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Black esophagus as a cause
of acute digestive tract
hemorrhage

Sir,
Acute esophageal necrosis or

"black esophagus" is a rare entity be-
cause of the generally good vascula-
ture of the esophagus. It has been
described mainly in people with nu-
tritional deficit, septicemia or poor
hemodynamic status. Clinically, it
usually presents as isolated episodes
of upper gastrointestinal (UGI) bleed-
ing, with risk of perforation and,
therefore, of high morbidity and
mortality. The diagnosis is made by
endoscopy: black lesions of the
esophageal mucosa are observed,
typically interrupted at the Z line lev-
el. We present a case of black esoph-
agus diagnosed after an episode of
melena and anemia.

This was a 68 year-old man with
Parkinson's disease during 20 years, treat-
ed with levodopa-carbidopa, who had
undergone surgery for a fractured hip
one month earlier. He visited the ED for
fever and pain in the surgical wound with
purulent exudate during 5 days. Physical
examination showed blood pressure of
112/55 mmHg, heart rate 90 bpm and
mild hypohydration. Laboratory tests
showed: hemoglobin (Hb) 10.3 g/dl,
hematocrit 31%, leukocytes 16,000/mm3

with 85% neutrophils, total protein 4.9
g//dl and serum albumin 2.7 g/dl. The
remaining parameters were within normal
limits. While in the ED, he presented a
deposition with characteristics of melena,
and Hb decrease of 2 g/dl. Urgent oral
panendoscopy showed erythematous mu-
cosa with blackish areas suggestive of
necrosis as from the proximal third of the
esophagus, with greater involvement of
the distal third (Figure 1). The mucosa of
the antrum and gastric fundus was nor-
mal, with abundant remnants of blood.
Biopsy was rejected because of the risk of
perforation. Chest computed tomography
(CT) scan showed esophageal concentric
wall thickening, distally at the carinal lev-
el, which ruled out pneumomediastinum,
acute mediastinitis and aortic disease. The
results of blood cultures were received 48
hours later, which coincided with those of
surgical wound exudate culture, with in-
fection by methicillin-resistant Staphylo-
coccus aureus (MRSA). The patient im-
proved during the following days, treated
with parenteral nutrition, continuous infu-

sion of omeprazole, intravenous
meropenem and vancomycin. Transfusion
with hemoderivatives was required. The
patient was later hospitalized to continue
treatment. Anemia necessitated further
transfusion. New chest CT findings were
no different. The patient’s general condi-
tion then deteriorated, with hemodynam-
ic instability, leading to death 8 days after
admission.

UGI bleeding is the most frequent
type of gastroenterological emer-
gency1. It most commonly originates
with peptic ulcer1, while esophageal
causes range between 1.3 and
15%1,2. However, necrotic esophageal
ulcers have been described in caustic
poisoning, herpes infections or phar-
macological lesions3.

Black esophagus, or acute necro-
tizing esophagitis was first described
by Goldenberg et al. in two cases in
the 1990s4. Precise incidence rates
are not known. In autopsy series an
incidence of around 0.28% has been
reported5. It is more common in
men, with a peak incidence in the
sixth decade, more common in
those with concomitant diseases
such as diabetes, cancer, protein-en-
ergy malnutrition, hypertension, al-

coholism and coronary heart disease
among others5. Our case reflects hy-
pohydration, with nutritional deficit
and active bacteremia secondary to
prosthetic MRSA infection.

The specific etiology of this syn-
drome is multifactorial, although
blood hypoperfusion is the most
common. Thus, situations such as
hypovolemia secondary to sep-
ticemia, heart failure, acute bleeding,
delayed gastric emptying, hypother-
mia or shock have been described as
precipitating factors5,6. Our patient
had not been diagnosed with hiatus
hernia or reflux disease, but gastroin-
testinal motility disorder may be as-
sumed due to his long-standing
Parkinson’s disease. Also, the recent
orthopedic surgery and convales-
cence period could have contributed
to altered homeostasis. The case
clearly showed ischemic necrotic le-
sions, more noticeable in the distal
esophagus section but also visible in
the proximal third. Characteristically,
the lesions were interrupted at the
level of the cardia5. Endoscopy in this
case showed the gastric mucosa to
be completely free of injury. Clinical
expression is usually in the form of
melena or coffee ground vomiting7.

