PISSN 1598-298X / eISSN  2384-0749
J Vet Clin 34(2) : 152-155 (2017)
http://dx.doi.org/10.17555/jv¢.2017.04.34.2.152

- BEY - 0|8 - SFH - e
3)

2 seldiet BEolstl A

(Received: December 05, 2016 / Accepted: March 30, 2017)

A Case of Meningoencephalitis Managed with Imatinib Mesylate in a Maltese Dog;
Clinical and Serial Magnetic Resonance Imaging Findings

Dong-In Jung’, Su-Jin An’, Tae-Sung Hwang, Hee-Chun Lee, Joong-Hyun Song and Kyu-Woan Cho'
Institute of Animal Medicine, College of Veterinary Medicine, Gyeongsang National University, Jinju 52828, South Korea

Abstract : A 5-year-old intact female Maltese dog was referred to us with a history of left side head tilt and ataxia.
Based on magnetic resonance imaging (MRI) and cerebrospinal fluid analysis results, the patient was tentatively
diagnosed to meningoencephalitis of unknown etiology (MUE). Clinical signs were gradually improved and diminished
after imatinib mesylate plus prednisolone therapy. At 90 days after treatment, we performed MRI recheck and brain
inflammatory lesions were significantly improved compared with initial MRI results. However, the present patient
showed head turn and tetraparesis after anesthesia and euthanized according to client’s request. This report describes
the clinical findings, serial magnetic resonance imaging characteristics under imatinib mesylate treatment in a MUE case.
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Fig 1. MRI results at initial presentation. The lesion at the level
of the brainstem is hyperintense on the transverse T2-weighted
image (B) and fluid attenuated inversion recovery image (D).
The transverse non-contrast T1-weighted image shows iso-
intense lesion (A). Transverse contrast-enhanced T1-weighted
image shows enhancement of the meninges in the adjacent
lesion (C).
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Fig 2. Cytological finding of cerebrospinal fluid in the present
case. A moderate pleocytosis (total nucleated cell count: 72
cells/uL) with many lymphocytes composing 80% of the CSF
leukocytes, is seen. H&E stain. x 1000.

Fig 3. Serial MRI results at 90 days after therapy on the
transverse level of the brainstem of the present patient. A: T1-
weighted image. B: T2-weighted image. C: contrast-enhanced
T1-weighted image. D: fluid attenuated inversion recovery
image.
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