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Melioidosis with erythroderma and meningitis
A case report.

Narin Hiransuthikul*
Terapong Tantawichien**

Hiransuthikul N, Tantawichien T. Melioidosis with erythroderma and meningitis: A

case report. Chula Med J 1996 Oct;40(10): 837-43

A case of a 52-year-old Thai male patient from Amnat Charoen Province with
fever, erythroderma and meningitis which subsequently progressed to septicemia and
septic shock is reported. Disseminated septicemic melioidosis was later diagnosed.
Despite intensive antimicrobial therapy and critical care management his condition

deteriorated and he died 13 days after admission.
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Melioidosis is a tropical infectious disease
caused by Burkholderia pseudomallei (B.
pseudomallei), previously known as Pseudomonas
pseudomallei, which is a small, obligatory aerobic,
motile, non-spore forming and poorly stained
gram-negative bacilli. In humans, melioidosis is
transmitted mainly by direct contact with conta-
minated soil or water through a skin abrasion or
wound, or by inhalation of infectious dust
particles. In Thailand, B. pseudomallei has been
isolated from samples of surface soil and deep
fresh water mainly in the northeast and south.("?)
We report here a case from northeastern Thailand
who had a history of a traumatic wound and who
later developed disseminated septicemic melioidosis

with erythroderma and meningitis.

Case report

A 52 year-old Thai male farmer living in
Amnat Charoen Province was admitted to
Chulalongkorn Hospital with fever, chills,
jaundice and erythrematous rash which he had
suffered for one day. One week prior to admission
he had experienced a thorn-puncture wound on
his left sole. Three days prior to admission his
left foot began progressive swelling and there was
a purulent discharge from the puncture wound.
After incision and drainage of the wound and
application of oral doxycycline treatment at a local
private clinic, but without clinical improvement,
he was transferred to Chulalongkorn Hospital.
He had experienced right cervical tuberculous
lymphadenitis one year ago and had been treated

with isoniazid, rifampicin, ethambuthol and
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pyrazinamide. After two weeks of this therapy
the isoniazid was stopped due to hepatitis but
rifampicin and ethambuthol were continued
without adverse reactions until his admission.

Physical examination revealed a thin drowsy,
febrile middle-aged man with generalized
erythroderma. The vital signs included body tem-
perature of 38.7 C, pulse rate of 100 per minute,
blood pressure of 130/70 mmHg and respiratory
rate of 28 per minute. There was a mild pallor and
mildly icteric sclera. A non-tender, firm, left
cervical lymph node enlargement of approxi-
mately 1.5 cm. diameter was found. Hepatome-
galy, 2 cm. below the right costal margin, was also
detected. The spleen was not palpable. At the
left sole there was a dry, recently incisioned
wound without signs of inflammation. A neuro-
logical examination revealed that the neck was
stiff in all directions. Other physical examinations
were unremarkable.

The hematological studies upon admission
showed hemoglobin of 11 gm/dl, hematocrit of
33.1%, WBC of 17,000/cu.mm. with 80%
neutrophil, 11% lymphocyte, 4% monocyte, 3%
eosinophil and 2% basophil. The platelet count
was 57,900/cu.mm. The prothrombin time was
27.3 sec. (control 11.8 sec) and the partial
thromboplastin time was 47.8 sec. (control 30.8
sec). The blood chemical studies revealed total
bilirubin of 3.9 mg/dl, direct bilirubin 2.7 mg/dl,
aspartate aminotransferase 116 u/l, alanine amino
transferase 87 u/l, alkaline phosphatase 402 u/l,
albumin 2.1 gm/dl, globulin 3.4 gm/dl, sodium
127 mEq/l, potassium 4 mEq/l, chloride 99
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mEq/l and carbon dioxide 16 mEq/l. A chest
X-ray showed unremarkable findings.

Community-acquired septicemia with
toxic shock syndrome was suspected. A lumbar
puncture was performed and the CSF finding
revealed an opened pressure of 16 cm. HO,
closed pressure of 10 cm. H O, protein 149 mg/dl,
sugar 20 mg/dl, white blood cells 265 per mm®
with mononuclear cells 94% and neutrophils 6%.
Gram’s stain, AFB stain and Indian ink stain did
not find any organisms. Tuberculous meningitis
was the second provisional diagnosis. After blood
cultures were performed he was empisically
treated with 1 gram cefotaxime intravencusly
every 4 hours and anti-tuberculous drugs, ic-
cluding rifampicin (450 mg/day), ethambutho’
(800 mgsday), pyrazinamide (1000 mg/day)
orally and streptomycin (750 mg/day) intramus-
cularly.