Cases of incidental CT findings
for other reasons in asymptomatic
patients have been reported8,9. Other
symptoms such as dysphagia, ab-
dominal pain and vomiting may be
found in some cases5. Laboratory
findings include anemia and leukocy-
tosis. Definitive diagnosis is made by
endoscopy showing hyperemia of
esophageal mucosa, with black areas
up to the Z line. Biopsy is not neces-
sary5. Nevertheless, the histological
characteristics of black esophagus in-
clude the absence of viable epitheli-
um, abundant necrotic tissue, abun-
dant inflammatory infiltrate with
muscle cell degeneration and the
presence of micro-thrombi5. These
samples must also be microbiologi-
cally analyzed to exclude other infec-
tious etiologies. CT scan is recom-
mended, to rule out esophageal
perforation and aorto-esophageal fis-
tulae in patients with aneurysms5.
Treatment consists of absolute diet
and parenteral nutrition until resolu-
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Figure 1. Endoscopic images of the proximal
(upper) and distal (lower) third displaying
blackish areas corresponding to necrosis.
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tion of the picture. Broad spectrum
antibiotic therapy and proton pump
inhibitors are the other two pillars of
therapy7. Some authors have added
oral sucralfate infusion, with mixed
results7. In addition to these meas-
ures, treatment directed at the ac-
companying diseases is necessary:
restoration of blood volume, control
of infection, restoration of nutritional
status, etc.5,7. In our case, the new
anemia that appeared during evolu-
tion was attributed to persistent or
worsening necrosis, which led to hy-
povolemic shock. This, along with
active bacteremia due to a microor-
ganism with an aggressive course
(MRSA), could explain the fatal out-
come. Mortality, estimated at 35%,
is mainly conditioned by underlying
diseases10,11. One quarter (25%) of
cases that do survive present compli-
cations, such as esophageal stenosis,
which requires endoscopic dilation10.
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Concomitant
microcrystalline arthritis and
septic arthritis: an important
possibility to consider when
evaluating of monoarthritis
in the emergency
department

Sir,
We have read with great interest

the review of "Monoarthritis in the
emergency department" by E. Re-
vuelta1. It provides a complete and
detailed presentation of the clinical
management of two of the most im-
portant varieties, namely acute infec-
tious and microcrystall ine
monoarthritis. We believe it is impor-
tant to point out that the possibility
of coexistence of both diagnoses
must be considered during assess-
ment of this syndrome. Acute
monoarthritis is one of an important
group of reasons for ED visits for
non-traumatic musculo-skeletal dis-
ease2,3, although prevalence in our
setting is not fully determined. Septic
arthritis is the type of monoarthritis
whose diagnosis (positive or nega-
tive) is of great interest because of
the risk of joint damage, loss of func-
tion or sepsis4.

Due to its increased prevalence,
microcrystalline arthritis is commonly
diagnosed in clinical practice when
microscopic examination under po-
larized light shows the presence of
crystals5. In fact, the two types of
monoarthritis share certain clinical
and analytical characteristics: fever,
synovial liquid leukocyte count above
50,000/μL, leukocytosis in peripheral
blood and elevated acute phase re-
actants6. In addition, there are situa-
tions in which synovial fluid Gram
stain is not diagnostic6. Finally, epi-
demiological characteristics that con-
dition the diagnosis of microcrys-
talline arthritis include the presence
of previous episodes, tophi 5 or radi-
ological evidence of intra-articular
calcification7. The coexistence of sep-
tic and microcrystalline arthritis has
been described previously, although
the pathophysiology underlying it re-
mains uncertain6,8-10. It has been esti-
mated that the prevalence of syn-
ovial f luid infection in
microcrystalline monoarthritis is 5%6.

It is imperative that all synovial
fluid be subjected to microbial study
even when microcrystalline arthritis is
predominantly suspected, as well as
synovial fluid culture even when no

germs are detected by Gram stain9.
The coincidence of these two
pathologies remains rare, despite the
greater frequency of infiltration per-
formed in patients with inflammatory
arthritis, so that there may be other
mechanisms that explain it10.
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Kawasaki disease in an
adolescent boy

