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Abstract. Infections are a serious complication in patients with systemic lupus
erythematosus (SLE), and are an important cause of morbidity and mortality. SLE
patients are particularly susceptible to infection due to immune suppression from
underlying disease or treatment. Most infections are due to common bacterial
organisms. Clinicians also need to be aware of the possibility of polymicrobial
infections as these may cause diagnostic delay and affect outcomes. We report the
case of an intra-cerebral coinfection with Burkholderia pseudomallei and Cryptococ-
cus neoformans in a 34-year-old woman with SLE. The diagnosis in this case was
delayed since coinfection was not suspected.
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INTRODUCTION

Infections are a serious cause of
morbidity and mortility in patients with
systemic lupus erythematosus (SLE)
(Hellman et al, 1987). Approximately 50%
of patients with SLE will have at least one
infection (Hellman et al, 1987). Infections
may be related to immunologic defects
caused by the disease or therapy used to
manage SLE (Hellman et al, 1987). Most
infections in SLE patients are caused by
common bacterial organisms; fungal in-
fections are generally less common (Hell-
man et al, 1987). Melioidosis endemic in
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the tropics, is rarely seen in SLE patients
(Badsha et al, 2001). Clinicians need to
consider the possibility of polymicrobial
infections in these patients to avoid diag-
nostic delays and untoward outcomes. We
report a rare case of intra-cerebral coinfec-
tion with Burkholderia pseudomallei and
Cryptococcus neoformans in a 34-year-old
woman with SLE.

CASE REPORT

A 34-year-old woman was diagnosed
nine months previously with SLE and
class IV nephritis based on the American
College of Rheumatology Criteria. She
was 16 weeks pregnant at the time of diag-
nosis and the pregnancy was terminated.
She was started on prednisolone therapy
40mg daily and slowly tapered down to a
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Fig 1-a) Axial computed tomography scan showing hydrocephalus; b) scan showing dilated ven-
tricles and a ring enhancing right frontal lesion.

maintenance dose of 15 mg per day.

Three months after the diagnosis of
SLE the patient was admitted to the hospi-
tal with septicemia secondary to B. pseudo-
mallei infection. This was treated with four
weeks of intravenous ceftazidime 2 g TID
and amoxicillin-clavulanic acid 1.2 g TID,
followed by oral doxycycline 100 mg bid
and amoxicillin-clavulanic acid 625 mg
bid for a planned duration of six months.
At that point, she was on prednisolone
15 mg daily and her SLE was stable with
normal C3 and C4 levels.

She represented three months later
in septic shock with respiratory distress
requiring intubation and ventilator sup-
port. At that time she was then on pred-
nisolone 7.5 mg daily. On admission she
had an elevated erythrocyte sedimenta-
tion rate of 30 mm/hr and her C3 and C4
levels were normal. Urine analysis was
negative for white and red blood cells and
casts; but was positive for 1+protein. She
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had a single generalized seizure and an
urgent non-contrast computed tomogra-
phy (CT) scan of the brain revealed mild
hydrocephalus (Fig 1a). Both blood and
cerebrospinal fluid (CSF) cultures grew
out B. pseudomallei with a sensitivity pat-
tern similar to when the organism was
first isolated six months previously. CSF
analysis was negative for Cryptococcus
neoformans. She was retreated with four
weeks of intravenous ceftazidime 2 g TID
and amoxicillin-clavulanic acid 1.2 g TID,
followed by doxycycline 100 mg bid and
amoxicillin-clavulanic acid 625 mg bid.
Further inquiry revealed that she had
missed her medications on several occa-
sions. Her condition improved and she
was discharged on treatment, including
anti-epileptic medication.

