gighf#sts] A - A 71 F AL E 2006

A FA SFLH kst LAF X A BT H
—L

=Abstract=

A case of steroid induced myopathy and peripheral polyneuropathy in patient
with iatrogenic Cushing syndrome

Ji Hoon Kim, M.D., Mi Jin Kim, M.D., Young Tak Seo, M.D.,
Kwang Hyun Kim, M.D., A Young Park, M.D.? and Young Hwan Ham, M.D.

Departments of Internal Medicine and Pathalogyg, Hong-ik Hospital, Seoul, Korea

Myopathy is a well known side effect of corticosteroid therapy. We report a case of iatrogenic
steroid therapy induced myopathy in a 79-year-old female who had taken steroids for more than
three years due to treatment for degenerative osteoarthritis. She complained of severe proximal
muscle wasting and lower extremities weakness. Also, she had typical features of Cushing syndrome
such as moon face, buffalo hump and easy bruising.

Needle electromyogram showed no abnormal spontaneous activities in both lower extremities, but
peripheral nerve conduction study showed motor conduction defect of both deep peroneal and tibial
nerves. And, low SNAP (sensory nerve action potential) of both superficial peroneal and sural nerves,
which were compatible with peripheral polyneuropathy in both lower extremities. The muscle biopsy
revealed a pronounced muscle fiber atrophy, fatty degenerative change and selective type 2 fiber
depletion on ATPase staining in pH 9.4 buffer. She was treated isotonic exercise physical therapy
and slowly improved. After three months later, she complained sudden onset of chest discomfort and
died due to congestive heart failure.(Korean J Med 71:103-107, 2006)
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Figure 1. Muscle biopsy findings in left vastus lateralis
(H & E staining-A, B, ATPase pH 94 staining—C). (A)
Muscle fibers (open arrow) were atrophied with fatty
degeneration (closed arrow)(x40). (B) Individual muscle
fibers show marked size variation and atrophy changes
(closed arrow) (x400). (C) Dark-stained type 2 fibers
(closed arrow) are reduced in number but, type 1 fibers
(open arrow) are relatively increased in number and
prominent changes (x400).
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FRAAE, nEE Ao FysHES 77 3600
mg/dL (A7 <200), 2185 mg/dL ( 474 30~150), 63.0
mg/dL (873 45~80)e]At} & &4 T CPK 4 IUL
(787 30~170), LDH 1774 TU/L (7(3/8'3 200~400), 7] &
= 24 (myoglobin) 111.3 ng/mL (A7 0~70)°] 3t}
olglel A 71s HAbe Aol 3 AEA
(ANA)$} FrlEol= 912K Rheumatoid factor)= 7%
oldth. kAt AAHAL A FA S5l oilE o] Al
Pk T2 HAtolA A 8A] cortisole 2.8 g/dL (3
% 5~25), &F 4A] cortisol 1.9 g/dL (A7 25~
125), &4 84 ACTH=2 3.2 pg/mL (%7 10~60), &
% 47 ACTH 24 pg/mL (7873 10~60)°] At Al7d-st
- EpE A - 54 %% B7retr] e Alfe A8
F2 98 A5 28 2= AAHlow dose ACTH
stimulation test)= cortisol®] Z+Z} 2.8 g/dL, 3.5 g/dL,
83 g/dLE FAl 7] Fdo] o A=A W FAl Al
Aok FH AL 2AeAE A
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