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Biopsy-Proven Dermatomyositis with Normal Creatine Kinase

Sang Hoon Kwon, Jung Su Eun, Eun Song Lee, Young Mo Kang, and Eon Jeong Nam

Department of Internal Medicine, Kyungpook National Universitiy School of Medicine, Daegu, Korea

Dermatomyositis (DM) is an idiopathic inflammatory myopathy (IIIM) characterized by skeletal muscle inflammation and typi-

cal skin manifestations. Creatine kinase (CK) has traditionally been considered to be the most useful serum enzyme for the diag-

nosis and assessment of adult patients with IIM. To our knowledge, there has been no reported case of biopsy-proven DM without

CK elevation in Korea, to date. Panniculitis is an uncommon cutaneous manifestation in adult patients with DM. A search of the

PubMed database reveals fewer than 30 reported cases of panniculitis in adult patients with DM. Here, we report a case of a

42-year-old female who was diagnosed with biopsy-proven DM with normal serum CK levels and panniculitis. (Korean J Med

2016;90:274-279)
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Figure 1. Skin findings. (A, B) Typical heliotrope rash on the upper eyelid:

(arrowhead).
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Figure 2. 18-fluorodeoxyglucose-positron
emission tomography-computed tomog-
raphy (18F-FDG-PET-CT) images. (A, B)
Three-dimensional reconstruction of an
18F-FDG-PET-CT image, and the fron-
tal view of an 18F-FDG-PET-CT scan
shows multifocal patchy FDG uptake on
both upper arms and proximal thigh mus-
cles. (C) Serial 18F-FDG-PET-CT sec-
tions show multiple patchy FDG uptake
on the thigh muscles (asterisk) and sub-
cutaneous layer, and a mild FDG uptake
under the skin affected by lipoatrophy
(arrow).
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Figure 3. Magnetic resonance imaging (MRI) findings of both thigh muscles. (A) Axial T1-weighted gadolinium MRI shows patchy en-
hancement on both thigh muscles (arrows) and, (B) T2-weighted imaging shows high signal changes for both thigh muscles (arrows).
(C) Coronal T2-weighted image shows bilateral symmetrically-distributed high signal changes for both thigh muscles and subcutaneous
layer, as well as mild edematous infiltration on the left thigh (asterisk).
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Figure 4. Histologic findings of the mus-
cles and skin. (A, B) Muscle biopsy of
the thigh shows perimysial inflammation
with perifascicular atrophy (A) and peri-
vascular (arrow) lymphocytic infiltrations
(B) (hemotoxylin and eosin [H & E] stain,
%100, x400). (C, D) Skin biopsy of the
atrophic lesion shows lymphoplasmacytic
infiltrations in the subcutaneous fat tissues
from the left thigh (H & E, X100, x400).
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