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Introduction  The population of patients on 
hemodialysis (HD) is being decimated by cardio‑
vascular disease (CVD). The epidemic is caused 
by traditional risk factors for CVD as well as by 
those specific for HD population such as oxida‑
tive stress, abnormal adipokine levels, and sec‑
ondary hyperparathyroidism (SHPT). The latter 
are thought to precipitate and propagate changes 
in the vascular bed including calcification,1 ath‑
erosclerotic lesions,2 and impaired vascular reac‑
tivity.3 Moreover, recent years have provided ev‑
idence on close links between bone metabolism 
and adipokines4 as well as between adipokines 
and the endothelium.5,6

Perception of ambient calcium by the cells 
is possible due to the presence of the calcium‑ 

-sensing receptor (CSR). It is present in the or‑
gans involved in calcium homeostasis including 
the parathyroid glands,7 intestine,8 bone,9 and 

kidney.10 Interestingly, CSR was also found in tis‑
sues that are not involved in maintaining calci‑
um homeostasis such as the brain,11 endothelial 
cells,12 adipocytes,13 and aortic vascular smooth 
muscle cells.14 It is postulated that CSR regulates 
such processes as blood pressure,12 vascular cal‑
cification,15 lipid metabolism,16 and adipokine 
secretion.17 Of note, a clinical study confirmed 
the role of CSR polymorphism in coronary heart 
disease as well as in cardiovascular and all‑cause 
mortality.18

Cinacalcet, a positive allosteric modulator of 
CSR, increases sensitivity of CSR to extracellu‑
lar calcium in the parathyroid glands and thus 
decreases parathormone (PTH) secretion. Cina‑
calcet has been approved for the treatment of 
SHPT in dialysis patients and is becoming an al‑
ternative to parathyroidectomy, although there 
is still no evidence that the use of cinacalcet in 
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Abstract

Introduction  Disturbances in endothelial function, adipokines, and mineral metabolism due to secon-
dary hyperparathyroidism (SHPT) shorten the lifespan in hemodialysis (HD) patients.
Objectives  The aim of the study was to evaluate the effect of SHPT treatment with cinacalcet on 
selected adipokines and markers of endothelial injury in HD patients.
Patients and methods  Soluble thrombomodulin (sTM), E-selectin, leptin, and adiponectin levels were 
measured in patients with SHPT at baseline and at 6 months of cinacalcet treatment.
Results  A total of 18 patients completed the study. SHPT treatment with cinacalcet decreased calcium, 
phosphate, and intact parathormone (iPTH) levels; however, no significant changes in sTM, E-selectin, 
leptin, or adiponectin were observed. iPTH levels after treatment correlated with age (r = –0.51, P = 
0.031), mean cinacalcet dose (r = 0.65, P = 0.004), as well as baseline calcium (r = 0.65 P = 0.003), 
iPTH (r = 0.59, P = 0.01), E-selectin (r = 0.56, P = 0.016), and leptin (r = –0.49, P = 0.039).
Conclusions  Cinacalcet treatment does not affect the markers of endothelial function and selected 
adipokines. Effectiveness of treatment may be modulated by E-selectin and leptin.
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of the drug on the day when the laboratory pa‑
rameters were evaluated and the remaining pills 
were counted.

All patients provided written informed consent 
to participate in the study. The study was conduct‑
ed in accordance with the Declaration of Helsinki 
and the research protocol was reviewed and ac‑
cepted by the local ethics committee.

Measurements and assays  Venous blood (plas‑
ma and serum) was collected at baseline and at 
6 months in the morning on a day after dialy‑
sis session, after an overnight fast and at least 
12 hours after the last dose of cinacalcet. Blood 
after centrifugation was aliquoted and frozen 
until assayed. Calcium, phosphate, albumin, he‑
moglobin, white blood cells and platelets were 
measured using standard methods. iPTH was 
measured with an electrochemiluminescence im‑
munoassay (IMMULITE Siemens Medical So‑
lutions Diagnostics, Erlangen, Germany). Solu‑
ble thrombomodulin (sTM, endothelial injury 
marker), E‑selectin (marker of endothelial ac‑
tivation), and selected adipokines such as adi‑
ponectin and leptin were measured using a com‑
mercially available enzyme‑linked immunosor‑
bent assay (Quantikine, R&D Systems, Abing‑
don, United Kingdom).

