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Overlap Syndromes in Polymyositis and Dermatomyositis
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Background: The term “overlap syndromes” designates a group of diseases in which polymyositis (PM) or
dermatomyositis (DM) is associated with some other disorders of connective tissues. The aim of this study was to
delineate the clinical features, laboratory findings, and outcome of treatment of “overlap syndromes” Methods: We
analyzed the medical records of 16 patients (PM in 10, DM in 6) with well documented “overlap syndromes” between
1997 and 2004. The diagnosis was made when the criteria for two different disorders were fulfilled. Results: All patients
were female. Age of onset ranged from 14 to 52 years (mean 29.8 years) with peak incidence in the third and fourth
decades. Systemic lupus erythematosus (SLE) was associated in 10, systemic sclerosis in 7, and rheumatoid arthritis in
3 patients. Four of the patients had two different connective tissue diseases simultaneously. The characteristic clinical
features were muscle weakness, arthralgia, Raynaud’s phenomenon, and myalgia. In laboratory tests, creatine kinase (CK),
lactic dehydrogenase (LDH), and transaminases were usually abnormal. Positive antinuclear antibody (ANA), rheumatoid
factor (RF), and cryoglobulin were found in 100%, 69%, and 67% of the patients, respectively. Needle electromyography
(EMG) showed abnormal findings compatible with myopathy in 15 patients. The pathology of muscle biopsy from 14
patients revealed findings compatible with inflammatory myopathy. Glucocorticoids were administered to 15 patients. The
muscle strength improved in all the treated patients, which was well correlated with repeat CK level and EMG findings.
Conclusions: The presence of autoantibodies such as ANA, RF, and cryoglobulin in patients with PM or DM highly
suggests the possibility of an overlap syndromes. These syndromes reveal a strong female predominance. The myositis
associated with them usually shows a good response to glucocorticoids treatment.
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Table 1. Clinical features of the patients
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Case Sex Age  Myositis CTD Symptoms & Signs CK Tx
1 F 38 PM SS, SLE Weakness, arthralgia, myalgia, skin thickening, RP 161 Pd, Cp
2 F 23 PM SS Weakness, arthralgia, skin thickening, RP 219 Pd, Pc
3 F 21 PM SLE Weakness, arthralgia, RP 359 Pd
4 F 18 PM SS Weakness, skin thickening, RP 391 Pd, Pc
5 F 40 PM SS Weakness, arthralgia, myalgia, skin thickening, RP 289 Pd, Pc
6 F 14 PM SLE Weakness, arthralgia 27 Pd
7 F 20 PM SLE Weakness, arthralgia, RP 431 Pd, Az
8 F 31 PM SS Weakness, skin thickening, RP 4303 Pd
9 F 56 PM SLE Weakness, arthralgia 564 Pd
10 F 24 PM SLE Weakness, arthralgia, myalgia, RP 481 Pd
11 F 25 DM SLE, RA Weakness, arthralgia, rash 313 Pd
12 F 27 DM SLE, RA Weakness, arthralgia, myalgia, rash 330 Pd
13 F 52 DM SS Weakness, arthralgia, skin thickening, rash 24 -
14 F 39 DM SLE Weakness, myalgia, rash 382 Pd
15 F 18 DM SS, RA Weakness, arthralgia, myalgia, skin thickening, rash, RP 3823 Pd
16 F 30 DM SLE Weakness, arthralgia, myalgia, rash 314 Pd

Age, age of onset (y); Az, azathioprine; CK, creatine kinase (IU/L); Cp, cyclophosphamide; CTD, associated connective tissue
disorders; DM, dermatomyositis; F, female; M, male; Pc, D-penicillamine; Pd, prednisone; PM, polymyositis; RA, rheumatoid
arthritis; RP, Raynaud’s phenomenon; SLE, systemic lupus erythematosus; SS, systemic sclerosis; Tx, treatment

12 J Korean Society for Clinical Neurophysiology / Volume 9 /June, 2007



L B 7590l9lu o] F 16%(21%)0] FHZEFL
Shit), ChILR Y T 4273 F 109249, 152
A7} 339 % 69(18%)0] FHZFLol9ch, e 2
e ANTURFAIL 107, ANFFo] 73, 1
Foutelgbago] sgolglch thIg ol AAIE
Fo7) 69, AAREEe] 57 FurE e 4, w)
uhe] 2a dlo] 39, A4

y L

( JJ-OI ol
N o2 ozi

[T

;lUL olol
JJ;’I RN

ARG FAlo] 7HAT Qelth PR O Amre HAF
uh 0} el Agbdglo] ik 497t 2ol gla, A
AABET ANFNRES, AAAEET Fote A
o] ukel AS7} 247} 13elgiet,

