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in Crohn’s disease. Furthermore, pancreatitis and exocrine pancre- INTRODUCTION

atic insufficiency have rarely been reported as initial manifesta- |ytestinal pseudoobstruction has not been previously described

tions of Crohn’s disease in children (10). in Lyme disease. The temporal association of intestinal pseudoob-

struction with Bell’s palsy occurring in a patient with Lyme disease
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33, D-48149 Muster, Germany. CASE REPORT
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We report here a case of acute Lyme disease in a 61-yr-old
man who developed a facial nerve paralysis and a relentless
intestinal pseudoobstruction 2 wk after the initial prodrome.
Both the facial nerve paralysis and pseudoobstruction per-
sisted for a month until the patient sought medical attention.
Both lesions resolved only after treatment for Lyme disease
was initiated. The temporal association of the pseudoobstruc-
tion with the somatic cranial neuropathy and the response of
both to specific therapy for Lyme disease suggest that the
former was likely the result of a reversible autonomic neurop- v
athy or dysfunction. (Am J Gastroenterol 1998;93:1179-1180. Fic. 1. Abdominal x-ray on presentation, showing dilated loops of small
© 1998 by Am. Coll. of Gastroenterology) and large bowel.
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habits gradually returned to normal. A colonoscopy done at that such as peritoneal irritation, chronic hypocalcemia, hypokalemia,
time was normal. hypomagnesemia, or hypothyroidism. The patient had been pre-
scribed dicyclomine, but this in fact was for symptoms of
DISCUSSION pseudoobstruction that had already been present-fowk. Be-

During the course of systemic infections, mild evanescent gas- sides, he took only two to three 10-mg tablets and had discontinued
trointestinal symptoms are not uncommon. In fact, anorexia, nau- the medication 2 days before seeing us, as he felt it exacerbated his

sea, vomiting, and right upper quadrant tenderness may be seerProblem. That the symptoms completely_resolved, and haye not
early on in the course of Lyme disease in a small percentage of recurred over t_he past 9 months, effectively rules out primary
patients (1). Such symptoms however, are not the result of pseudoobstruction or causes of permanent secondary pseudoob-
pseudoobstruction. Our patient's symptoms were progressive angstruction.

relentless over several weeks. He developed constipation culmi- Recovery from sensory neuropathies associated with Lyme dis-
nating in obstipation, with diffuse small and large bowel dilation, €ase generally takes several weeks after specific therapy is initi-
in the absence of mechanical obstruction. These are the hallmarksated, as did the facial nerve palsy in our patient. Although the onset
of intestinal pseudoobstruction (2). Intestinal pseudoobstruction Of recovery of his abdominal symptoms began 4 days after the
can be either myogenic or neurogenic in origin. Although it is initiation of treatment, their complete resolution took considerably
impossible to be certain of the underlying mechanism in our longer.

patient, it is unlikely for this episode to have been caused by an
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ally to accompany somatic neuropathies such as the Guillain-Barre
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