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A EICEL, 7 oy CHLIA RO B2 87,
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#1 BMENR
btk I A ik ERPRAEAR H2hilk a1 3]
(mgH)
1 2006 41 H 125 DU, PH, topo diffuse
ILD
2 2006 F 4 H 125 DU, ILD topo diffuse
3 20071 H 250 DU, PAH CENP diffuse
4 2007 %3 H 125 DU RNP diffuse
b 2007 43 H 125 DU CENP limited
6 2007 423 H 125 DU topa, SSA diffuse
(4 2007 £ 4 H 250 DU, GIT RNP, topo diffuse
8 2007 #E8 H 125 DU, PAH topo diffuse
9 2007 # 10 H 187.5 DU, ILD Ltopo diffuse
10 2007 =11 H 187.5 DU CENP limited
11 2007 4 12 H 250 DU RNP, CENP, limited
SSA

DU: T8 L E0 R . PAF: MO0 VR E N 18 MLFE AR . GUT-MB e 73 & . 1LD: [V E TS 2

diffuse: USEAAERZ Y, limited: IR R4 2 Y

topo:$i topoisomerase | Hi{k, CENP:HUE> b AT HI(K, RNP:T UI-RNP Hifk, SSA:HL SSA Hifk
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H.AHRT A HE O HHEE + &R

phenamanan, interstitial
pneumonia

phanomanon, inerstitial
preumaonia

Result Patient 1 Patient 2 Patient 3 Patiant 4

nge 64 74 30 54

0% female female femala famale

occupation nurse homemaket Clark homemaker

Site af skin tightneing Mostly hands Bilateral upper and lower | Mostly hands Bilateral upper and lower

axdramities wdramities.chast

Scieroderma Gaslnc Gastric Gastric Gaslric

manifestaton reflux/escphagins. raynau refluv/esophagiis.raynay | refiux/esophagitis.raynau raflux/esophagitis raynau
ds ds d’s phanomanaon, ds

phenomeanan,imersttial
preumonia

Co-marbid iliness PaC APS MR SLE Polyposts coll

serology Anti-Centromers Ab Anti-Sel 70 Ab positive Anti-Scl 70 Ab ANA positive{homao/spec)
positive positive.an-Sm positive

Lung pathalogy Interstitial preumonia Intersiitial pnaumonia nong intarstiiial preumonia

Ulcer locaton Hand:rn 4™ .20 Footn. 1% Hand!it. 3 Hand:n 3 .37

Local treatments

Debndament. PGE1 bFGF

Debridement. PGE 1.bF GF

Debndement. PFGE1.bFGF

Debndement PGE 1 bFGF

Systemic treatments PGI2.PGE2 sarpogrelate, | PGIZ. PGEZ2.sarpogrelate, | PGI2Z PGEZ sarpograiate, | PGI2 PGEZ sarpograiate,
beraprosi, argatroban.anti beraprost.arg 1, 1a} osl.rg 8 baraprost.arg
biotics

Targeled lesions Hand:rn. 4" p2m Foorm 1 Hand:n.3" Hand!n. 37 o3

Absolule pressure of 2ATA 2ATA 2ATA ZATA
HBO

Duration of intial dive GOrmin BOmin BOmin BOmin
Duration of sussquent BOmin 60min &0min BOmin
dives

Total number of dives 47 47 15 0
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