¢

3 UMDY
A A1) QAEAL Dot mE gl et
U b Bon], 1 ele] BEEEI%), dol(Ray-

~

naud) @A(56%), TS5 B T5E8]3(44%), T,
o172, Autd(serositis), Tz TH(38%), HZEH|T|
(31%) o3ttt TFIE Aelgt Ymz] 4459 Rle
£ 5 o Afolof Bl

4,

o

gt

g 25949 AS LDHZF 94%, CK 75%, AST
(SGOT) 63%, ALT (SGPT) 38%°l|4] UEl o, LDH7} 7}
A HiHst 2715 Bt} &gk (antinuclear antibody)
oF Ut AR K= SHAjol|lA HAFsElaL, ZH7t 161
(100%) 2+ 1178(69%) ol A FAdolqit. L Qo] oA
DNAZA|(anti ds DNA antibody)+< 157 3 5%8(33%) |4,
FIZ 25" (cryoglobulin)> 6% % 48 (67%)°ll4 242}
F3e HAlth BSRS AARRE 1578 9] H= SHRtof|A] Ak
Aot F o= Uiro] o] AIAY] vlEE B3 4
ol A =gk Zpol= HAT 5

O

5. T 42|}

e gRoA AR =HARY IHEHARE sH3leh Al
A=A 1578(94%) O hAfol| A A/t ott 178 (FE
6)°) BajollA vl EUHAFO] WA, 2
AR 159(017)2) BRjolH THHFE ARk of
e B, F4 Al Alsdfi(fibrillation) F /g of 2t
(positive sharp wave)7} 11H(73%) |4 Yelton 2k
NEI Fe ALAZE) T I A polyphasic
motor unit potential) 7} 14 (93%) | A &=t 4174
AmgAtolA oS Bl b5y &4 18(Fe 6)=

Alefakiis A7 AR 5 2 Aolel] HEatat xjol
ol g¥gke

Ho|(size variation)(93%), WEH(64%), LA4-5HA 9
NAHET%), BEAE S, HAE(chain nuclei), F=
A H43%), BEFH D(perivasculitis)(36%) 5°] T
ZE| 9t o] At HA] T o Afolof| F=Eigt Afoli= I
A ket

7. X|22} Zu}
g H(EHE 13)= Alelt 157 9] BAE A =keh A
O 2= Prednisone ©WEX|®7} 109, PrednisoneX}
D—penicillamine ®-8X|%7} 39, Prednisoned} cyclo—
phosphamide, Prednisone¥} azathioprine ¥-8X]|=7} Z}
Z} 1740]%lt} PrednisoneX} D—penicillamine H-8X| 2=
I A SRSo] FREE ShAfoll A AJ3YE QT

A 7A4} A =m3F e SRRjol| A 85 offjof] ARA] LEoF
37} MRC (Medical Research Council) grading ©. & 3 ©
9l ool wHS WA, 5ol 24 TAEAAE a3
Lo, 5 mEA FaE BHS AT, F4 ZEAY
AF= CK7} 90%, AST(SGOT) 75%, LDH 50%, ALT (SGPT)
50%2] BAjolA] AABkEIGlTt,

Kl
]

E AFoA SHSTLORE AT = B o4do]
At =] oS oIS Yol thegh HaroA of
o) Bl&-2 737 83% It o] Bl Fof &g EFE F
o BARE EAE] HH oA Q] vl&o] 947 100%E &=
S R 5/ L e = B e e b I EXe s Bt
A ole]3t AFS Foldt 4= gl ¥ Tatelel e Iy
S5l digt 7| Hao] AAI 5

o
o (-)llN
o
4

P

o
k3
e

(e
o2
i)

2l
r

A chig e URIsy F FHTTLY e
B oA 2190, o= 157 25%% HUEH 7]&
o] Sl Axfet wisgeh Y ej5re] e 157 419
Aatet ko] Afolg HIeE T S Eaet ojste)
o A Al BabA Fake Ak dalAs
Folou, ol AFolMs HAFHRFAT} 71 B3t
Ho| v Foltt, olefdt Ak the AR 2l

