Tuberculosis and Respiratory Disease 7l vl $x7]2%k Vol. 42, No. 3, June, 1995

O g O

thkAl 9do)] E4kE Diffuse Alveolar Damage 19|

Egih soist Wkt AdsteaAe, yelsayt

YEIS - 0N - OlE| - BAS
OIS - QY - US| - F
MR A A S B A A Y

= Abstract =

Diffuse Alveolar Damage Associated with Polymyositis

Tae Eung Park, M.D., Se Young Lee, M.D., Kwang HI Lee, M.D., Sung Hwan Jung, M.D.,
Soo Taek Uh, M.D.,, Kun Il Lim, M.D., Choon Sik Park, M.D., Byung Won Jin, MD.,
Jal Sung Park, M.D.,* Deuk Lin Chol, M.D.* and So Young Jin, M.D.**

Department of Internal Medicine, Radiology* and of Pathology**
College of Medicine, Soonchunhyang University, Seoul, Korea

Interstitial pneumonitis may be the presenting manifestation of polymyositis-dermatomyositis
(PM-DM), or may occur later in the evolution of disease. The clinical picture is characterized by
non-productive cough, dyspnea and hypoxemia. The chest radiograph demonstrates interstitial
infiltrates with predilection for the lung bases, often with an alveolar pattern in addition. We
experienced a case of polymyositis associated with diffuse alveolar damage(DAD) that was proven
in open lung biopsy. The patient was a 52 year-old woman who was presented with 6 months’
duration of generalized ache, edema on ankle and wrist, non-productive cough and mild dyspnea.
She had typical symptoms and physical findings of interstitial pneuminitis, and elevated muscle
enzyme levels in serum with characteristic histologic findings of myositis on muscle biopsy. She
also had typical interstitial lung disease pattern on high resolution CT and restrictive pattern on
pulmonary function tests. The findings of open lung biopsy was compatible with diffuse alveolar
damage(DAD). She failed to respond to the therapeutic trials with corticosteroid and cyclophospha-
mide, and finally expired due to acute respiratory distress syndrome.
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Fig. 1. Plain radiograph shows consolidation on bila-
teral lower lung fields, hazy infiltration on
right upper lobe(A), and aggravated diffuse
hazy density in both entire lung with obliter-
ated diaphragmatic shadow(B).
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Fig. 2. High resolution CT shows alveolar opacifica-
tion and ground glass opacities on peripheral
portion of both lung fields. Wall thickening of
bronchial system are also shown.
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Fig. 3. Low power view of open lung biopsy show
diffuse pulmonary edema and marked inflam-
matory reaction. (H-E, X40)

Fig. 4. Most alveolar spaces are lined by necrotic
cells(A) with occasional hyaline membrane
formation (B). (H-E, X100)
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Fig. 5. Electron microscopy discloses necrosis and
denudation of pneumocytes(uranyl acetate and
lead citrate, X3.000).

Fig. 6. Muscle biopsy shows interstitial edema, infil-
tration of mononuclear inflammatory cells,
and degeneration of muscle cells with nuclear
internalization.

o2 aEgich He AE FAoA D) AL
W AELAREE BEY WAL Bolm AabAel
AASE B 25T 4oke) FAERe) $HE
wHIslo] Qgtek. 7P HE Rz Yaw 7
Z50] Mgt ARHoR A HET v
FAZAIES) A, TAES] WASe] £HoR b
Haejoz Agk sigich

K U AMADE 2 AR Aol Fao]
A oot G Folsh EEA S Ausisiont
Q%1 1590 Bgake] F4ko] Aal#] methylpredni-
solone 500mg-g 3217+ Fofdh A14j8] Zeksled 125
mgo 2 fAlion, WA Z4ke] T glgle

— 403 —



U oA sRFEe] AeiA 4 3594 cyclophos-
phamide 1.0g} methylprednisolone 1.0g8& $33513]
o} F4e] TAo] AR YUY 439 Apdaiqict.

il -

Hepper §7& PM-DM-S $13 sjzte) A7kA] 7]
g AR © F94 HI”, @ TF-E5l olxH
o WA 17184, @) 744 #1A8k =4 Frazier
o} Miller 52 o] A7}A| ol2lell F71A| o} w7}
5 Yoz 7)37dx PM X84 ALS)E metho-
trexate 2 22 Aol &3t HIH-S AXEAck

ZAA% FlElE PSP Salelok
A, AT, S35 E0l vy A5 3
Zxled whs, chHIAPM)lAE 195613 Mills
9} Mathewsol] 2}l 21 2515 o)ef”, oF 5~10% A
ol Sukgicky Boasdel?. 1974vd0]] Frazier
9} Miller 72 21301]9] PMES 7 Ms}o <F 5%9) 3}
Apollx WA o2 AR Asto] USS Vet
et FEvEAE d@Paga-Tele BAlgle] PM-
DMel] tig E50] ofR iglen)®, ¥ 570 =¥
9 #iEeks BRI 16 Badt bt 9low 3]
593 § 57 774 AAse Sukigid ClE 7
Zb 1ol 3wl gIek 199010l Tazelaar §o)
PM3} Faigl 7004 sashe 28 Aol wet
H-53led Bronchiolitis obliterance organizing pneu-
monia(BOOP) 64, Usual interstitial pneuminia(UIP)
54|, Diffuse alveolar damage(DAD) 3¢i], Cellular
interstitial pneumonia(CIP) 16)|E ¥ E3F Ao Mo}
DAD®] &% H|23 E3F 427498 Bolou W
k= PMol| gHHEl DADE Harst #42 glck