Statistics  Data are presented as a mean ± stan‑
dard deviation or median (range) as appropri‑
ate. The distribution was tested with the Sha‑
piro‑Wilk’s W test. Skewed variables were trans‑
formed using natural logarithm to achieve 
Gaussian distribution (E‑selectin, iPTH, leptin). 
Paired t test or sign test was used to evaluate 
the changes from baseline. Associations between 
the variables were examined with the Pearson or 
Spearman test depending on whether the assump‑
tions were met. A two‑tailed P <0.05 was consid‑
ered significant. All analyses were performed with 
Statistica 8.0 for Windows (StatSoft Inc., Tulsa, 
Oklahoma, United States).

Results S tudy population  Of 34 recruited pa‑
tients, 18 completed the study. The reasons for 
early discontinuation are presented in the TABLE. 
The mean age of patients was 64.9 ±13.0 years. 
There were 12 women (67%). Cardiovascular dis‑
ease was confirmed in 10 patients (56%); 4 pa‑
tients (22%) had diabetes. Patients underwent 
HD for median 27.1 months (min–max value, 
2.1–99.6), 3 times a week and their mean urea 
reduction rate was 67.4% ±7.7%. The mean hemo‑
globin value in study subjects was 107 ±15 g/l and 
they received the mean of 6722.2 ±3139 I.U. per 
week of an erythropoiesis‑stimulating agent.

Compliance during the study was above 95%. 
All 18 patients (100%) received calcium carbonate 
and 5 (28%) – vitamin D analog (Alfadiol, Glaxo‑
SmithKline Pharmaceutical SA, Poland) in con‑
stant doses. The mean cinacalcet dose at 6 months 
was 65 ±36 mg per day.

the treatment of disturbed calcium‑phosphate ho‑
meostasis translates into decreased CVD morbid‑
ity or mortality. Cinacalcet was shown to prevent 
the progression of aortic calcification and ath‑
erosclerosis in the animal model.15,19 Also in vit‑
ro model suggested inhibitory effect of cinacal‑
cet on lipolysis in adipocytes.20 To our knowledge, 
the effect of SHPT treatment with cinacalcet on 
the markers of endothelial function or adipokines 
in HD patients has not been studied so far.

We examined the hypothesis that treatment of 
SHPT with cinacalcet affects endothelial function 
directly through CSR or indirectly by lowering in‑
tact PTH (iPTH) levels to the recommended val‑
ues. We also sought to examine possible altera‑
tions in the levels of selected adipokines during 
treatment with the calcimimetic and a possible 
modulatory effect of these levels on the effective‑
ness of SHPT treatment. To minimize the poten‑
tial confounding effect of vitamin D analogs or 
phosphate‑binder therapy on the examined pa‑
rameters, no changes in the above medications 
were allowed during the study.