J Korean Society for Clinical Neurophysiology / Volume 9/ June, 2007 13



up 22t ER

o

S

Lt
=

ok
o

fol

ol

o
o T

P
rel
fo

o
T

okt ” oleiet Aupt S Bjel N o] BEG
o el % o pre: 4-0] Bl ot 0] 7k
2% Aoz Az Ao Bug s e ol

Aol 2 Aljstins AATURFL, ANAsHE, Fobes
Yol FHAOR TS Bkl Wsto|girt

PPFAES HAS B 2 A0 BAEo| AL A
Tejopsl, WA, Raynaud @A, 850 S5 B
Hiet, olefah S oA T AT 2= A
TEBOLDD s B oRke] Wiwdg] Wt o]9lo
EF ol VAT 5 QAT THEE, YYFHL §
S4Bl chg ol MR ARG FUFFLL 7
splt ofgirha wict

o

IS a g e B4 B 2 Aol A
LDH®} CK7} ZF2} 94%8} 75%2] 3kajol| Al *J%H At 7]
zo] FYRIALE"" LDH7} 82-99%)|4, CK7} 62—
712014 “d=5=o] ATk BHA, =2 EH FE0] K alo) A
L0 o] £907F A E o] CK7F 71 ol wIdt HALR A
Ut olof] tigte] o]He] IWARES I5H At F
LDH7} CKEt} o] Q] A&l ek 1ol e
Ho“E‘ 7] Aol ~E|Ro|E 5o A 5E Woba] YEehd
A 1?41 EAEETE SHATE 2 Aol A oA
gRlE Ao Kol o] T8¢ B4 = 3
T5A 4 5 LDHO| 7MY &3t 450l 14411 ztole|
g EAY 7hsAdo] k= A & Aol A

rL
~ m‘o

(]
hu
=

O.

"

ﬂl%‘. MmN o
o oM rlo

N

I

[e]}

i

i}

o
=
o,

[

_‘i
_>‘i
ol
1o
)
)

Ol
O—_;E
%
o

o
e
au)

©
Q
s

agoolt WRag A ulmstel AT A LreRgo
, 53] ol A2 FedA A S FHI o
g Ak o]d o] = ﬂur 9 olaro] Mo M o

k

o AkapRkge] A

A

_VE

A S8 MIES e rlo] oA ol H i 75T
Aoz st} aEE, YAHRN g ol
ARG TS AR 0 olefst A7FRIS] ol
B FHETEA P54 WEA A B o] Hvk
7o) =go] @ Aolct

TS 2R Auks 1 olade] ol
BlE7} chitg ol MR el et 7]&e] Sy
Ul ejsho] B gy Hlﬁ‘}‘ﬂ etat xfol7} glllel
olefst PASo] FUF O] Aete] W mgo] Hx) o
o9 oF 4 9iet.

£ ool AF|Ro=g e HolelAAR X
2 Pl ) Aol S A 2eke] 2300 3
ok, chIg ol BRLE RS AERolE 5o W
SPAHIZ ARE 4% Fuhel AT Tael B

<

d

>

] e Sie] el el ofdis 2
1 69~ 86%TE > o]2dt AUES
SOy RIS Blsl A=
F— g AlARRETE o] Atoll A=
J}"ﬂ ot Hazh QUARE ef=o] B9
dFoA & ﬁ?ﬂ FARE Anpt HaE gl T ol2gt
Ao A FHSTTY AF= FEAoRes st 23
A} PE TR0l Aeg e 4= ok AN =
A9] Ayt ©@7)1he] k| ]iﬂ 74011 2o A}
71 710, 2Rt AaE flsiA= 2
A7t Q3 Aok

OVWW AAES thEEs oy HRISHolA YEt

= S 3RS o E O AAFeRAL AAL 9 X
Eé#—J 5’801] tisto] EAskGIT 11 A3tz ol S5
Tt 22} oAl s 2599 SRl w3l
2 Zpo|7} ¢8-S & 4= At SHANE T chaEsgo]
s gqdat vmstel o} gk st Fas S
Afaple) il om, melelAlAle] ol ular &
& ARIES wol A 5 ¥ 7H) S0l &S T8}
Sk, B o] ATS Belsk WA SHE B
of o] We 0] AT GO S FFH A7t B
Q3 Aot} E3F 289 Eox7F3HA| (myositis—specific
autoantibodies) (o], 3Jo—1, &Mi—2, Ssynthetase, Al
5 Q141 RHanti—signal recognition particle) &)t L=-
H A7 A (myositis—associated  autoantibodies) (<],

&Ro, ¥La, IRNP, 3IPM-Scl Aol et 119} H&
¥ =ul Atz H o] Z2o| ukZ QAFoRANe] EX]S 3}

s ov =249 —1 O o T i T oo

Qlale L7} ZvfE|ojof 3 Aom AzksiTh

-

REFERENCES

1. Moon JS, Kim JH, Lee YJ, Lee MS, Choi IS. A Case of
dermatomyositis accompanied by scleroderma. J Korean
Neurol Assoc 1990;8:185-191.