PMoel] glojA] sldoll digt AUz} WQIE-L oF
3] SRR ek S84 dHdFe] WUES
9 == FH WY E3kAlimmune complex)el] €]
A A AES] FAslell ZQtee Aoz AZEhg
S H383e B PMERle] it Wy
(immunofluorescent) §u)7 HAM} HFEY == HE
SAEAAA WA ERHARE S99 vl jick PM3kRE
oA AxpEuF4 &, 34, synovium FollA z2ed

e A7sE ulol] Ak w3 EA7 Kasd
o}, e} AR o2 w22 WA A5} v}
ol EE WY Ejhl: WA Kalsick £ 3
dolAE Y PRn)Fat Aan A4 Wy
BeHAle] ¥ 2771 ek

PM-DM¢] Q1443 ¢ Yutdod JARrk= of
AollA 2ul7} go] ubsta'" Z4ke- o}Hel] F2
wAshe 287, 27 AEa: g el ¢
Aslsl W Fo] EspAIE uldh ghaad(synovitis)
4 okt

ARHQ A PM2 #4138 fritacle] gle] 3
WAl 6L gt Ao AFE kg EEAR:
w23] sl Jdd ez PEEFAHrhabdomyo-
lysis)¢} wj 222835 SIS gt A4
7H el Al7le 932 gkon}’, 784 sliRo) w
A 3HTF, 71R, AAES S Yodln UA
FRl AR 549 FHoz FAA =[S Yo
FI71= Bk

ARSI E A9 BE Aol CPKX7}F 5
e 28] RS W 19, e 28
3491 aldolase, SGOT, SGPT, LDH % tj¥i =
7R}l & o) 79-% CPK, SGOT, LDHS] A==¢
Hoiek A7ISAE A o 40% Aol ATt o4
o] JeRIAL o 10%ol 8= AF4aHdE Bl B
el AATAERHAAE AdaAs Bylck 2=
AiAE Bl AFPAQ 7oA Z472] AL A
Ao] sy 4% 08 FAETL waE 24
frllZ(endomysial)ol] Tl A|E 2] X-fo] A=)
233 dlef|A=T Y=, E3) CD8A cytotoxic cell
o] thAHES} 3] v A -F-Ax(non-necrotic fiber)
o WA ek

PM-DM3} 5kl B4 S agiold) Si=ae
Alegsle] A¥g 234748 Yele AL Ayl
Z93jr}. Tazelaar §"9] ¥7ollXlE BOOPoAE
67%, UIP= 33%2] AE8-8 B3 DADS £H S
Hol& 7% 3ol 257 Adsiglct. DADS] 223}
A EAS By 2o 47 32 AE)(exudative)
7} SE3F 1550l Yehha %7]o) 7)337)(organ-
izing) 3-2 F4)7|(proliferating)7} 23o|3l viehd



o} Sk e FA AETlelle =277} AX 2 35
o] 3lem Gl o 7] Hair space)o] Eei4] 7)1 Es}
HolA] gkec) zz]oNo] F54wi H9lolA &8 U
2ok 7H 270l sl 228wl A
o] £gegne] xeld 84 AN Folck AEFH
& A B350l g3l FANA dx AENRL Ed
3 3 Ay Alls F3t 2] wiAle
ZZ8A AckiA-g 22}12Hhyaline membrane)2] &
Aolc}. o| A2 HFAIAE 24~48 47 o] Yot )
Floll A54A4 AFEER Al EA FhallE(debris) Fut
g} olefdt WishEd &4% 3~4Yell 714 SAfs}
85 159300 A7) ARk gk #n) 4
oA AP #EAe] 34 F=E Ho|u HE
245wt Hyog wijgdicl Axdu|gos ¥
o|2b-2- ZApuke MARAE, iy BT Akl
AAEERE] A7) 512159 oA TRHEE FAls
o} glek. u]Al Fxie] 34 DAD Aule] vjAlE ol
oA PR T 0|71 ohuke EANEe HAIE F
ollA sl o A=) A7) AAF Y
oA 1FAE A type 11 H]EAES] Z4Jo} A2k
Hck ol2gl 4732 FAI7I9) 71337 Aol
AR B, 4L type 1 AEZS HallshA]
type II AE7} F4sl=d] o) AP 22 type 1T
AE7} type 1 AIER H3lsh= 58o] Aoz W
o} Ao g 3E3aly] 95t gos Axct 7133
717} = BolzkAlt Sulsl =Rl 7)1As)
(organization)9} Ak} H]EA) 9] type IT = FEA)E
7F HIEHE wet A sHA ol vz A4 2
VA P4} AEF AN Eafstar A3t €4
< H3E FAR oz} AlER F919) 47)R] ol
AE B Qlek o)Alo] s Wi doA Ay
IFFAZ wiR) A g}k DADE 7HS 109 WiA) 2
F Apolol] 24 AF315ol A (honeycomb) s 2
ubdsiel. 7143k A)7]9] DADY: % UIPS} 94t
3 2745 Holwdl Fr Rl M4 A3 AH
3} 9 typell SIEAFES] FAS Zakl= F57Ho] 9
cl. o]&g}k o] &-& Leibow %'Y-2 UIP7} DADS] 3k
Hell24 Fvl s APAPE wsky ey
2Zoll= DADS] 7133k A)7]9] AlAS FAAE