On the third day of hospitalization his
condition deteriorated with high fever, drowsiness
and respiratory failure. Follow-up chest x-rays
showed diffuse patchy infiltration invoving both
lungs. Staphy-lococcus aureus septicemia and
disseminated septicemic meliodosis were included
in the differential diagnosis. Accordingly, the
antibiotics were switched to 2 grams cloxacillin
intravenously every 6 hours and 2 grams ceftazi-
dime intravenously every 8 hours. Mechanical
ventilation was also given.

On the fifth day of hospitaliation several
pustules on the left thigh were detected and a gram

stain of the pus revealed small gfam-negative

rods. On the same day, it was reported that blood
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culture and spinal fluid culture grew B. pseudo-
mallei. Disseminated septicemic melioidosis
with meningitis was thus microbiologically
documented. Cotrimoxazole 160 mg (of trime-
thoprim) intravenously every 8 hours was added.
However, he deteriorated with refractory septic
shock, multiple organ failure and expired on the

thirteenth day of admission.

Discussion

The clinical presentations of disseminated
septicemic melioidosis in this patient were fever
and generalized erythroderma mimicking toxic
shock syndrome caused by Staphylococcus aureus
or group A Streptococci. Generalized erythro-
derma is an unusual manifestation of melioidosis.
E« »nma P. reported two cases of melioidosis with
clinical manifestations of fever, diarrhea, erythro-
derma and shock which were initially considered
and treated as toxic shock syndrome due to
Staphylococcus aureus. But blood cultures later
revealed to be B. pseudomallei.**) The patho-
genesis of erythroderma in meliodosis is still not
understood, although in mice it has been demon-
strated that B. pseudomallei can produce two
exotoxins; lethal toxin and dermonecrotic
toxin.®)  Whether these exotoxins can cause
erythroderma or other clinical findings in humans
needs to be confirmed by further studies.

In our case, meningitis caused by B.
pseudomallei was also detected. Interestingly, the
cerebrospinal fluid (CSF) analysis revealed
mononuclear pleocytosis with hypoglycorrhachia
which is similar to findings in tuberculous menin-

gitis.
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CNS involvement in melioidosis is infre-
quent. Reports in Thailand reveal CNS involve-
ment to be 1-6% of all manifestations,”"*) and
most of the cases described have been associated
with brain abscess, focal cerebritis and meningitis.
Clinical settings are not specific and cannot be
distinguished from other pyogenic bacterial or
tuberculous infections of the CNS.(°~'?)

Sukpranee M. and colleagues reported 141
cases of melioidosis and they found five cases of
meningitis (3.5%).() CSF analysis showed
mononuclear pleocytosis in all cases but there
were neither reports of CSF culture nor any
explanation of this finding.

Marion L. and colleagues found seven
cases of neurological melioidosis in the northern
territory of Australia.('¥) They found meningitis in
all cases, however, CSF culture grew B. pseudo-
malei in only one case with a purulent profile.
Three cases showed mononuclear pleocytosis with
normoglycorrhachia, two cases showed polymor-
phonuclear pleocytosis (purulent profile) and one
case was initially polmorphonuclear pleocytosis
followed by mononuclear pleocytosis with
normoglycorrhachia. CSF analysis was not done
in one case. CT or MRI was done in 5 of 7 cases
but revealed no focus of infection in the CNS.
One case had encephalitis consistent with a toxin-
induced etiology and was virtually identical to that
described in diphtheric infections.('® Therefore,
they postulated that neurologic melioidosis, apart
from direct bacterial infection of the CNS, could

be exotoxin-induced with profound neurological
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disease occurring in the absence of apparent direct
infection of the CNS. In our cases, despite the
isolation of B. pseudomallei from CSF,ithe CSF
findings were not typical of purulent meningitis.
We can only speculate that it might possibly be
affected by doxycycline treatment prior to hospi-
talization.

In our patient, the diagnosis of dissemi-
nated septicemic melioidosis was based on a
rapidly progressing course of septicemia and
community-acquired pneumonia plus epide-
miologic clues. However the initial diagnosis was
misleading due to clinical findings of erythro-
derma and meningitis. In spité of effective anti-
microbial therapy and aggressive respiratory and
hemodynamic supports, the patient still deterio-
rated.

Disseminated septicemic melioidosis and
meningitis have very high morbidity and mortality
rates. The mortality rate of disseminated septi-
cemic melioidosis is over 80%, and most of the
cases develop rapidly progfessing septic shock.
With the introduction of ceftazidime, the mortality
rate has declined to about 40%.('®'") Therefore,
this group of patient needs a very urgent effective
antimicrobial therapy (such as high dosages of
ceftazidime) as well as aggressive critical care in

order to reduce the morbidity and mortality.
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