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Ogilvie’s syndrome in a patient with multiple myeloma
Multipl myelomal› bir hastada Ogilvie’s sendromu
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Ogilvie’s syndrome is characterized by physical examination
and radiologic findings indicative of mechanical obstruction
but in which no physical obstructive process can be found.
Many factors have been associated with this syndrome which
include electrolyte imbalance, systemic infection, drugs, and
occasionally, neurologic disease. A case of acute colonic pseudo-
obstruction is presented which developed in a patient with mul-
tiple myeloma. The patient presented with severe thoracic pain,
persistent and increasing abdominal distention and lack of
bowel sounds. Plain radiography and ultrasonography
revealed massive dilatation of the right and transverse colon.
Nasogastric aspiration was initiated and all analgesic drugs
were withdrawn. Erythromycin was given for nine days as pro-
kinetic and a rectal tube was inserted for one day. Abdominal
distention gradually disappeared within one day of nasogastric
and rectal tube insertion and with multiple myeloma manage-
ment. 

Ogilvie's syndrome is a very rare complication of multiple
myeloma. Only one case of Ogilvie's syndrome with multiple
myeloma has been reported in the literature. This case report of
Ogilvie’s syndrome in a patient with multiple myeloma is the
second case report in the literature.
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Ogilvie's sendromu, fizik muayene ve radyolojik olarak
mekanik barsak obstrüksiyonunu düflündüren ancak obstrük-
siyon yapan organik bir  nedeninin bulunmad›¤› bir tablodur.
Elektrolit imbalans›, sistemik infeksiyonlar, baz› ilaçlar,bazen
de nörolojik hastal›klar bu duruma neden olur. Burada, multi-
pl myelomal› bir vakada geliflen Ogilvie's sendromu rapor
edilmektedir. Bu vakada fliddetli torakal a¤r›, kar›nda daimi
ve artan distansiyon, barsak seslerinde kay›p mevcuttu. Ayakta
direkt bat›n grafisinde ve ultrasonografide, özellikle sa¤ kolon
ve transvers kolonda massif geniflleme vard›. Hastaya nazogas-
trik aspirasyon yap›ld› ve tüm analjezikler kesildi. Rektal tüp
tak›ld› ve hastaya 9 gün süreyle prokinetik amaçla eritromisin
verildi. Kar›nda distansiyon, rektal tüp, nazogastrik aspirasy-
on ve multipl myeloma tedavisi ile azalmaya bafllad›.

Ogilvie's sendromu, multipl myeloma'n›n nadir bir komp-
likasyonudur. Literatürde sadece bir vakada multipl myeloma-
da geliflen Ogilvie's sendromu mevcuttur. Bizim vakam›z, mul-
tipl myelomada geliflen literatürdeki ikinci Ogilvie's sendromu
vakas›d›r.

Anahtar kelimeler: Ogilvie's sendromu, Multipl Myeloma.

INTRODUCTION

In 1948, Ogilvie described two patients with
colonic pseudo-obstruction caused by malignant
infiltration of the celiac plexus and attributed the
syndrome to sympathetic deprivation (1). This
severe form of adynamic ileus, also known as
Ogilvie’s syndrome, is associated with a wide vari-
ety of medical and surgical conditions. Although
the pathophysiology of acute colonic pseudo-
obstruction is not fully understood, it is thought to
result from an imbalance in the regulation of
colonic motor activity by the autonomic nervous
system. To our knowledge, there is only one previ-
ous report in the literature of Ogilvie’s syndrome

associated with multiple myeloma and this is the
second case report to be presented.

CASE  REPORT

A 55-year-old male presented with severe thoracic
pain, persistent and increasing abdominal disten-
tion and absence of bowel sounds. The diagnosis of
multiple myeloma was made on the basis of bone
marrow aspiration, mild hypercalcemia (10.4
mmol/l), hyperproteinemia, hyperglobulinemia
and high sedimentation rate (108 mm/h). In the
protein electropheresis, beta globulin level was
high (37.3 % g/dl, n: 8.5-14.5 g/dl). Typically, the



myeloma cells were moderately large (15 to 30
mm), round or ovoid, and contained a nucleus
about 5 to 7mm in diameter. The bone marrow
contained 35% myelomatous plasma cells. Plain
radiography and ultrasonography revealed mas-
sive dilatation of the right and transverse colon,
there were no air fluid levels or evidence of free
air. In direct abdominal x-ray, the caecum diame-
ter was 10.5 cm and ascending colon diameter was
11.5 cm. A thorough physical examination and
rigid sigmoidoscopy revealed no mechanical cause
for the colonic distention (Picture 1) and it was
diagnosed as acute colonic pseudo-obstruction
(Ogilvie’s syndrome). Bowel sounds were normoac-
tive and the stool was negative for occult blood.
Nasogastric aspiration was initiated, oral feeding
discontinued and all analgesic drugs were with-
drawn. Erythromycin was given for nine days as
prokinetic and a rectal tube was inserted for one
day. Abdominal distention gradually disappeared
with nasogastric and rectal tube insertion and
multiple myeloma management. He remained
afebrile, had a normal white cell count, and was
not acidotic. 