A #}#(acute interstitial pneumonia, ¢35} AIP)S.& u}
2 3Felo] UIPS} ch3} 268 Holld] st glct.
dHezE AIPE FAHOoEZ WHlsle] WE R
I vepR UIPE Fail oz Alztele] Aafsl 2
y=le AWAE vhow oyl 51do)Fol] F8ol o)
Ect AIPS} UIPE RIIzA7A 7o sl
717F o7& 7397 ghov} ot 2Ajata) chaly) sl
2o| AlPoll4] t] Eslrhe Hog pigic) Wit AIP
o] ZH 4 G371 UIPRY) B8 AZAE0] 2%
ol Bhor] Ghe HHoMIEe] ZHLAE Btk

PM-DM9] X8+ XH|2oltr} 7}ak da| soly
prednisolone-g- 1~2mg/kg/day(4d2lol}4] 60~100mg/
dE Agdich T4 AL gl 1A 4Fdle) o
oAt 7 3707 Fodslof e ASE gk
&l 2Ho] lom fakg aldFulc) SmgHS ek
dlof g} olflollE wodeAleHeg cyclophos-
phamide, methotrexate, azathioprine, chlorambucil,
6-mercaptopurine5-0] A 2% Qi 0]5S BE A
g 2oz H7AAIE 71X 2 9lck Cyclophosphamide
T ZH|ZolEo) AP} gIA Asl2ol=E ZHYA)
2 20mge Folsht ol Ao] FHsajn] So
IE57F Fol WA AN B A} ek ARE
e 19 kg I~15mge Solstel ohE WET A4
£ Aol B HARR BB FAsliof gt

2 dolldle TH2A A PMog AckE 3
HzAAAT AEE B2l AlEe) B &4
3} ZAglo] B4w]o] DADE Agksiglow] AH|Zo|
X9} cyclophosphamide x| o] BF2glo] Ababa}ich

2 o

AREe MFAZAZHAL B0 DAD7} el
AR 1618 ARSIl EHA )
EERTURES

A2ngs

1) Tazelaar HD, Viggiano RW, Pickersgill J, colby
TV: Interstitial lung disease in polymyositis and

— 405 —



dermatomyositis. Clinical features and prognosis
as correlated with histologic findings. Am Rev
Respir Dis 141:727, 1990

Hepper NG, Ferguson RH, Howard FM: Three
types of pulmonary involvement in myositis.
Med. Clin. North Am, 48:1031, 1964

Mills ES, Mathews WH: Interstitial pneumonitis
in dermatomyositis. JAMA 160:1467, 1956.
Frazier AR, Miller RD: Interstitial pneumonitis

2)

3

4

~—

in association with polymyositis and dermat-
omyositis. Chest, 65:403, 1974

Medsger TA, Robinson H, Masi AT: Factors
affecting survivorship in polymyositis: A life

5)

table study of 124 patients. Arthritis Rheum
14:249, 1971

HAA, ol E%, AARE, RS ARI-vpA
o] 340le] QA B4 cighHalslEA| 26:
041, 1983.

T2, A, B9, /3R 718A] HH 8
siiseke Wi g2 16, dighizet)
AL 9:653, 1966

2491, A, AR, AeE A RS
2 S P4 1o HEUHIRA 29:

6)

7

8

~—

9)

10

~—

11

N

12)

13)

14)

37, 1985

5T, U, o, A, o, Aol
783, 4], o]74: Cyclophosphmide$} Pre-
dnisolone®J 3} @ Hol] X] MRS ROl chiki) 2
ofl Tk A3 14l A 5 VA
40:197, 1993

Schumacher HR, Schimmer B, Gordon V.et al:
Articular manifestations of polymyositis. Am J
Med 67:287, 1979

Hunninghake GW, Fauci AS: Pulmonary invo-
Ivement in the collagen vascular diseases. Am
Rev Respir Dis 119:471, 1979

Katzenstein AA, Bloor CM, Leibow AA: Diffuse
alveolar damage: The role of oxygen, shock and
related factors. Am J Pathol 85:210, 1976

Pratt PC, Vollmer RT, Shelburne JD, Crapo JD:
Pulmonary morphology in the multihospital coll-
aborative extracorporeal membrane oxygenation
project. Am J Pathol 95:191, 1979

Leibow AA: Definition and classification of
interstitial pneumonias in human pathology. Prog
Respir Res 8:1, 1975