Sir,
We recently attended a 14 year old

boy with unremarkable medical history
who visited the emergency department
complaining of daily fever up to 40°C
during eleven days. This was associated
with fatigue, odynophagia and dysphagia
with a generalized scarlatiniform rash
with progressive distal peeling. He was
initially treated by his family doctor with
amoxicillin and ibuprofen for possible
scarlet fever. Physical examination
showed fever (38.8°C), diffuse erythema-
tous rash (erythrodermic), with mi-
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cropapular eruption (scarlatiniform). The
eruption was most intense on the palms
and soles, slightly edematous and hard-
ened, with a hyper-chromic appearance.
Peeling was faciocraneal, and on the
palms and soles. He also showed purulent
conjunctivitis, red lips, cracked and crusty
strawberry-colored tongue with papillitis.
The remainder of the physical examina-
tion was normal. Laboratory tests
showed: GPT 102 mg/dL, CRP 14.7
mg/dL, ESR 63 mm, lactate 35 mg/dL,
RBC 3.92 106/μL, Hb 12.5 g/dL, WBC
18.4 103/μL, platelets 525 103/μL, and
negative mononucleosis test. The boy
was admitted to the department of pedi-
atrics, where he remained for four days to
complete the study with serological tests
(cytomegalovirus, Epstein Barr, her-
pesvirus 6, parvovirus), blood cultures,
urine cultures, stool and throat cultures
(all negative), and abdominal ultrasound
and echocardiography (both unremark-
able). With a suspected diagnosis of
Kawasaki disease (KD), he was treated
with IV immunoglobulins (IVIG), acetylsal-
icylic acid -ASA- (1 g/6 hours) and oral
omeprazole, and was discharged afebrile
with continuous ASA (125 mg/24 hours).
The patient was readmitted on the twen-
tieth day due to relapse, with fever and
generalized rash. Imaging tests showed
hydrops of the gallbladder and splenome-
galia. Enzymatic alteration of liver was al-
so found, as well as persistent eosinophil-
ia and very high IgE values. Suspecting
DRESS syndrome (Drug Rash with
Eosinophilia and systemic symptoms) sec-
ondary to ASA (not confirmed later), ASA
was withdrawn and clopidogrel and IV
steroids were administered, resulting in
clinical and laboratory test improvement
within a few days.

First described by Tomisaku
Kawasaki in Japan in 1961, KD is the
most common cause of heart disease
acquired in childhood1-4. Reported in
all age groups, 80% of cases occur
in children under 5 years of age and
predominantly of Asian descent1-7.
KD is rare in adults and diagnosis is
difficult outside of children8. Of un-
known etiology, epidemiological data
suggest one or more infectious
agents trigger an abnormal inflam-
matory response in genetically pre-
disposed individuals6. The Japanese
Ministry of Health established the di-
agnostic criteria which were then
adapted by the American Heart Asso-
ciation and the American Academy
of Pediatrics (AAP)6,7 (Table 1). The
disease involves self-limited panvas-
culitis of the small and medium size
muscular arteries, with a predilection
for coronary arteries3,5,7-9. Clinical
manifestations usually appear se-
quentially, often divided into three
phases: the acute phase with fever,
conjunctivitis, oral erythema, erythe-

matous swelling of the hands and
feet, rash, cervical lymphadenopathy,
aseptic meningitis, diarrhea, liver
dysfunction, myocarditis, pericardial
effusion and coronary vasculitis. In
the subacute phase there is distal
peeling and thrombocytosis, and at
this stage coronary aneurysms may
occur with risk of sudden death. In
the final stage, clinical signs disap-
pear and acute phase reactants nor-
malize3,6,7. Typical laboratory findings
include leukocytosis, normocytic ane-
mia, thrombocytosis and elevated
ESR and PCR1,3,7 PCR. KD, when pres-
ent in an adult, more frequently
manifests with cervical lym-
phadenopathy, hepatitis and arthral-
gia8,9. Differential diagnosis includes
measles, rubella, scarlet fever, strep-
tococcal erythroderma, Stevens-John-
son syndrome, toxic shock, drug re-
active eruption, leptospirosis and
juvenile rheumatoid arthritis1. DRESS
syndrome is a severe toxicoderma
produced by drugs which could also
considered in the differential diagno-
sis of KD10. Although KD mortality
rate is low (generally 1.25)7, if it is
not treated rapidly there is a high in-
cidence of cardiovascular damage,
especially coronary6. Treatment is
based on a single infusion of IVIG at
2 g/kg (the AAP recommends infu-
sion on the 5-7th day of onset), used
in combination with ASA with doses
of 80-100 mg/kg/day3,6-9.  Once
afebrile during 48 to 72 hours, as-
pirin is given at antiplatelet doses of
3-5 mg/kg/day3,7-9 for about six to
eight weeks6,7,9 or until a normal
echocardiogram is obtained. Other
antiplatelet agents such as clopido-
grel and Ticlopidine, alone or com-
bined with ASA, can be beneficial in
some patients3,7. The use of corticos-
teroids is controversial; they are rec-
ommended when there is no re-
sponse to IVIG3,6-9. Other treatments
(cyclophosphamide or cyclosporine A
associated with corticosteroids, uli-
nastatin) have been used with good
results in small series of patients. In-
fliximab (antiTNFα) could be consid-
ered in KD patients unresponsive to
IVIG or corticosteroids3,7. There is in-
sufficient evidence to support the
use of other therapeutic proposals
such as plasmapheresis, antiplatelets,
pentoxifylline or statins6,7.
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Syncope and sinus
bradycardia in a cocaine and
cannabis user 

