s & of B & & & X -
Vol. 14, No. 4, December, 2007 O 4 O

Trutel & Agke]] gk 435 24

AANSL ol zhlst Wizt

OIS2 - Ol&tR - 2T - ARE - 0|E - L2 - HNE| - YRIF - WS - 0] T

= Abstract =

Two Cases of Calcinosis Cutis Combined with Rheumatologic Disease

Seung Woo Yi, M.D., Sang Won Lee, M.D., Myoung Kyun Son, M.D., Yu Jin Kim, M.D.,
Kwang Hoon Lee, M.D., Eun Jin Kang, M.D., Sang Tae Choi, M.D., Min Chan Park, M.D.,
Yong Beom Park, M.D., Soo Kon Lee M.D.

Department of Internal Medicine, Yonsei University College of Medicine, Seoul, Korea

The calcinosis, dystrophic soft tissue calcification, occurs in damaged or devitalized tissues
normal calcium/phosphorus metabolism. It is the subcutaneous tissues of connective tissues
disease - primarily systemic lupus erythematosus, scleroderma, or dermatomyositis — and may
involve a relatively localized area. The calcinotic accumulations may result in muscle atrophy,
joint contractures, and skin ulceration complicated by recurrent episodes of local inflammation
and infection. Calcinosis may be the source of both pain and disability in connective tissue
disease patients. While various therapeutic modality have been used, no treatment has
convincingly prevented or reduced calcinosis. We report two cases of calcinosis cutis combined
with rheumatic disease.
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Fig. 1. Abdomen-pelvis CT at diagnosis, Case 1. There
are extensive calcifications and fascial thickening
involving left side abdominal wall, subcutaneous
layer predominantly.
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Fig. 2. Microscopic findings showing fat necrosis with calcification (H&E stain x40) (A) and vacuolar interface dermatitis
with necrotic keratinocytes (H&E stainx200) (B). Case 1.
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Fig. 3. Abdomen-pelvis CT showed extensive calcification
involving gluteal area, subcutaneous layer predo-
minantly. Case 2.

=22 AA A
Ay A 5 odk] 4303t &7 PE o] diltia-
zem 180 mg/¥ ¥, alendronate 70 mg/
F A-83}3 prednisolone 5 mg/Qd FAsl 2 F
4 B Folth,

J, warfarin 1 mg/¥

{
I~

Ll

] A 3] F(calcinosis cutis)®] FU> Hol4 A3
SH(metastatic calcification), Z%A4 413]3}(tumoral cal-
EA) 4 3] $}(idiopathic calcification), Z

] J/K]— ZZ] k]_g,]_q]. 1;].

cification),

A| 2] &) 2 (calciphylaxis),

A A E FEG
Hol4 433k

Zzg oy 25 AR AL 9

A 5o W ATl AR ol AREFTE L
o7e R FAEA Ve @A, vlERl D 2
AFH, FH-L7kel T, A Tdel Aol
AE =29 Zw AFe o8l IF 4387 Lo
ok @)

THE A3 84 2w AY g, A
FA 9 Fsol FWEe] e AF wAd F e
= Aol A W Aule W AA et
ok, BA F9] 2H ol vl Ego] A7|ar, 4w
o] Edo] FxtE™ 22 F(histiocyte)7} FHF|o] =
7 Eiol AAtE= g BaEde (5).

S84 A3she A dAE Hele A% 4
ollA gy A3skE AW W 8 A gl
ol ¥, &% T I FdE Felol s,
Wl Aele HAA F% 6,7).

Al 4% 2007 —

ZA I ZFA A2 ARA SA}ol|A] =
o 8 ZF(vasculopathy) o]tk 412 ¥ ¥ (ischemia)oll
oz 28 =l Il Ake —T{J‘%La‘_ N 7]“4' f“L(end-

=7 s

)

9 ol sab Aol A, A LA A
0w %4 g 9, FAL bk 2] A%A
BRpelle] FHES HF 1~4%9 AR Wiy
Act (8,9).

WY 2H ARE AR Tl wAY 5
&

= I3 A3|Zolt AA €A 24, o £XE
Bl Al 24 A B4 ekt & gle
o Euy Agol} Fakwi Bael 4 Aew
LA AT 10 WA 24 Azize] AAe W
49l 24 el ME ALED, U BE 24
(hypovascularity), thA AZE2] ZFA ZF7}, =3

£, A4F Z7pl BE Wit 27 £42 Yo
™ o]& 9ld)] gamma-carboxy glutamic acid (GCGA)
W 2 W 24 el TrhEel MARE Ao
2 Adsger ). F8 24, AN A3k, F4l
HEF22 5 Fukels AR Rl A] E71=E Fol
T 3 Z(extensor aspects) 2 FE 2] A% Q] ubAy
eat, 5% U sk AWEE BF AW

A237t AYE7 = Ao 43

ZA8}Zoll A 25%, 7] 5 L (juvenile dermato-
EdeE I8 o AANA 30~70%, A
FF oA 17%2 Bl2E =2 Zo7 Hu
et 2. vk FlellA Fulelx Ak F
b A3]Fo] Haes AATHFF Lol SHtE gl
k1ol Fo g oo Rustes fFHES vlus]
o, 7t Fulels Akl FubE A3 Fol
gt Eues gle Aol

HAMAA AZ)Fg dgsiAY HEE Folv A
of thall YrkH ez dAE XEE flon, A
o )zt ARE A3 Y} ARE wilg F
Aot A3]FollA GCGA F&7F =& Zlo] ¥
Q=™ GCGACN d&g& F+ Fol warfarino] Hl
it = AS o] 83lo], Cukierman G- warfarin®]

N
g ZNE Ha TS colchine?] anti-

Flet (12).

myositis) &
A1 &Rk



— ol 9l FrulEls Astel] Rk X35 26 —

inflammatory effect, diltiazem®] calcium influx inhi-
bition, probenecid®] renal phosphate clearanceZ7}, bis-
phosphonatesgl calcification process AA 71HS o]l &
@ 7zkel Ae wn wast Qeldh (13,14, 93
A3For 9% shE B 3 7E ol Aol %3}
%] & (palliative treatment) =3 2] G=<%o]u} CO2 laser
AE A= HaE (15).