2. Park YA, Song SH, Kim DW, et al. Systemic lupus
erythematosus accompanied with idiopathic inflammatory
myopathy: report of 2 cases. Korean J Med 2003;65:604-609.

3. Shin JH, Park KW, Cho JK, et al. A case of overlap syndrome
of dermatomyositis and Sjogren's syndrome associated with
IgA nephropathy. J Korean Rheum Assoc 2005; 12:351-355.

4. Park JK, Jeong JY, Bae SC, Park SH, Jun JB. A case of
Sjogren's syndrome complicated with dermatomyositis. J
Korean Rheum Assoc 2006;13:256-260.

5. Lim HW, Shin JN, Kang HW, Yoo JW, Kim J. A case of
overlap syndrome with rheumatoid arthritis and polymyositis.
J Korean Rheum Assoc 2006;13:64-69.

J Korean Society for Clinical Neurophysiology / Volume 9 /June, 2007



10.

11.

12.

13.

. Hur JW, Lee CW, Yoo DH. Bucillamine-induced pemphigus

vulgaris in a patient with rheumatoid arthritis and polymyo-
sitis overlap syndrome. J Korean Med Sci 2006;21:585-587.

. Choi SJ, Lee HY, Lee MH, Kim JH. A clinical analysis of 39

patients with dermatomyositis-polymyositis. Korean Journal of
Internal medicine 1985;29:104-111.

. Kim SM, Choi YH, Oh MD, et al. A clinical analysis of 100

patients with dermatomyositis-polymyositis. Korean Journal of
Internal medicine 1990;39:812-822.

. Lee SH, Lim HY, Yang HI, Park SH, Cho CS, Kim HY. A

clinical study on inflammatory myopathies. J Korean Rheum
Assoc 1995;2:42-51.

Bohan A, Peter JB. Polymyositis and dermatomyositis. NEJM
1975;292:344-347.

Kaper DL, Braunwald E, Fauci AS, Hauser SL, Longo DL,
Jameson JL. Harrison’s principles of internal medicine. 16th
ed. New York: McGraw-Hill 2005;1960-1993.

Henriksson KG, Sandstedt P. Polymyositis-treatment and
prognosis. A study of 107 patients. Acta Neurol Scand 1982,
65:280-300.

Tymms KE, Webb J. Dermatopolymyositis and other connec-
tive tissue diseases: a review of 105 cases. J Rheumatol 1985;
12:1140-1148.

14.

15.

16.

17.

18.

19.

oeZSgu NEIsg0M HEE ST

Hochberg MC, Feldman D, Stevens MB. Adult onset
polymyositis/dermatomyositis: an analysis of clinical and
laboratory features and survival in 76 patients with a review
of the literature. Semin Arthritis Rheum 1986;15:168-178.
Koh ET, Seow A, Ong B, Ratnagopal P, Tjia H, Chng HH.
Adult onset polymyositis/dermatomyositis: clinical and labora-
tory features and treatment response in 75 patients. Ann
Rheum Dis 1993;52:857-861.

Kagen LJ. Approach to the patient with myopathy. Bull Rheum
Dis 1983;33:1-8.

Joffe MM, Love LA, Leff RL, et al. Drug therapy of the
idiopathic inflammatory myopathies: predictors of response to
prednisone, azathioprine, and methotrexate and a comparison
of their efficacy. Am J Med 1993;94:379-387.

Amato AA, Barohn RJ. Idiopathic inflammatory myopathies.
Neurol Clin 1997;15:615-648.

Selva-O'Callaghan A, Labrador-Horrillo M, Solans-Laque R,
Simeon-Aznar CP, Martinez-Gomez X, Vilardell-Tarres M.
Myositis-specific and myositis-associated antibodies in a series
of eighty-eight Mediterranean patients with idiopathic inflam-
matory myopathy. Arthritis Rheum 2006;55:791-798.

J Korean Society for Clinical Neurophysiology / Volume 9/ June, 2007 15



