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Paracoccidioidomycosis (PCM) is a human systemic mycosis caused by Paracoccidioides bra-
siliensis, a thermodymorphic fungus that causes a chronic granulomatous inflammatory disease.1

It is an endemic disease in Latin America, with a higher incidence in Brazil.2 In this article, we
present the case of a patient with chronic multifocal PCM with CNS involvement.

Case report
A 47-year-old woman presented to our service with a high-intensity, throbbing holocranial
headache, accompanied by nausea, vomiting, and dizziness for 2 months. The patient worked
as a maid, and her medical history was significant only for tobacco use. Neurologic exami-
nation revealed dysphonia, dysmetria on the right, bilateral intention tremor, and mild gait
ataxia. MRI scan of the brain showed intra-axial lesions in the cerebellar hemispheres, with
peripheral enhancement by the contrast agent and adjacent vasogenic edema (figure 1). Due
to the initial hypothesis of tumor lesion, the patient underwent chest tomography that
showed nodular and excavated lesions compatible with a granulomatous infectious process
(figure 2A). The nasofibrolaryngoscopy (performed due to the presence of dysphonia)
evidenced edema of the posterior larynx and infiltrative lesions of both vocal cords, with
subglottic extension to the left, which was biopsied (figure 2B). Both bronchoalveolar lavage
and vocal cord biopsy were compatible with PCM, showing in Gomori-Grocott staining
(silver) the presence of yeast elements of various sizes, compatible with Paracoccidioides sp.
CSF examination was not performed due to contraindication to lumbar puncture due to
edema in the posterior fossa. The patient received parenteral treatment with amphotericin B
for 14 days and also dexamethasone, which was used for 6 days and then rapidly tapered off
until complete cessation 7 days later, presenting clinical improvement and resolution of
headache. She was discharged with sulfamethoxazole-trimethoprim (SMX-TMP) with the
orientation of maintaining the treatment for at least 18 months. Currently, the patient
is undergoing an outpatient follow-up and is awaiting the performance of control image
examinations.

Discussion
Themajor risk factor for acquiring infection is a profession or activity related to the management of
soil contaminated with the fungus, and unlike other mycoses (such as cryptococcosis, disseminated
histoplasmosis, and candidiasis), it is not usually related to immunosuppressive diseases.3 PCM
occurs more frequently in adults between the ages of 30 and 50 years, as a result of endogenous
latent foci reactivation.4

Treatment for severe and disseminated forms of PCM, as in the case of our patient that had
CNS involvement, amphotericin B in deoxycholate or in lipid formulation is indicated for use
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(induction phase). The duration of this phase depends on
the clinical stability of the patient, and amphotericin B
should be administered for the shortest possible time (on
average 2–4 weeks).3 Transition to oral medication (con-
solidation phase) should occur after clinical stabilization,
and SMX-TMP has been used because of its better posology
and patients’ adherence.5 The association of fluconazole
with SMX-TMP also appears to be a viable option in the
treatment of patients with neuroparacoccidioidomycosis.6

There is scarce evidence in the literature that some cases may
benefit from the use of corticosteroids concomitant with
antifungal treatment. The major concern in the treatment of
severe forms of PCM is the intense inflammatory response
induced by P. brasiliensis, which can be intensified by the
antifungal therapy and, depending on the localization, as in

patients with CNS involvement, might be life-threatening.7

For this reason, we decide to add dexamethasone to the
antifungal therapy.

After treatment and the observation of cure criteria,
patients should undergo outpatient follow-up. However,
the term definitive cure can never be applied to patients
with PCM because P. brasiliensis cannot be eradicated from
the organism. Therefore, the aim PCM treatment is to re-
duce the fungal load in the patient’s body, allowing cellular
immunity and the balance between parasite and host to
recover.3

Conclusion
The differential diagnoses for neuroparacoccidioidomycosis
usually include the following conditions: tuberculosis, cryp-
tococcosis, cysticercosis, and neoplasias.3 In endemic areas,
this diagnosis should be considered when ring-enhancing
mass associated with perilesional edema is observed on
MRI.8,9 In addition, considering a world that is getting smaller
with emphasis on a global viewpoint, this diagnosis should be
remembered when there is a compatible epidemiologic
history.
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Figure 1 Brain MRI

(A) Axial fluid-attenuated inversion-recovery images show perilesional
edema in both cerebellar hemisphere and hypointense in the center of the
lesions. (B) Axial diffusion-weighted image sequences show hyperintense
and hypointense lesionswith restricted diffusion ofwatermolecules. Sagittal
(C) and Coronal (D) T1-weighted sequences show peripheral hyperintense
rim surrounding a hypointense center and ring enhancement after in-
travenous infusion of paramagnetic contrast.

Figure 2 Chest CT and nasofibrolaryngoscopy findings

(A) CT of the thorax showed 3 nodular and micronodular lesions in
the upper segment, one of the lesions with excavation, suggesting
a granulomatous infectious process. (B) Nasofibrolaryngoscopy show-
ing posterior laryngeal edema. Infiltrative lesions of both vocal folds
with subglottic extension to the left, whose biopsy was compatible with
paracoccidioidomycosis.
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