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Herpes zoster is characterized by a unilateral painful skin 
rash and bullae according to the dermatome, and is caused by 
reactivation of the varicella zoster virus (VZV). Peripheral mo-
tor neuropathy, called segmental zoster paresis, is an unusual 
complication of herpes zoster (2.5-9.4%) [1]. Visceral neuropa-
thy has been also reported, with urinary retention, cystitis, and 
colonic pseudo-obstruction [2]. Gastrointestinal symptoms 
caused by herpes zoster infection are extremely rare phenom-
ena. We present a patient who showed the uncommon visceral 
neuropathy after zoster infection.

A 74-year-old female patient visited our pain clinic due to the 
painful skin lesions. On exam, the patient had rashes and bullae 
in the left T-10 dermatome distribution, which was accompa-
nied by allodynia and hyperalgesia. She complained constipation 
and abdominal distention developed two days after the onset of 
skin lesion. 

Her medical history was unremarkable, and she previously 
had regular bowel habits and no medication causing constipation. 
The abdomen was soft, non-tender without distention or palpable 
mass. Bowel sounds were normal. Laboratory studies were nor-
mal, and plain abdominal radiograph had a non specific finding 
of fecal impaction.

She kept the epidural catheterization and medication with 
pregabalin 150 mg, nortriptyline 10 mg and tramadol/acetamin-
ophen combination tablets 3T per day. After relieving the pain, 
her main complaints were constipation and abdominal disten-
tion. Tramadol/acetaminophen combination tablets and nor-

triptyline were discontinued and epidural catheter was removed 
on the seventh day of hospitalization.

For further evaluation of the gastrointestinal symptoms, the 
patient was transferred to the gastroenterology service at the 
hospital. The patient underwent colonoscopy, which did not 
reveal a specific finding besides. The patient was managed with 
mosapride, trimebutine, magnesium hydroxide, and bowel en-
emas, and the gastrointestinal symptoms gradually improved 
over the remainder of the 14 day hospitalization. At follow up 
clinic visit, the patient reported complete resolution of gastroin-
testinal and herpes zoster symptoms.

Visceral neuropathy with herpes zoster infection can present 
with urinary retention, cystitis, and colonic pseudo-obstruction 
[2]. There is also a report have found severe constipation after 
lower thoracic segment herpes zoster [3]. In that case, although 
there was no radiologic finding of bowel obstruction, they pos-
tulated that the pathogenesis of intestinal pseudo-obstruction 
followed by herpes zoster could explain their case.

There were three hypotheses explaining the pathogenesis of 
herpes zoster induced intestinal pseudo-obstruction. The first 
is direct viral involvement of the intrinsic intestinal autonomic 
nervous system through the myenteric plexus. The second is 
localized parietal and visceral peritoneal inflammation from 
the vesicular eruption of the overlying dermatome. The third is 
involvement of extrinsic autonomic nervous system followed 
by the infection of anterior horn of the spinal cord [3]. Fur-
thermore, Pui et al. [4] have demonstrated evidence of VZV 
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infection in the muscularis propria and myenteric plexus within 
resection specimen through the immunohistochemistry study. 
They postulated that the viral involvement of the neuronal 
plexus and muscularis propria had led to muscle injury and sub-
sequent intestinal motility disturbance. Generally, the prognosis 
is good, and conservative medical treatments are adequate in the 
management of colonic pseudo-obstruction with herpes zoster 
[3].

In the present case, the patient had complained of consti-
pation and abdominal distention prior to epidural injection, 
and the symptoms persisted after epidural catheter removal. 
Although constipation is a known adverse effect of tricyclic an-
tidepressant and pregabalin, the patient’s symptom had already 
begun before administration of medication. Therefore, we could 
exclude the possibilities for the epidural or medication induced 
gastrointestinal problem. 

Our patient’s gastrointestinal symptom, constipation, might 
be caused by intestinal motility disturbance. Although the ab-
dominal radiograph and colonoscopy did not show a pattern of 
intestinal obstruction, the hypotheses about pathogenesis of her-
pes zoster induced intestinal pseudo-obstruction could explain 
her symptoms. 

Except for Ramsay-Hunt syndrome, the rate of herpes zoster 
infection induced paresis phenomenon has been known to be 

from 2.5 to 9.4% [1]. This percentage may increase with elec-
trophysiological studies. The higher percentages of motor in-
volvement is probably a result of electrophysiological diagnosis, 
which could potentially detected subclinical cases [5].

According to Alshekhlee et al. [5], because 70% of patients 
develop herpes zoster in areas where motor involvement is dif-
ficult to detect, such as thoracic segments, the low incidence of 
detectable motor complication may lead clinicians to believe 
that zoster is a primary sensory neuritis. 

Taking these studies into consideration, motor involvement 
could occur more often than would be expected in subclinical 
level and the authors supposed a tendency to underestimate mo-
tor involvement in actual clinical settings. 

Although there was no palpable mass on abdominal wall 
in this case report, the patient complained of flaccid sensation 
in the left abdomen. Although performing electromyography 
(EMG) to abdominal muscles would have been beneficial in the 
diagnosis, EMG was not performed due to patient’s rejection. 

In conclusion, gastrointestinal complications from herpes 
zoster infection are very rare; however, recognition of this 
complication and its benign nature may help to avoid unneces-
sary treatment and shorten the period of hospitalization and 
physicians should have an awareness to possibilities for motor 
involvement of herpes zoster.
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