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Bilateral leg edema 
and diffi culty swallowing
This patient’s leg pain was the tip of the iceberg. He also 

had diminished breath sounds and a cachectic appearance.
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A 70-year-old man came to our 
medical center for treatment of 
painful bilateral leg swelling that 

had gotten progressively worse over the 
past week. He had no signifi cant past 
medical or surgical history, took an as-
pirin daily, did not smoke tobacco or 
drink alcohol, and had not taken any 
trips recently. He denied any chest pain, 
dyspnea, or orthopnea, but indicated 
that he’d been having diffi culty swal-
lowing food for the past month.

The patient had a cachectic appear-
ance, diminished breath sounds and dull-
ness to percussion over the right middle 

FAST TRACK

In addition to 
having diffi culty 
swallowing, 
the patient had 
diminished breath 
sounds and 
dullness to 
percussion over 
the right middle 
and lower lung 
fi elds. 

and lower lung fi elds, and pitting edema 
up to the knees bilaterally. 

Lab studies showed a normal brain 
natriuretic peptide of 16 pg/mL, nor-
mocytic anemia (hemoglobin, 9.5 g/dL; 
hematocrit, 29.6%; and a mean corpus-
cular volume of 82.6 fL), potassium of 
2.4 mEq/L, calcium of 5.4 mg/dL, and al-
bumin of 1.4 g/dL. An electrocardiogram 
(EKG) revealed a bifascicular heart block, 
which was not new based on older EKGs. 
A plain chest radiograph was performed 
(FIGURES 1A AND 1B).

❚ What is your diagnosis?
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FIGURE 1

A posterior-anterior chest radiograph (A) revealed a large mass in the right hemithorax with an air-fl uid level. A lateral 

chest radiograph (B) showed the same large mass with an air-fl uid level that displaced the trachea anteriorly.

Chest x-rays reveal large mass
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❚  Diagnosis: Achalasia 
Achalasia is characterized by an incom-
plete relaxation of the lower esophageal 
sphincter (LES) accompanied by aperi-
stalsis of the esophageal body. The etiolo-
gy of primary achalasia is unknown, but 
involves the degeneration of inhibitory 
neurons within the myenteric plexus re-
sponsible for LES relaxation and esopha-
geal peristalsis. 

Many potential causes. Infectious, 
infl ammatory, autoimmune, and genetic 
causes have all been proposed. Achalasia 
has a prevalence of less than 1 in 10,000; 
its incidence is 0.3 to 1 per 100,000 per 
year, with peaks in the third and seventh 
decades of life. Men and women are af-
fected equally.1

Conversely, pseudoachalasia—or 
secondary achalasia—has a known cause 
that either destroys the neurons of LES 
relaxation or has a mass effect that limits 
LES relaxation. Its most common cause 
is malignancy involving the gastroesoph-
ageal junction. Other causes include Cha-
gas disease, an infection by the parasite 
Trypanosoma cruzi that affects the my-
enteric plexus, and amyloidosis.2

A disorder that goes 

undiagnosed for years 

In primary achalasia symptom onset is 
insidious, with the disorder typically go-
ing undiagnosed for several years. Pa-
tients experience a gradual dysphagia for 
solids, progressing to liquids. Over time, 
patients adopt particular behaviors to 
aid the transit of food boluses down the 
esophagus and through the contracted 
LES, including eating slowly, stretching, 
moving side-to-side, or walking after 
meals.1 Regurgitation of food, chest pain, 
weight loss, heartburn, and diffi culty 
belching are also common complaints.3 
A more rapid onset and progression of 
symptoms (less than 6 months) is sugges-
tive of pseudoachalasia and cancer. 

Left untreated, primary achalasia 
leads to a progressively dilating esopha-
gus with increased risk of aspiration, 
perforation, malnutrition, weight loss, 

To aid in the 
transit of food 
boluses, patients 
will eat slowly, 
stretch, move 
side-to-side, and 
walk after meals.

and esophageal cancer.3 This case is re-
markable for how far the patient’s dis-
ease progressed before he presented with 
signs and symptoms more indicative of 
secondary malnutrition than the primary 
disease.