Sir,
Cardiovascular complications of

cocaine use are well defined1, al-
though bradyarrhythmia has scarcely
been mentioned2. Cocaine consump-
tion is not generally considered in
the differential diagnosis of syncope2.

Table 1. Kawasaki disease: criteria
for clinical diagnosis6,7

Fever lasting more than five days with 4 of the
following signs:
1.Bilateral conjuntival hyperemia.
2.Alterations of the lips and oral mucosa:

• Purplish tongue.
• Oropharyngeal rash.
• Lips: cracked, dry, erythematous.

3.Extremity skin changes:
• Erythema of the palms and soles.
• Indurated edema of hands and feet.
• Peeling fingers.

4.Polymorphous exanthema (predominantly
on the trunk).

5.Cervical adenopathy (> 1.5 cm in diameter,
acute, non-suppurative).

For points 2 and 3, one of the possible
symptoms is sufficient.
In addition, symptoms cannot be attributed to
any other well-known process.
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A 31 year-old woman, a cocaine and
cannabis consumer, with otherwise unre-
markable history, was referred to the
emergency department after an episode
of syncope. Out-of-hospital medical at-
tention had noted a blood pressure (BP)
of 95/55 mmHg and heart rate (HR) of
45 bpm. On arrival at the emergency de-
partment, the patient was asymptomatic
and had no chest pain, palpitations or
dyspnea. There was no history of syn-
cope. She admitted having consumed co-
caine and cannabis in the previous hours.
On physical examination, she was
afebrile, with BP 97/70 mmHg, HR 46
bpm, and arterial oxygen saturation was
100%. Blood test was normal, and urine
tested positive for cocaine and cannabis
metabolites. ECG showed sinus rhythm of
58 bpm, first degree atrioventricular
block and QTc of 416 ms. Cranial CT
scan was normal. The patient was kept
under observation for 10 hours. The ECG
at discharge showed: normalized intra-
ventricular conduction with a QTc interval
of 379 msec.

Syncope is a transient loss of con-
sciousness with spontaneous recov-
ery, without chemical or electric car-
dioversion. The etiology may be
neurological, metabolic, psychiatric
or cardiac. Cardiopathy is the most
common and is associated with the
highest mortality rate3.

Cocaine consumption in Spain
accounts for 28.6-66% of emergency
visits for substances of abuse4,5. Elec-

trocardiographic changes secondary
to consumption include elongation
of the QTc interval6. Arrhythmias,
with extreme heart rates, may de-
press cardiac output to produce syn-
cope1. Sodium channel blockade is
the major reason for cocaine-users
predisposition to arrhythmia7, al-
though the mechanism whereby
brady-arrhythmia is produced is not
well known. Cocaine can depress si-
nus node automaticity and cause AV
node conduction block8. Other fac-
tors may include localized sinoatrial
artery spasm, inferior myocardial in-
farction, vagal stimulation during in-
halation and direct toxic effect2. The
consumption of cannabis can cause
bradycardia and hypotension due to
decreased sympathetic tone9. In our
case, the association of cocaine and
cannabis could have enhanced the
bradycardia effect and caused the
syncope, although it is possible there
may have been QTc interval prolon-
gation with ventricular tachycardia of
the torsade de pointes type as the
cause of syncope, which subsequent-
ly reverted to sinus bradycardia.
Emergency physicians should be
aware of this association, especially
when evaluating syncope in young
people. Toxicological analysis should
be indicated in the evaluation of syn-
cope in certain circumstances.
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