2 FEle A8 24 9 v AA =4 A3
Apell A whARE wg g =22 A3|Felgct. F 3
A Bl Az thAke] ol &AE gldla, b4
Tkl APAL WEEA Askel. dx A BAE
diltiazem¥} bisphosphonates& A&} o™, kA A
& olFol Hlste AW 2Ae AAHA g3 )
th. skEolv &5 7l oldol EWEA gol 4
HQl F&oltt CO2 lasere AHE3FAl Skl A&
opAle] TN HHE Ht glol F A kAl
Wikstel A8S stglonh, &% 43137t AAA
AasA ok A4 "ok ok 282 dul o
FANF & Aol tis] =& Holok & o],
AR A3137 Qg A g okale] Mol
U 2AHel $4E mejs] Rolok stk

Folels AsllA A% WAl el AA7A
Tl Age] MEd AE Aol ol <4
Aot Fell B, vla EA46 i Bavt gk
ol AL Tawte TS T el
Rort, FHogE oTollAe FHE Huske
2 ol AA U W%
WAL g otk FE fHE
44 5 AAFL dF AT
H7 AlA e, 9 242 A
AL AEE FHse Zlo] Doy Zlow Al

s},

™

P *

[ex

o]
h=

AAZATF2=, A4 A3, A82d 5 vt
el A3t shate] dlsl z=AollA 24, ) A T
el Aozt glol= Az]Fo] WAL = gl Ao
2 Husgeh Az A7 9 ovZaE A
A =4 A% 5 Frlels AzloA FukE X3E
215 sl &3 123 9 Bashe= bh

olt}.

REFERENCES

1) AR, AR A, ol B E, 231E, AT A4

Gl =4 T

s o =
4 0 el B WA AR EA 3% o

2

~

Boulman N, Slobodin G, Rozenbaum M, Rosner I.
Calcinosis in rheumatic diseases. Semin Arthritis
Rheum 2005;34:805-12.

Halverson PB, Ryan LM. Arthritis associated with

Klippel JH, ed.
Primer on the rheumatic diseases. 12th ed. p. 299-
306, Atlanta, GA, Arthritis Foundation, 2001.

4) Tan AWH, Ng HJ, Ang P, Goh YT. Extensive calci-

nosis cutis in relapsed acute lymphoblastic leukae-

mia. Ann Acad Med Singapore 2004;33:107-9.

Qadri SRM, Choksey MS, Shad A. Tumoural calci-

nosis of the cervical spine: case report, pathogenesis

and differential diagnosis. Br J Neurosurg 2005;19:

185-90.

6) Guermazi A, Grigoryan M, Cordoliani F, Kerob D.
Unusually diffuse idiopathic calcinosis cutis. Clin
Rheumatol 2007;26:268-70.

7) Terranova M, Amato L, Palleschi GM, Massi D,
Fabbri P. A case of idiopathic calcinosis universalis.
Acta Derm Venereol 2005;85:189-90.

8) Wilmer A, Magro M. Calciphylaxis: emerging con-

3

=

calcium-containing crystals. In:

5

~

cepts in prevention, diagnosis, and treatment. Semin-

ars in Dialysis 2002;15:172-86.

Angelis M, Wong LL, Myers SA, Wong LM. Calci-

phylaxis in patients on hemodialysis: a prevalence

study. Surgery 1997;122:1083-90.

10) Marzano AV, Kolesnikova LV, Gasparini G, Alessi E.
Dystrophic calcinosis cutis in subacute lupus. Der-
matology 1999;198:90-2.

11) Whyte MP. Extraskeleta (ectopic) calcification and
ossification. In: Favus MJ, Christakos S, Kleerekoper
M, Shane E, Gagel R, Langman CB, Stewart AF, eds.
Primer on the metabolic bone diseases and disorders
of mineral metabolism. 2nd ed. p. 386-95, New York,
Raven Press, 1993.

12) Cukierman T, Elinav E, Korem M, Chajek-Shaul T.

Low dose wartfarin treatment for calcinosis in patients

with systemic sclerosis. Ann Rheum Dis 2004;63:

1341-3.

Abdallah-Lotf M, Grasland A, Vinceneux P, Sigal-

Grinberg M. Regression of cutis calcinosis with diltia-

9

~

13

=



— thErFulel 2832 A 14A A4 E 2007 —

zem in adult dermatomyositis. Eur J Dermatol 2005; Rheumatol 2005;32:1837-9.

15:102-4. 15) Bottomley WW, Goodfield MJ, Sheehan-Dare RA.
14) Ambler GR, Chaitow J, Rogers M, McDonald DW, Digital calcification in systemic sclerosis: effective

Ouvrier RA. Rapid improvement of calcinosis in treatment with good tissue preservation using the

juvenile dermatomyositis with alendronate therapy J carbon dioxide laser. Br J Dermatol 1996;135:302-4.

— 400 —



