocrine insufficiency should be excluded with direct
tests, such as the secretin-cholecystokinin stimulation test or a
variation that could be performed endoscopically. In general, indirect tests such as assay of fecal elastase or chymotrypsin activity or
a bentiromide test have fallen out of favor because of low sensitivity
and specificity.
Chronic inflammatory-type diarrheas should be suspected by
the presence of blood or leukocytes in the stool. Such findings warrant stool cultures; inspection for ova and parasites; C. difficile toxin
assay; colonoscopy with biopsies; and, if indicated, small-bowel
contrast studies.
TREATMENT

Chronic Diarrhea

Treatment of chronic diarrhea depends on the specific etiology
and may be curative, suppressive, or empirical. If the cause can be
eradicated, treatment is curative as with resection of a colorectal
cancer, antibiotic administration for Whipple’s disease or tropical
sprue, or discontinuation of a drug. For many chronic conditions,
diarrhea can be controlled by suppression of the underlying
mechanism. Examples include elimination of dietary lactose for
lactase deficiency or gluten for celiac sprue, use of glucocorticoids or other anti-inflammatory agents for idiopathic IBDs, bile
acid sequestrants for bile acid malabsorption, PPIs for the gastric hypersecretion of gastrinomas, somatostatin analogues such
as octreotide for malignant carcinoid syndrome, prostaglandin
inhibitors such as indomethacin for medullary carcinoma of the
thyroid, and pancreatic enzyme replacement for pancreatic insufficiency. When the specific cause or mechanism of chronic diarrhea evades diagnosis, empirical therapy may be beneficial. Mild
opiates, such as diphenoxylate or loperamide, are often helpful
in mild or moderate watery diarrhea. For those with more severe
diarrhea, codeine or tincture of opium may be beneficial. Such
antimotility agents should be avoided with severe IBD, because
toxic megacolon may be precipitated. Clonidine, an α2-adrenergic
agonist, may allow control of diabetic diarrhea, although the
medication may be poorly tolerated because it causes postural
hypotension. The 5-HT3 receptor antagonists (e.g., alosetron) may
relieve diarrhea and urgency in patients with IBS diarrhea. For all
patients with chronic diarrhea, fluid and electrolyte repletion is
an important component of management (see “Acute Diarrhea,”
earlier). Replacement of fat-soluble vitamins may also be necessary
in patients with chronic steatorrhea.

CONSTIPATION
DEFINITION
Constipation is a common complaint in clinical practice and usually
refers to persistent, difficult, infrequent, or seemingly incomplete
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defecation. Because of the wide range of normal bowel habits, constipation is difficult to define precisely. Most persons have at least three
bowel movements per week; however, low stool frequency alone is not
the sole criterion for the diagnosis of constipation. Many constipated
patients have a normal frequency of defecation but complain of excessive straining, hard stools, lower abdominal fullness, or a sense of
incomplete evacuation. The individual patient’s symptoms must be
analyzed in detail to ascertain what is meant by “constipation” or “difficulty” with defecation.
Stool form and consistency are well correlated with the time elapsed
from the preceding defecation. Hard, pellety stools occur with slow
transit, whereas loose, watery stools are associated with rapid transit.
Both small pellety or very large stools are more difficult to expel than
normal stools.
The perception of hard stools or excessive straining is more difficult
to assess objectively, and the need for enemas or digital disimpaction
is a clinically useful way to corroborate the patient’s perceptions of
difficult defecation.
Psychosocial or cultural factors may also be important. A person
whose parents attached great importance to daily defecation will
become greatly concerned when he or she misses a daily bowel movement; some children withhold stool to gain attention or because of fear
of pain from anal irritation; and some adults habitually ignore or delay
the call to have a bowel movement.
CAUSES
Pathophysiologically, chronic constipation generally results from
inadequate fiber or fluid intake or from disordered colonic transit
or anorectal function. These result from neurogastroenterologic disturbance, certain drugs, advancing age, or in association with a large
number of systemic diseases that affect the GI tract (Table 55-5).
Constipation of recent onset may be a symptom of significant organic
disease such as tumor or stricture. In idiopathic constipation, a subset
of patients exhibit delayed emptying of the ascending and transverse
colon with prolongation of transit (often in the proximal colon) and
a reduced frequency of propulsive HAPCs. Outlet obstruction to defecation (also called evacuation disorders) accounts for about a quarter
of cases presenting with constipation in tertiary care and may cause
delayed colonic transit, which is usually corrected by biofeedback
retraining of the disordered defecation. Constipation of any cause
may be exacerbated by hospitalization or chronic illnesses that lead
to physical or mental impairment and result in inactivity or physical
immobility.
Table 55-5 Causes of Constipation in Adults
Types of Constipation
and Causes
Recent Onset
Colonic obstruction
Anal sphincter spasm
Medications
Chronic
Irritable bowel syndrome
Medications
Colonic pseudoobstruction
Disorders of rectal evacuation

Endocrinopathies
Psychiatric disorders
Neurologic disease
Generalized muscle disease

Examples
Neoplasm; stricture: ischemic,
diverticular, inflammatory
Anal fissure, painful hemorrhoids

Constipation-predominant, alternating
Ca2+ blockers, antidepressants
Slow-transit constipation, megacolon
(rare Hirschsprung’s, Chagas’ diseases)
Pelvic floor dysfunction; anismus;
descending perineum syndrome; rectal
mucosal prolapse; rectocele
Hypothyroidism, hypercalcemia,
pregnancy
Depression, eating disorders, drugs
Parkinsonism, multiple sclerosis, spinal
cord injury
Progressive systemic sclerosis
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