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AlTwo vrEpacPeoTIOULOG
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TTapaBupeocideic adévec kai TTapaOopudvn
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Progression of Parathyroid Hyperplasia

Single Nodule

Nodular

Early

ity e
Diffuse nodularity Feo
Hormal ?

Progression of hyperparathyroidism

Tominaga and Takagi, 1996
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Low turnover osteomalacia Bone biopsy showing low






Aluminum deposition in bone Bone bioposy swith



99mTc-sestamibi scintigraphy with dual-phase technique

immediate 2 hr delay




ZXETIKOC Kivouvoce Bavdrou Kal emimeda @wopopou

1.6

2.2 1
N = 40,538 HD patients

2.0

1.8 -

1.4 -

1.2

N ' I '

<3 34 45 56 67 7-8 89 >9

Serum P (mg/dL)

Relative Risk of Death

oo
o™
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History of Treatment Strategies for
Secondary Hyperparathyroidism

1970 1980 1990 2000
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Bone Disease Fractures

Systemic effects of
PTH

Phosphorus & Mortality
Vascular Calcification




O Ymoooycag acPeotiov (CaR)
pvOuiler v ékxpron e PTH
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Adapted from Ridker et al. N Eng/ J Med. 1887336 873-679.
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Systemic risk factors

(environment & genetics)
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NOS «~— jnhibition

) Angiotensin Ii
* uncoupling .

_» OONO- ; ’ Endothelin-1
- - )
»

NO! 0.t
| ., T8
Endothelial activation

- -"-—_'-H-Fr-

» cytokine production

» redox-sensitive
gene expression

Vascular milieu apoptosis

Plaque

- Inflammation
- Proliferation
- Vulnerability

3=



Pathogenesis of acute coronary syndromes
tive stress and inflammation -
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Causes of Cardiovascular Disease in ESRD -
Can the Puzzle Be Solved?
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Prevalence of inflammation in uraemic

patients

r
Italy AR Zoccali et al [14]
Sweden . s Qureshi et al [20]

HD - '

Gemany Zimmermann et al [7 ]
USA Yeun et al [9)]
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ESRD Sweden | Stenvinkel et al [15]
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Valve Calcification Predicts All-Cause Mortality and
Cardiovascular Mortality in Peritoneal Dialysis Patients
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Calcification in ESRD:

1. Medial Calcification of arteries

2. Calciphylaxis of skin
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3. Other Soft tissue calificaticms
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Soft Tissue Calcification Atherosclerotic Calcification Medial Calcification
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Pleiotropic effects of statins
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