❚  Differential Dx
includes hiatal hernia

The differential diagnosis for achalasia 
includes hiatal hernia, right middle lobe 
pneumonia, empyema, and lung abscess. 
Most patients with hiatal hernias are 
asymptomatic, and the diagnosis is made 
incidentally on chest x-ray as a retro-
cardiac air-fl uid level or on upper gas-
trointestinal studies. Right middle lobe 
pneumonia would appear on chest x-ray 
as a well-demarcated opacity within the 
confi nes of that lobe, but would not have 
an air-fl uid level. Empyema and lung ab-
scess are complications of pneumonia, 
and patients present with persistent fever, 
cough, dyspnea, and malaise. With an em-
pyema, chest x-ray reveals a pleural effu-
sion. A lung abscess is an intrapulmonary 
cavitary lesion with an air-fl uid level, most 
commonly due to aspiration pneumonia.

This patient’s chest x-ray showed a 
mass outside the lung tissue and pleu-
ral space that had an air-fl uid level, was 
within the mediastinum, and displaced 
the trachea anteriorly, all suggestive of a 
dilated esophagus fi lled with undigested 
food unable to pass the LES. 

❚  Esophageal manometry
clinches the diagnosis

Esophageal manometry is the gold stan-
dard for diagnosis. In achalasia, ma-
nometry shows poor peristalsis of the 
esophageal body and a constricted LES 
that does not relax suffi ciently with swal-
lowing.3 Manometry cannot, however, 
reliably distinguish primary achalasia 
from pseudoachalasia. 

Barium swallow studies and endos-
copy can assist in the diagnosis and 
help rule out pseudoachalasia. Timed 

090_JFP0209   090090_JFP0209   090 1/22/09   11:16:58 AM1/22/09   11:16:58 AM



FAST TRACK

Bilateral leg edema and diffi culty swallowing

 VOL 58, NO 2 / FEBRUARY 2009 91www.jfponline.com

barium studies can show a lack of peri-
stalsis, an air-fl uid level at the top of a 
barium column retained within the di-
lated esophagus, and the narrowing of 
the distal esophagus into the pathogno-
monic “bird’s beak” of primary acha-
lasia.4 Endoscopy can visualize a mass 
beyond the LES, but cannot adequately 
assess esophageal peristalsis or LES 
relaxation.1

In our patient’s initial workup, a CT 
(FIGURE 2), barium study (FIGURE 3), and 
endoscopy were all used to rule out an 
obstructive lesion.

❚  Treatment targets 
the constricted LES

The goal of treatment in achalasia is to 
help food move through the constricted 
LES. Pharmacologic therapy, used to 
decrease LES resting tone, has limited 
benefi t and becomes less effective as 
the disease progresses. Calcium channel 
blockers, particularly nifedipine, and 
nitrates are the most commonly used 
agents.5 

Pneumatic dilation is the most effec-
tive nonsurgical treatment of achalasia. 
It involves the controlled rupture of LES 
muscle fi bers to dilate the sphincter and 
allow gravity to move food from the 
esophagus into the stomach.6 Symptom 
improvement lasts for 60% of patients 
at 1 year, 50% at 5 years, and 36% at 
10 years. Repeated dilations are possible 
and sometimes necessary, but have di-
minishing success rates. The most worri-
some complication of pneumatic dilation 
is esophageal rupture, which occurs 2% 
of the time.5 

Botulinum toxin injection is another 
accepted nonsurgical therapy and is 
recommended for patients who would 
like to avoid more invasive treatment. 
When injected into the LES, the toxin 
causes temporary atrophy of the neu-
rons responsible for LES contraction. 
After the procedure, 70% of patients 
report improvement in symptoms, with 
half in remission at 6 months and one-

third at 1 year. Patients may require re-
peat injections every 3 to 4 months, but 
the toxin’s effectiveness diminishes with 
each injection.6 