DISCUSSION

Ogilvie’s syndrome consists of massive dilatation
of the colon in the absence of mechanical obstruc-
tion. Although the pathophysiology of acute
colonic pseudo-obstruction is not fully understood,
it is thought to result from an imbalance in the
regulation of colonic motor activity by the auto-
nomic nervous system. There is now a better
understanding of the autonomic innervation of the
colon. The parasympathetic nervous system
increases contractility, whereas the sympathetic
nerves decrease motility. Multiple pharmacologic
and metabolic factors, as well as spinal and
retroperitoneal trauma, can alter the autonomic
regulation of colonic function, leading to excessive
parasympathetic suppression, sympathetic stimu-
lation, or both. This imbalance results in colonic
atony or pseudo-obstruction and forms the ratio-
nale for pharmacologic manipulation of the auto-
nomic innervation of the colon in patients with
this condition.

Ogilvie’s syndrome is a rare condition usually
arising in elderly patients ( 3), many of whom have
concomitant medical or surgical problems. Several
conditions have been associated with the develop-
ment of Ogilvie’s syndrome; these include elec-
trolyte abnormalities, myocardial infarction, res-

piratory failure (3), sepsis and burns (4, 5),),
obstetric or gynecologic procedures (3, 6), acute
myeloid leukemia (7) orthopedic surgery (8, 9),
urologic surgery, renal transplantation (10), pan-
creatitis, and certain drugs (11-13). However, the
precise pathophysiology involved in these various
conditions is yet to be clarified. 

Multiple myeloma (MM) is a neoplasm of mature
and immature plasma cells (14). The clinical man-
ifestations of this disorder are a result of the pro-
liferation and accumulation of these cells, the
effect of marrow replacement by them, and the
pathologic manifestations occasioned by their
overproduction of certain proteins and their con-
stituent polypeptide chains (M-components). The
incidence of Ogilvie’s syndrome in patients with
multiple myeloma is unknown. Only one case of
Ogilvie's syndrome with multiple myeloma has
been reported in the literature (2). An elderly
Spanish patient had been admitted to hospital
with colonic obstruction due to Ogilvie’s syndrome
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Figure 1. Plain abdominal radiograph shows abdomi-
nal distension with dilatation of the colon.



and successful decompression had been achieved
by colonoscopy. Our case is the second case report
in the literature. The mechanism involved in
Ogilvie’s syndrome associated with multiple
myeloma, whether it was a manifestation of sub-
tle neuro-hormonal imbalances, electrolyte distur-
bances, or altered functioning of the autonomic
nervous system as originally suggested by Ogilvie,
is unknown. The authors believe that some meta-
bolic factors, immobilization and sympathetic
stimulations can also play an important role in
the pathophysiology of Ogilvie’s syndrome.

The treatment of colonic pseudo-obstruction
varies with the condition of the patient and the
severity of symptoms. The first step is to ascertain
that there is no mechanical obstruction that
requires operative correction. Most patients
deserve a trial of conservative therapy first, since
the vast majority of patients will respond to non-
operative treatment. This includes strict cessation
of oral intake, insertion of a nasogastric tube,
intravenous fluid administration, correction of
any underlying electrolyte abnormalities and pos-
sibly the insertion of a rectal tube. Other adjunc-
tive measures that have been effective in certain
clinical situations include endoscopically placing a
long tube into the proximal colon (15) and the use
of certain medications such as neostigmine (16-19)
and erythromycin  (21) to stimulate colonic activi-
ty. Patients who do not respond to conservative
measures or who develop signs of impending or
actual bowel necrosis warrant immediate explo-
ration. The signs and symptoms that warrant con-
sideration of operative intervention include
increasing white blood cell count, fever, worsening
abdominal tenderness, and a cecal diameter equal
to or greater than 12 cm (17). The approximate
risk of spontaneous perforation is three percent,

with an attendant mortality rate of 50 percent.
Most cases respond to conservative management.
Although its value is unproved, colonoscopic
decompression is often performed to prevent
ischemia and perforation of the bowel in patients
who have no response to conservative manage-
ment. Colonoscopy has been the principal tool for
decompression in acute colonic pseudo-obstruc-
tion, known as Ogilvie's syndrome (2,7,15), but is
technically difficult and not always successful.
Colonic distention may reccur in up to 40 percent
of patients despite initial decompression. The
results of three uncontrolled studies suggest that
the intravenous administration of neostigmine, an
acetylcholinesterase inhibitor, produces rapid
colonic decompression in patients with acute
colonic pseudo-obstruction (18-21). This pharma-
cologic approach is based on the theory that acute
colonic pseudo-obstruction is the result of ineffec-
tual colonic motility caused by excessive sympa-
thetic stimulation, parasympathetic dysfunction,
or both. Ogilvie's syndrome may resolve with con-
servative treatment, but if the cecal diameter con-
tinues to increase, other treatments (neostigmine,
colonoscopy or laparotomy) may be needed to pre-
vent perforation of the colon. In our case, Ogilvie’s
syndrome resolved with conservative treatment
and multiple myeloma management.

In conclusion, Ogilvie's syndrome, or acute colonic
pseudo-obstruction, is a very rare complication of
multiple myeloma. This association has previous-
ly been described only once to our knowledge and
our case report of Ogilvie’s syndrome in a patient
with multiple myeloma is the second such case
report in the literature. 
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