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Epidural abscess after epidural catheter
for pain release during pancreatitis

A. R HELLER, M. RAGALLER and T. KocH

Department of Anaesthesiology and Intensive Care Medicine, University Hospital Carl Gustav Carus, Dresden, Germany

Background: Despite knowledge about compromised host de-
fence in the course of diabetes mellitus and pancreatitis, epi-
dural analgesia (EA) is recommended for pain management
during pancreatitis.

Case report: We present the case of a diabetic patient with pan-
creatitis who developed an epidural abscess after 3 days with
an epidural catheter. Natural killer and T-helper cell counts were
distinctively reduced in the absence of HIV serology. Further-
more, a synthesis failure of the liver was observed and evi-
denced by low cholinesterase, low whole protein fraction and
low antithrombin III in the peripheral blood.

Conclusion: We suggest that the combination of pancreatitis,
diabetes and compromised immunity might be a contraindi-
cation to epidural analgesia.

Key words: Epidural catheter; epidural abscess; epidural hema-
toma; pancreatitis; diabetes; immune deficiency; natural killer
cells.

URING PANCREATITIS the cascade of inflammation
D is activated resulting in the release of cytokines,
e.g. tumour necrosis factor (TNF),, interleukin (IL)-1
and IL-6 from macrophages and monocytes (1, 2).
These early inflammatory cytokines act both locally
and systemically causing the release of secondary
wave cytokines, expression of adhesion molecules,
chemotaxis of leukocytes and the synthesis of lipid
mediators (3) and reactive oxygen species (4). The re-
sulting increased capillary permeability is followed by
haemodynamic deterioration, oedema formation and
organ failure such as acute respiratory distress (5).
Despite leukocytosis and upregulation of the in-
flammatory network during pancreatitis, several T-
lymphocytic subsets (6) and HLA-DR expression on
monocytes (CD14) have been observed to be down-
regulated in the peripheral blood, which correlated
with mortality (7). Chronic pancreatitis can induce
failure of the endocrine pancreas function by down-
regulation of digestive enzymes, resulting in second-
ary diabetes mellitus and compromised immunity (8,
9).

Despite the evidence of compromised immune
function during acute pancreatitis, epidural analgesia
(EA) is recommended for treatment of concomitant
pain in the literature (10, 11) and in a consensus paper
of the German society of digestive and endocrino-
logical diseases (12). Since cases of epidural haema-
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toma and abscess have been reported in pancreatitis
and diabetic patients (13-15), Malfertheiner and col-
leagues restrict the use of EA for pain relief during
chronic pancreatitis only to selected cases (16).

We report the case of an epidural haematoma and
abscess after lumbar EA in a patient suffering from
acute pancreatitis and diabetes mellitus.

Case report

A 48-year-old man with a history of alcohol use and
diabetes mellitus was brought to an outlying district
hospital with clinical, biochemical and ultrasono-
graphical signs of acute exacerbation of chronic pan-
creatitis. He received a central venous line (right inter-
nal jugular vein) for parenteral nutrition at day 1. On
the 3rd day in hospital an epidural catheter was in-
serted in the L;, interspace for pain management.
The epidural catheter was accidentally dislocated and
consequently removed on the 5th day without any
signs of inflammation or swelling. At the same time
the site of central venous puncture was inflamed and
the central line was changed to the left internal jugu-
lar vein. The following day (6th) swelling and in-
flammation at the site of epidural puncture occurred.
Since a pancreatic abscess was suspected, a conven-
tional computer tomogram (CT) of the upper abdo-
men was performed on day 7 which did not reveal



any cause for elevated temperatures, but surprisingly
a right-sided pneumothorax was found which had no
impact on blood gases in the spontaneously breathing
patient. Staphylococcus aureus (STAU) was grown from
the epidural puncture site, which was systemically
treated with cefotiam.

Slight motor blockade of the left leg during day 9
was the cause to admit the patient to our ICU and
to perform magnetic resonance imaging (MRI). Blood
tests showed: Haemoglobin 6.6 mmol/l, haematocrit
0.31, WBC 142 Gpt/l, fibrinogen 6.3 g/l and
antithrombin III 56%, glucose 17.8 mmol/1. MRI (Figs.
1 and 2) showed a subacute haematoma stretching
from the 12th thoracic to the 2nd lumbar vertebra
with insignificant compression of the spinal cord.
Since the motor blockade was only slight and sensory
function was not affected, no neurosurgical inter-
vention was performed. The patient was systemically
treated with piperacilline plus sulbactam and symp-
toms of spinal cord compression were monitored care-

Fig. 1. Sagittal magnetic resonance image of the vertebral column. The
epidural abscess stretches from the 12th thoracic to the 2nd lumbar
vertebra (arrows).

