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Mpycoplasma pneumoniae Infection Presented with Multiple Neurological

Complications
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Mycoplasma pneumoniae (M. pneumoniae) is common pathogen of the respiratory tract. M. pneumoniae infection cause a

wide variety of clinical manifestation involving the central (CNS) and peripheral nervous systems. There is no satisfactory

explanation for the pathophysiology of CNS complication, but possibilities include direct infection and an

immune-mediated reaction. We report a case of encephalitis by M. pneumoniae infection which showed uncommon course

of multiple neurologic manifestations and reviewed the literature about the CNS complication of M. pneumoniae.
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Figure 1. Timeline of the patient. (A, B) The patient visited our hospital
for headache and fever. After admission, she had four different
neurological complications (red colored words). These symptoms
improved with various treatments, but voiding dysfunction remained
as a sequelae. MRI; magnetic resonance imaging, MRA; magnetic
resonance angiography, CSF; cerebrospinal fluid, IVIG; intravenous
immunoglobulin, ER; emergency room.
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Figure 2. The brain magnetic resonance imaging (MRI) in case. The
brain MRI on day 9 after admission revealed diffuse high signal
intensity in bilateral cerebral cortex gyri and sulci with mild meningeal
enhancement. (A) T1-weighted image. (B) T1-enhanced image. (C)
T2-weighted image. (D) Fluid attenuated inversion recovery image.
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Figure 3. Magnetic resonance imaging of the whole spine level.
T2-weighted sagittal images show longitudinal high signal intensity
lesion in the cervicothoracic level of spinal cord.
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