o B R O E A 5 5 X .
Vol. 15, No. 3, September, 2008 03z & O

a4 A (Triple X) S50l 4 A9 57335 14

Sotetta oty

1%
=
|I° —E’
3
>

ol &

= Abstract =

A Case of Systemic Scleroderma in Triple X Syndrome

Sang Yeob Lee

Department of Internal Medicine, College of Medicine, Dong-A University, Busan, Korea

Systemic scleroderma is a collagen-vascular disease of unknown etiology. Although the
pathogenesis is poorly understood, disease progression involves the vasculature, the immune
system and extracellular matrix deposition. systemic scleroderma occurs 3~8 times more
frequently in women than men and pathogenesis of systemic scleroderma may be related to
female X chromosome. but the role of X chromosome in autoimmunity has not been illustrated
yet. Most recently reports, the disturbances in X chromosome and inactivation of X chromosome
may be the cause of autoimmunity in abnormal sex chromosome syndrome. Also autoimmune
diseases such as systemic scleroderma is increased in Turner's syndrome. the author had
experienced a woman with systemic scleroderma who had been diagnosed to triple X syndrome
due to infertility in the past. which was very rare case and not reported yet. So the author report
a case of systemic scleroderma with triple X syndrome with literature review.
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Fig. 1. The figure shows salt and pepper pigmentation on
the neck skin.

olgdet. A4l elellA SWd &AL FEHA &
gor, 94 59 9 As B, 5 A
olA A& #H spiell HZEFo] oFelAl F3lem, 4
o Adelditt BF AFelAe Heo] &4 ¢l
Adek. FR A ok EFo] A3, A o5 FHIL
[EEG o, kit FHoll I FA3t o] B

4 <
oEokeh 3bAtel F £, F &, B3 F R &7
I} FFE Wyl 53 E<(salt and pepper appearance)
o] Fz=EYrh(x 1). modified Rodnan skin scoret™=
103 e] e},

ZAR 224 Aurd Nz AollA WP 10,580/mm’,
HAEE 143 g/dL, 43S 253,000/mm el P, &
) A3z Aol Al AST 20 IU/L, ALT 27 IUL, &
Z 94744 19 mg/dL, Zdoteld 0.5 mg/dL, & &
WA 69 g/dl, EEH 39 g/dL, FEFAREE 12
mm/hr, CHFEEHIE 001 mg/dL, €4 UEEF 140
mEq/dL, 8% ZF 4.4 mEq/dLe]|Avt. g 3A A
(1 : 640, speckled type) %4, ¥Ro/La A A, &
Scl-70 A ok A2AS BRPoew, 8 centromere &
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FA(ANCA) = =4, Frtel =Rt FA o3
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pecific interstitial pneumonia)e] 2=t}
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