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A Case of Malignant External Otitis with Pichia ohmeri
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Kyong Ran Peck, M.D. and Jae-Hoon Song, M.D.
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Sungkyunkwan University School of Medicine, Seoul, Korea

Pichia ohmeri is a rare fungal pathogen for human
infection. To date, only 5 cases of P. ohmeri infection
have been reported including fungemia, disseminated
infection and peritonitis. We report the first case of
malignant external otitis and mastoid osteomyelitis
caused by P. ohmeri. The patient had a long history
of diabetes, hypertension and arrrhythmia. The patient
was admitted to the hospital because of otorrhea, otal

gia and hearing difficulty for 3 months. Internal audi-
tory canal MRI showed osteomyelitis of left mastoid
bone and skull base. Culture of ear discharge and
bone biopsy specimen grew P. ohmeri. The patient
had been treated with amphotericin-B followed by flu-
conazole. (Korean J Infect Dis 34:349~353, 2002)
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Figure 1. Internal auditory canal MRI, T1 SE (at first admission) :
Extensive inflammatory lesions were noted along right mastoid process
and external auditory canal. Skull base was also involved.

Figure 2. Internal auditory canal MRI, T1 SE (at HD 32): Despite anti-
biotic treatment and surgical intervention, lesions at right external
auditory canal were extended to adjacent areas. Mandibular process and
zygomatic process of temporal bone were eroded.

Figure 3. Internal auditory canal MRI, T1 SE (at HD 82): Despite the
long-term treatment, extent of erosion and inflammation was not changed
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Figure 4. Internal auditory canal MRI, T1 SE (at day 150 after discharge):
Lesions of inflammation were extended to left temporal bone and skull base.

Figure 5. Internal auditory canal MRI, T1 SE (at second admission) : After
long-term treatment with amphotericin B, lesions of both temporal bones

and skull base were decreased in size
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