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Clinical State and Treatment of Calcific Uremic Arteriolopathy (CUA) in Dialysis Patients
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The leading cause of death in dialysis patients is cardiovascular diseases. Among them, calcific uremic arteri-

olopathy is a rare disease caused by calcification of the intima of small arteries. This disease arises as a conse-

quence of calcification of the arterial wall, causing ischemia in tissues. With rapidly progressive tissue ulceration

and necrosis, CUA has extremely poor prognosis. Many aspects of the disease remain unresolved, and there is no
established treatment. However, recent studies have shown that fetuin-A (2-Heremens-Schmid glycoprotein), ma-

trix Gla protein, and osteoprotegerin suppress ectopic calcification, in close association with vitamin K and vita-

min D. In addition, new developments have emerged, such as the launching of cinacalcet and demonstration of

some success with sodium thiosulfate treatment. With this background, we reviewed and compared three cases

of calcific uremic arteriolopathy encountered recently in our institution. Based on the findings from these few
cases, we discuss the risk of CUA related to vitamin D and warfarin potassium in patients with end-stage renal

failure.
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Table 1 Laboratory findings of the three cases on admission

Casel Case?2 Case 3 Case 1 Case 2 Case 3
BMI (kg/m? 229 21.1 212 CRP (mg/dL) 7.78 473 7.19
IgA (mg/dL) 294.0 576.0 3119
WBC (/uL) 9,300 9,400 10,400 IgG (mg/dL) 1,134.0 2330 1,247.0
Hb (g/dL) 16.0 116 79 IgM (mg/dL) 572 109.0 327
Ht (%) 472 345 228 C3 (mg/dL) 99.9 1330 107.1
Plt (x 104/uL) 289 453 272 Cc4 (mg/dL) 519 485 345
CH50 (U/mL) 72 59 54.1
TP (g/7dL) 6.5 84 5.7
Alb (g/dL) 32 38 26 iPTH (pg/mL) 120 130 463
AST (IU/L) 25 16 23
ALT (IU/L) 16 15 14 PT-INR 1.048 2097 4519
LDH (IU/L) 230 219 216 APTT  (seo) 338 52.2 48.1
CPK (IU/L) 373 201 97 FIB (mg/mL) 779 560 642
BUN (mg/dL) 421 51.8 66.0 HPT (%) 1353 195
Cr (mg/dL) 107 57 7.3 Protein C (%) 85 61 <10
Na (mEq/L) 131 140 141 Protein S (%) 35 43 30
K (mEq/L) 33 48 33
Ca (mg/dL) 94 9.2 83 ANA 40x 40 % 40x
P (mg/dL) 58 52 89 PR3-ANCA <10 EU <10 EU <10 EU
HbAlc (%) 42 7.0 54 MPO-ANCA <10 EU <10 EU <10 EU
BMTI body mass index.
Table 2 Risk factor and inducer of Calcific uremic arteriolopathy
Risk factor Inducer
CaxP >70 mg?/dL? Youth Female
Obesity (BMI>30) Peritonial dialysis
Prolonged dialysis history Rapidly body weight loss
Ca >105 mg/dL Diabetes mellitus Hepatic disease
Decrease of protein C, S Hyperparathyroidism
P > 50 mg/dL Hypoalbuminemia Use of vitaminD
Use of CaCOs Use of warfarin
Use of steroid Traumatic
Table 3 Comparisons of the three cases
Duration of Bod . .
AR G Obety IS0 daiyas  weght Dittetes  Hpatic  Appearance DO oucome
(months) loss CS
1 66 M - PD 75 - - - Central + Death
type
2 53 F - HD 16 - + + Peripheral + Recover
Fatty liver type
3 72 M - PD 18 - - + Central + Death
Alcholic LC type
X . . . .
(plg}‘nI;IL) (mg/adL) (mgf; dL) (n?gaz ./ dII),Z) (g‘étliti,) VitaminD CaCOs Warfarin Steroid
1 120 94 58 545 3.2 + + + -
2 130 9.2 52 478 38 + + + -
3 463 88 89 783 26 + - + -

M: male, F: female, PD: peritonealdialysis, HD: hemodialysis,

LC: liver cirrhosis.
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