She continued to complain of mild
intermittent headache when she was seen
two weeks later. At that time her serum
C3 and C4 levels were normal. A repeat
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CT scan done four weeks after discharge
showed a frontal lobe ring enhancing le-
sion (Fig 1b). After detailed discussion,
the patient agreed to a craniotomy where
a right frontal abscess was drained. The
CSF culture again isolated B. pseudomallei
and histology revealed chronic inflamma-
tory changes and Cryptococcus neoformans
spores. She was treated with 14 days of
amphotericin B at 1 mg/kg daily followed
by oral fluconazole 200 mg daily for eight
weeks. She was given another course of
anti-melioidosis therapy for four weeks
followed by oral maintenance therapy for
a further six months. She was encouraged
to be compliant with her medication. She
completed her anti-melioidosis therapy
and has been well without any seizures
or relapse of either the melioidosis or
cryptococcal infections.

DISCUSSION

Melioidosis, caused by a gram-nega-
tive bacillus (B. pseudomallei) is associated
with significant mortality, particularly the
septicemic form (Currie and Antsey, 2011).
Melioidosis is endemic to Southeast Asia
and Northern Australia (Suputtamongkol
et al, 1994; Currie and Anstey, 2011). It has
also been reported in non-tropical coun-
tries as an imported case. Contact with soil
or contaminated water through activities
such farming, gardening and swimming
with open wounds is a known risk fac-
tor (Currie and Anstey, 2011). Patients
with chronic underlying diseases such as
diabetes mellitus, are particularly at risk
(Currie and Antsey, 2011). Use of immune
suppressing therapy is also a risk factor
(Currie and Antsey, 2011).

The recommended treatment for
melioidosis consists of either carbapenam
monotherapy or a combination of cef-
tazidime and amoxicillin-clavulanic acid

Vol 45 No. 2 March 2014

therapy for at least two weeks during the
intensive phase (Currie and Anstey, 2011).
This is followed by continuing treatment
with trimethoprim-sulfamethoxazole
monotherapy or a combination of doxy-
cycline and amoxicillin-clavulanic acid
or ciprofloxacin for an additional 12 to 20
weeks during the eradication phase. Re-
lapse during or after apparently success-
ful treatment was reported to occur in 13-
23% of patients at a median of 6-8 months
after stopping treatment (So et al, 1983;
Chaowagul et al, 1993; Suputtamongkol
et al, 1994). In our patient, the reason for
the relapse was most likely noncompli-
ance with therapy.

Melioidosis is rarely reported in pa-
tients with SLE (Christenson-Bravo et al,
1986; Badsha et al, 2001; Vachvanich-
sanong et al, 2002). A literature search
only revealed three reports of melioidosis
in patients with SLE (Table 1). Not all the
patients had active SLE disease when
they were diagnosed with melioidosis.
In our case, the use of prednisolone
therapy was probably a major risk factor
for melioidosis/ cryptococcus coinfections.
With the exception of the case reported
by Christenson-Bravo et al (1986), all the
other patients with SLE and melioidosis
reported in the literature, including ours,
survived. In the case reported by Chris-
tenson-Bravo et al (1986), the patient was
treated with a non-standard regime when
ceftazidime based therapy was not yet a
standard treatment.

Unlike melioidosis, fungal infections
are more common in patients with SLE
(Chen et al, 2007; Tristano, 2010). Among
invasive fungal infections, cryptococcus
and aspergillus infections are the two
most common fungal infections in SLE
patients (Chen et al, 2007; Tristano, 2010).
A recent literature review revealed 57
cases of cryptococcal meningitis in SLE
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patients (Tristano, 2010). To our knowl-
edge, intra-cerebral coinfections with B.
pseudomallei and Cryptococcus neoformans
in an SLE patient has not been previously
reported. In our case a dual infection was
not suspected until after surgery. Whether
the underlying melioidosis had predis-
posed to the cryptococcus infection or the
cryptococcus infection contributed to the
melioidosis treatment failure is unknown.
It is likely the infections were related to
the use of prednisolone since the SLE was
not active.

In conclusion, our case highlights
the importance to considering a polymi-
crobial infection in a SLE patient whose
condition does not improve despite ap-
propriate treatment.
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