The laparoscopic Heller myotomy in-
volves cutting the LES muscle, making it 
incompetent and allowing food boluses 
to pass through the LES. Ninety percent 
of patients experience symptom relief 
after surgery,5 with 10-year remission 
rates of 67% to 85%.1 Comparisons to 

FIGURE 2

A chest CT revealed a distended esophagus—at times 

8 cm in diameter—from the thoracic inlet to the gastric 

inlet, strongly suggestive of achalasia. The patient’s 

trachea was displaced anteriorly, his posterior right lung 

was compressed, he had bilateral pleural effusions, 

and had generalized edema that was suggestive of 

anasarca.

Massively distended esophagus

FIGURE 3

A barium swallow study showed diffuse enlargement of 

the esophagus with a narrowing “bird’s beak” near the 

esophagogastric junction, consistent with achalasia.

The “bird’s beak” of achalasia

It was remarkable 
how far the 
patient’s disease 
had progressed 
before he sought 
treatment.
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pneumatic dilation do not show signifi -
cant differences in outcomes over time, 
although most studies favor myotomy 
over dilation. 

Surgical treatment is indicated for 
patients who are younger than 40 years 
of age, those who have failed repeated 
nonsurgical therapies, and those at high 
risk of esophageal perforation.5

❚  Patient’s course
highlights Tx risks

Due to the severity of the patient’s 
achalasia, a Heller myotomy was per-
formed. During the postoperative pe-
riod he had several complications. He 
ultimately died from an uncontrollable 
hemorrhage after an esophageal perfo-
ration, highlighting the seriousness of 
this disease and the risks inherent to its 
treatment. ■
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The diagnosis and management of psychotic and mood disorders is an evolv-
ing process and an important clinical topic for primary care clinicians (PCPs). 

Although many reports exist on the prevalence and treatment of depression in pri-
mary care, far less information is available about patients in this setting with depres-
sion accompanied by symptoms of mania or hypomania.1

To facilitate a dialogue on the identifi cation and treatment of psychotic and 
mood disorders, we invited 4 expert faculty members to present actual patient cases 
followed by a panel discussion in which the collective experience of all the faculty 
lends further practical insights into the nuances of management of such patients 
in both inpatient and outpatient settings. In particular, these cases underscore the 
importance of being alert to critical clues in a patient’s history or the family’s history. 
A larger version of this panel discussion appears in a supplement to the December 
2008 issue of CURRENT PSYCHIATRY. We’ve extracted the portion that we felt would be 
of most interest to primary care providers.

The case selected for presentation here is by David Muzina, MD, and concerns 
a 20-year-old man who was referred for psychiatric evaluation by his PCP and psy-
chologist for treatment of mood swings, anxiety, and confusion. He had been given 
sertraline and then venlafaxine, but discontinued both medications on his own. His 
symptoms began rather abruptly 14 months earlier, coinciding with an intense pro-
gram of weight lifting and supplement use to change his self-described smallness. 
Profound, persistent sadness and feeling “dead inside” were his chief complaints, 
and they had led to a break-up with his girlfriend, which distressed him greatly and 
preoccupied his thinking. He also believed his parents were hiding from him the 
truth of a signifi cant birth defect.

Following the case presentation is a faculty discussion of several pivotal issues 
in the management of mood disorders:

• Pitfalls to avoid during the diagnostic evaluation
• Pros and cons of monotherapy and combination therapy
•  Mechanisms of action of available medications and implications for an eff ec-

tive treatment plan
•  Suggestions for enabling patient compliance with prescribed regimens
We hope the insights you glean from this exchange of practical clinical issues 

will enhance and confi rm your own approach to diagnosing and treating patients 
with psychotic and mood disorders.
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