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Dear Editor,
Secondary hyperparathyroidism (SHPT) is one the ma-

jor complications in dialysis patients. Hyperphosphate-
mia, hypocalcemia, low serum vitamin D levels are great-
ly involved into the physiopathology of SHPT in chronic 
kidney disease (CKD), in which the down-regulation of 
parathyroid Vitamin D Receptor (VDR) and Calcium Sens-
ing Receptor (CaSR) represent a critical step. Moreover, 
new data demonstrate that the Fibroblast Growth Factor 
23 (FGF-23) plays an important role in the regulation of 
calcium-phosphate-vitamin D axis in CKD. Thus, new in-
sights into the pathogenesis of SHPT give the possibility 
to have different treatments of this condition in CKD.

SHPT causes both bone (osteitis fibrosa) and extra-skel-
etal disease (cardiovascular and soft-tissue calcifications, 
altered erythropoiesis, endocrine dysfunctions) (1). Clini-
cal targets for serum phosphate (P), calcium (Ca), and 
parathyroid hormone (PTH) levels have been elucidated 
by the Kidney Dialysis Outcomes Quality Initiative (K/
DOQI) Working Group (2). Since alterations in mineral 
and bone metabolism have classically been named re-
nal osteodystrophy and classified based on bone biopsy, 
recently, KDIGO (Kidney Disease: Improving Global Out-
comes) proposed a new definition for this disease: the 
CKD-Mineral and Bone Disorder (CKD-MBD) (3). In ad-
dition to hypocalcemia and hyperphosphatemia, CKD-
MBD is characterized by abnormalities of bone volume, 
turnover, mineralization, and growth as well as vascular 
calcification (VC). In fact, VC seems to link abnormalities 
in serum Ca and P levels and the enhanced mortality risk 
associated with CKD-MBD. Impressively, VC starts early in 
CKD and patients with CKD-3, -4 and -5 not undergoing 
hemodialysis present a significant amount of calcium 
deposition in the coronary arteries (40-80%). 

During the last decade, many efforts have been made 
to try to decrease VC progression. The control of serum 

PTH levels and calcium- and phosphate-load, using alu-
minum- and calcium phosphate binders, more selective 
vitamin D receptors activators, and cinacalcet clearly 
represent our current pharmacological tools to improve 
quality of life and reduce mortality in CKD (4).

In their manuscript, Rostami et al. (5) showed quality of 
life in dialysis patients affected by CKD-MBD in Iran. Inter-
estingly, quality of like associated with serum Ca levels, 
serum calcium-phosphate product levels, and serum PTH 
levels. Furthermore, hospitalizations were associated 
with serum P levels. Thus, management of CKD-MBD in-
cluded phosphate binders (both calcium-based and calci-
um-free), vitamin D, and cinacalcet, even if treatment of 
this dramatic complication of CKD remains suboptimal 
for most patients.
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