Fig. 2. Transversal magnetic resonance image of the vertebral column
at level L1. The superinfected epidural haematoma includes all levels
from the epidural space, including the subcutis (circle).

fully. Besides the inflammation at the site of the first
central line and EA puncture, the right hand ankle
in which an arterial line was previously placed was
observed to be painfully swollen. At that time body
temperatures was 39.1°C, C-reactive protein 195 mg/
1 and leukocytes 13.8 Gpt/L

A control chest X-ray on day 10 showed recovery
from pneumothorax, blood cultures were sterile,
whereas contamination of the EA-puncture site with
STAU continued. Measurements of 35 pmol/1 of chol-
inesterase, 57 g/1 of whole protein fraction and 57%
of antithrombin III indicated liver synthesis insuf-
ficiency. Fever dropped the next day (day 11 after ini-
tial admission) and ultrasound of the pancreas and
levels of amylase and lipase indicated a decrease of
pancreatitis activity. Since motor blockade persisted,
intralaminar fenestration with debridement and
drainage of the abscess as well as local rinsing with
gentamicin solution was performed. The systemic
antibiotic therapy was continued. On the 1st post-
operative day (day 13) the neurological deficit fully
recovered. HIV serology was negative, but NK-cell
and T-helper cell counts were reduced to 18/ul and to
441/pl respectively. The patient’s condition improved
during the following postoperative days and he was
discharged from the ICU on the 4th postoperative day.

Discussion

In recent years alterations of the immunological acute
phase reaction have been observed during pancrea-
titis. On the one hand, experimental studies provided
evidence that pancreatitis induces pro-inflammatory
cytokines which activate granulocytes, also in distant
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organ systems such as the lung, initiating pulmonary
damage (17) by elastase and phospholipase A, release
(3, 18); on the other hand, pancreatitis associated with
downregulation of certain host defence systems was
observed (6, 7). Moreover, diabetes mellitus may be
accompanied with immunosuppression (8, 9). Keep-
ing in mind the contraindication for EA in immune
compromised septic patients (19, 20) and the fact that
epidural abscesses spontaneously occur during im-
munodepression, even without epidural puncture (21)
acute pancreatitis should perhaps be considered a
contraindication for EA. Likewise, the association be-
tween certain coagulation parameters and diabetes
mellitus (22) must carefully be taken into account, if
EA is performed in diabetic patients.

In the current case, EA was performed during acute
pancreatitis in a diabetic patient with history of alco-
hol use and with signs of impaired liver synthesis
function. Since early diagnosis of epidural abscess is
essential for favourable outcome (23, 24) symptoms of
spinal cord compression were monitored carefully
after EA-catheter removal. Growth of STAU from epi-
dural abscesses, as observed in the current case, is
common in EA (25). After MRI and admittance to our
ICU the patient was at first conservatively treated. On
the 4th day in our ICU intralaminar fenestration with
debridement and drainage of the epidural abscess
was performed and the patient fully recovered within
4 days.

Pancreatitis induces systemic inflammation (2) and
is associated with the modulation of the acute phase
reaction. The latter is characterised by an expression
of protective organ-preserving proteins (26, 27) which,
however, are not capable of completely counteracting
the pro-inflammatory stimulation. Particularly re-
duced T-cell subpopulations, as observed in the cur-
rent case, and which have also been reported by Pez-
zilli et al. in acute pancreatitis (6) such as total and
CD4+, CD8+, CD3+ DR—, and CD3— DR+ lympho-
cytes, increase the susceptibility to additional infec-
tions and may explain the impaired host defence re-
sulting in the observed infectious complications with
Gram-positive bacteria in the described case of pan-
creatitis.

Conclusion

We present a diabetic patient with pancreatitis who
developed an epidural abscess after 3 days with an
epidural catheter. Patients with diabetes, alcohol
abuse and pancreatitis may be severely immunocom-
promised. We suggest that pancreatitis may be a
contraindication to epidural analgesia.
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