Patients and methods S tudy design  This 
was a post hoc analysis of a 6‑month, prospec‑
tive, open‑label trial.21 The trial was designed to 
assess the effect of cinacalcet on the markers of 
bone metabolism in patients on chronic HD based 
on the study by Block et al.22 The study protocol 
was described in detail elsewhere.21 Briefly, adult 
subjects enrolled in the study were cinacalcet‑na‑
ive, were in stable medical condition, had elevated 
iPTH levels above 44 pmol/l, and underwent HD 
3 times a week. The dose of phosphate binders or 
vitamin D analogs within the preceding 30 days 
and during the study was not changed. The ini‑
tial dose of cinacalcet (Mimpara, Amgen) was 
30 mg orally once daily at bedtime. Every 3 to 4 
weeks, the doses were titrated up to 180 mg once 
daily if iPTH levels were above 33 pmol/l and 
serum calcium levels were at least 1.95 mmol/l. 
The dose was not increased in the case of symp‑
tomatic hypocalcemia, serum calcium levels be‑
low 1.95 mmol/l, or an adverse event that pre‑
cluded dose escalation. The dose was reduced if 
PTH levels were below 16.5 pmol/l or if an ad‑
verse event required dose reduction. Patients were 
withdrawn from the study and excluded from 
the analysis if treatment with a phosphate bind‑
er or vitamin D analog was started or their dose 
was changed. Compliance was monitored indirect‑
ly. Subjects were asked to return the packaging 

Table  Reasons for discontinuing participation in the study 

Reason n (%)

alteration in the dose of vitamin D or phosphate binder 10 (29)

kidney transplantation 2 (6)

death 1 (3)

consent withdrawal 1 (3)

stroke 1 (3)

nausea 1 (3)
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(r = –0.28, P = 0.26), hemoglobin (r = –0.32, P = 
0.22), phosphate (r = 0.14, P = 0.59), and albu‑
min (r = 0.08, P = 0.74).

Discussion  The aim of the study was to eval‑
uate the effect of SHPT treatment with cinacal‑
cet on the markers of endothelial function in 
HD patients. There were no significant chang‑
es in the evaluated markers of endothelial func‑
tion despite a significant decrease in iPTH levels. 
While interpreting the results, it is not possible to 
separate direct (through CSR) from indirect sys‑
temic (improvement of mineral homeostasis) ef‑
fects of cinacalcet. Therefore, both actions must 
be considered together. Although in vitro 23 and 
animal studies15,19 provided data on the benefi‑
cial effect of CSR stimulation in the context of 
vascular changes, results from clinical studies are 
inconclusive. Both beneficial24,25 and neutral26,27 
cardiovascular effects of treatment with cinacal‑
cet have been described. Our results may be also 
supported indirectly by the reported neutral ef‑
fects of parathyroidectomy on the markers of en‑
dothelial activation and injury in patients with 
primary hyperparathyroidism.28 The above dis‑
crepancy may result from the fact that patients 
with end‑stage renal disease have reduced arterial 

Biochemical measures  After a 6‑month treatment 
with cinacalcet, baseline serum iPTH levels de‑
creased from 102.9 (45.7–275.0) pmol/l to 53.6 
(10.8–275.0) pmol/l (P = 0.001). We also observed 
nonsignificant declines in serum calcium levels 
from 2.5 ±0.4 mmol/l to 2.4 ±0.3 mmol/l (P = 
0.35) and phosphate levels from 1.9 ±0.3 mmol/l 
to 1.7 ±0.5 mmol/l (P = 0.29). There were no signif‑
icant changes in E‑selectin (log E‑sel, 3.62 ±0.52 
vs. 3.65 ±0.46 ng/ml, P = 0.73) or sTM levels 
(20.12; 13.34–28.03 vs. 20.03; 9.87–39.98 ng/ml, 
P = 0.81) (FIGURE 1). Moreover, there were no sig‑
nificant differences in the levels of adiponectin 
(14.19 ±6.60 vs. 15.28 ±8.24 µg/ml, P = 0.24) or 
leptin (log leptin, 9.75 ±1.31 vs. 9.55 ±1.15 ng/ml, 
P = 0.15) (FIGURE 2).

