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Calciphylaxis or calcific uremic arteriolopathy (CUA) is a serious skin disorder of
arteriolar calcification that can produce subcutaneous plaques, nodules, and subsequently
necrotic ulcers skin lesions. CUA is usually associated with chronic kidney disease and end-
stage renal failure. The risk factors of CUA include obesity, diabetes mellitus, female gender,
high product of calcium and phosphate, and use of coumadin anticoagulant. Furthermore, it
is associated with high mortality rate. Therefore, early identification, proper evaluation,

appropriate salvage therapy, and prevention can minimize long-term morbidity and mortality.
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#sazarerinlasniuAaldannagm (calcium phosphate) ¥TauAaldauaandan (calcium oxalate)

NANETRLLN(WIN1AN Hayden MR, Goldsmith D. Sodium thiosulfate: new hope for the treatment of

calciphylaxis. Seminars in Dialysis 2010 May-Jun;23(3):259)
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WL ROS and downstream cytokines
A Inflammatory cytokines (IL-1f, IL-6, TNF-a)
Antioxidant effects

Attenuate ROS and
Inflammation

A Fetuin-A synthesis 7
A vs. Stabilize Albumin synthesis 7
¥ ROS
¥ Inflammatory cytokines
{IL-1B, IL-6, TNF-a
¥ Inflammation

7 B3
»

510 7. uavedlnideninledamia (sodium thiosufate) Aansasssayfiuuazipau-ta (fetuin-A) 209y Tneiimaau
fa'ﬂmmml,ﬁumm;mMEu-Lfa wavaay if;m”ﬁm';‘Lﬂumi;ﬁu@%@%m: uaglalnAnent (1hunann Hayden
MR, Goldsmith DJ. Sodium thiosulfate: new hope for the treatment of calciphylaxis. Seminars in Dialysis
2010 May - June; 23(3): 261)

A599 1. 9eanuy Uaanizduiug uluniinasaaeni lafunisinunaalaineninledams (sodium

thiosulfate)

Authors Age Renal
years; Presenting replacement Treatment (s) Results
gender  symptoms modality
Cicone 69 F Painful indurated Peritoneal D/C calcitriol. Use of  Pain relief, less
etal.? subcutaneous dialysis NCPB, induration
plaques oral corticosteroids, IV
in lower STS
extremities
Guerra 46 F Tender, nodular, CVVH Use of NCPB, IV STS  Pain relief,
etal® and followed resolution of
necrotic lower by skin ulcers
extremity lesions hemodialysis
Brucculeri 48 F Tender Hemodialysis D/C of Regression of
etal.” subcutaneous calcitriol, skin lesions
nodules and skin increased dialysis with wound
ulcers in frequency, healing
abdomen, use of NCPB, IV SJS,
breasts, hips, parathyroidectomy
thighs
Araya et al.”® 21 M Painful indurated Hemodialysis D/C of Pain relief,
subcutaneous calcitriol, improvement
plagues in all oral corticosteroids,  in skin
extremities, lower use of NCPB, IV STS induration

extremity ulcers
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A1599 1. 9e9nuyaanizduiu] wlunisvaesaend lafunisineaoalananinledamn (sodium

thiosulfate) (a18)

Authors Age Renal
years; Presenting replacement Treatment (s) Results
gender  symptoms modality
12M Bilateral calf and thigh Hemodialysis D/C of calcitriol, Pain relief,
tender induration use of NCPB, IV functional
STS improvement
with less
induration,
pain relief
21F Upper and lower CVVH followed D/C calcitriol. Improvement
extremity induration by hemodialysis  Use of NCPB, in skin changes
with severe IV STS
contractures of the
hands, violaceous lower
extremity lesions
Hayden 60 F Painful Hemodialysis D/C calcitriol. Use of  Immediate
etal.”” subcutaneous NCPB, pain relief.
indurated plaques IV STS ongoing to Wound healing
breast and date (26 months) in 8 weeks. No
abdomen, with no reoccurrence
abdominal skin complications for 3 years
ulceration from long-term
treatment
Meissner 35F Painful necrotic Hemodialysis IV STS Rapid pain
etal.?? ulcers and relief. Four
Necrosis on months later
thighs, buttocks successful
and abdomen renal
transplantation
Tokashiki 57 M Painful skin Hemodialysis IV STS following Complete and
etal.® ulcerations failure of rapid relief of
bilateral great hyperbaeric pain and able

toes,
right 2"-4"
fingers.

Intense pain

oxygen therapy

to resume
walking after 2
weeks of

therapy
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A599 1. Peanuy Uaanizduiug wlunimasadeni lafunisinunaalainaninledams (sodium
thiosulfate) (59)

Authors Age Renal
years; Presenting replacement Treatment (s) Results
gender  symptoms modality
Mataic and 26 F Painful skin Peritoneal Low-calcium Well tolerated.
Bastani®” ulcerations dialysis (2.5 mEq/L) Initially,
bilateral thighs dialysate. treatment was
and Intra-peritoneal associated
proximal arm STS with wound
healing during
first 2 months
of treatment.
Subsequent
failure of skin
ulcerations to
heal with
sepsis and
death after
2"-3 month
treatment
period
Baker etal””  68F Painful skin None IV STS 3 times/week
ulcerations Stage 2 CKD
Ackermann 45 F Painful skin Hemodialysis IV STS 3 times/week  Relief of pain
etal.®? ulcerations and healing of
ulcerations
Subramaniam 35F Recurrent skin Hemodialysis IV STS 3 times/week  Rapid pain
etal® ulcerations and relief and
pain complete
healing of
ulcerations

F female, M male, CKD chronic kidney disease, CVVH continuous venovenous hemofiltration, D/C discontinue,

GFR glomerular filtration rate, /V intravenous, NCPB non-calcium-based phosphate binder, STS sodium thiosulfate
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