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= Abstract =
Clinical Features of Dermatomyositis/Polymyositis(DM/PM)
with Lung Involvement

Gun Min Park, M.D, Chang Min Choi, M.D., Sang Won Um, M.D.,
Yong Il Hwang, M.D., Jae-Joon Yim, M.D., Jae Ho Lee, M.D., Chul-Gyu Yoo, M.D.,
Choon-Taek Lee, M.D., Hee Soon Chung, M.D., Young Wook Song, M.D.,
Young Whan Kim, M.D., Sung Koo Han, M.D., Young-Soo Shim, M.D.

Department of Internal Medicine, Lung Institute of Medical Research Center,
Seoul National University College of Medicine, Seoul, Korea

Background : Although lung involvement has been reported in 5 to 46% of dermatomyositis/polymyositis
(DM/PM) patients, reports of the condition in Korea are rare. This study evaluated the clinical features of
lung involvement in DM/PM patients.

Methods : The medical records, laboratory results and radiologic findings of 79 DM/PM patients, who attend-
ed the Seoul National University Hospital (SNUH) between 1989 and 1999, were reviewed retrospectively.
Results : A total 79 patients of whom 24 patients(33% ) showed lung involvement, were enrolled in this study.
More patients with lung involvement were female(F : M=11 : 1), and older compared with those without lung
involvement. Patients with lung involvement presented with dyspnea(79% ), coughing(67% ), an elevated ESR,
and CK/LD. Anti-Jo 1 antibody test was positive in 30%, which is significantly higher in patients with lung in-
volvement.
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— Clinical features of dermatomyositis/polymyositis(DM/PM) —

A simple chest X-ray of the patients with lung involvement exhibited reticular opacity(50%),
reticulonodular opacity(30% ), patchy opacity(29% ), nodular opacity{13% ) and linear opacity(4%). HRCT(n
=24) showed ground glass opacity(75%), linear or septal thickening(50%), patchy consolidation(42%),
honey-combing(33% ) and nodular opacity(17%). The pulmonary function test showed a restrictive ventila-
tory pattern(77%) and a lower diffusing capacity(62% ). The patients were followed up during a mean dura-
tion of 30+ 28 months. They were treated with steroid only(50% ) or a combination of steroids and cytotoxic a-
gents(46% ). Muscle symptoms were improved in 89% with treatment, but an improvement in the respiratory
symptoms or in the pulmonary function test was rare. Patients with lung involvement had a higher mortality

rate(21%) than those without lung involvement(10% ) during the follow-up periods.
Conclusion | DM/PM patients with lung involvement were mostly female, older and had a higher positive rate

Anti-Jo 1 antibodies, but there was no significant difference in prognosis. ( Tuberculosis and Respiratory Diseas-

es 2001, 50 : 354-363)

Key words : Dermatomyositis, Polymyositis, Interstitial lung disease, Lung involvement, Anti-Jo 1 antibody.
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Table 1. Gender, age and symptoms in DM/PM

Lung involvement (+)

Lung involvement (-)

p-value
n=24 n=55

Gender M 2 18

0.02

F 22 37
Age (Mean) 50 43 0.05
Fever 12 (50%) 15 (29%) NS
Arthralgia 9 (38%) 21 (38%) NS
Raynaud’s phenomenon 4 (17%) 17 (33%) NS
Dysphagia 2 (8%) 13 (24%) NS
Dyspnea 19 (79%)
Cough 16 (67%)
Table 2. Laboratory findings in DM/PM
Lung involvement(+) Lung involvement(-) p-value

ESR(mm/hr)* 47 +7 43+6 NS
GOT (U/L)* 17035 203+51 NS
GPT (U/L)* 110+18 138+22 NS
CK (IU/L)* 2169 +820 2916 +730 NS
LD (IUu/L)* 577 +61 614+48 NS
FANA (+) 57% 63% ' NS
Anti-Jol Ab(+) 33% 0% 0.03

*Mean + Standard error
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— Clinical features of dermatomyositis/polymyositis(DM/PM) —

{a)

Fig. 1. Radiologic findings in DM/PM with lung involvement. (a) simple chest X-ray showed re-
ticular opacity in peripheral portion of BLLF (b) HRCT showed patchy consolidation and
ground glass opacity(GGO) with septal line thickening mainly in subpleural area.
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Fig. 2. Cumulative survival rate of DM/PM by
Kaplan-Meier curve.
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Table 3. Treatment modality and mortality in DM/PM

Lung involvement (+)

Lung involvement {(-)

n=>55
No treatment 1(4%) 0(0%)
Prednisone only 10 (42%) 22 (40%)
PD + Cytotoxic agent 13 (54%) 33 (60%)
Mortality 5(21%) 6 (11%)
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