Correlations between the assessed parameters and 
intact parathormone levels after cinacalcet treat-
ment  iPTH levels at 6 months of treatment 
with cinacalcet correlated significantly with 
age (r = –0.51, P = 0.031), mean cinacalcet dose 
(r = 0.65, P = 0.004), and baseline levels of calci‑
um (r = 0.65, P = 0.003), iPTH (r = 0.59, P = 0.01), 
E‑selectin (r = 0.56, P = 0.016), leptin (r = –0.49, 
P = 0.039). but not with dialysis vintage (r = –0.09, 
P = 0.76), sTM (r = 0.09, P = 0.74), adiponectin 
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Figure 1  E-selectin 
and soluble thrombo- 
modulin (sTM) levels at 
baseline and at 6 months 
of treatment with 
cinacalcet (raw data 
before logarithmic 
transformation are 
presented) 
Abbreviations: NS – 
nonsignificant 

Figure 2  Leptin and 
adiponectin levels at 
baseline and at 6 months 
of treatment with 
cinacalcet (raw data 
before logarithmic 
transformation are 
presented) 
Abbreviations: see 
figure 1
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during treatment with cinacalcet despite a signifi‑
cant decrease in iPTH levels. Our findings are sup‑
ported by the results of Bollerslev et al.28 who did 
not show any beneficial effects of parathyroidec‑
tomy on the level of the above adipokines. It ap‑
pears that the relation between adipokines and 
bone metabolism is complex and multivariate.

The association between soluble E‑selectin and 
the effectiveness of SHPT treatment with cinacal‑
cet is a conundrum. E‑selectin, which is only ex‑
pressed on the activated endothelial cells, is prob‑
ably a mere indicator of advanced disturbances 
in mineral metabolism – a consequence of severe 
SHPT as suggested by Arici et al.35 Thus, the effi‑
cacy of pharmacological treatment is limited.

The  study has several limitations. Lack of 
the control arm and small sample size makes 
it difficult to draw definite conclusions about 
the effect of SHPT treatment with cinacalcet on 
the markers of endothelial function and select‑
ed adipokines. On the other hand, our results are 
strengthened by prospective study design and 
the fact that no modifications of drugs were al‑
lowed that could potentially affect mineral and 
bone metabolism (such as active vitamin D an‑
alogs or phosphate binders). Thus, the observed 
changes might be attributed to calcimimetic treat‑
ment, although data from a large clinical trial are 
needed to confirm our results.

In conclusion, cinacalcet treatment of SHPT 
in HD patients does not affect the levels of en‑
dothelial injury markers or selected adipokines. 
The baseline calcium and iPTH levels are associat‑
ed with the effectiveness of treatment with a cal‑
cimimetic. Leptin and E‑selectin levels may in‑
crease the effectiveness of SHTP treatment with 
cinacalcet in HD patients.

Acknowledgements  The study was supported 
by the Medical University of Bialystok (research 
grants 3–54 734 and 3–54 735).

References

Goodman WG, Goldin J, Kuizon BD, et al. Coronary‑artery calcification 1 
in young adults with end‑stage renal disease who are undergoing dialysis. 
N Engl J Med. 2000; 342: 1478-1483.

Rashid G, Bernheim J, Green J, Benchetrit S. Parathyroid hormone stim-2 
ulates endothelial expression of atherosclerotic parameters through protein 
kinase pathways. Am J Physiol Renal Physiol. 2007; 292: F1215‑1218.

Bortotolotto LA, Costa‑Hong V, Jorgetti V, et  al. Vascular chang-3 
es in chronic renal disease patients with secondary hyperparathyroidism. 
J Nephrol. 2007; 20: 66-72.

Carnevale V, Romagnoli E, Del Fiacco R, et al. Relationship between 4 
bone metabolism and adipogenesis. J Endocrinol Invest. 2010; 33: 4-8.

Zhang H, Park Y, Zhang C. Coronary and aortic endothelial function af-5 
fected by feedback between adiponectin and tumor necrosis factor alpha in 
type 2 diabetic mice. Arterioscler Thromb Vasc Biol. 2010; 30: 2156-2163.

Payne GA, Borbouse L, Kumar S, et  al. Epicardial perivascular adi-6 
pose‑derived leptin exacerbates coronary endothelial dysfunction in met-
abolic syndrome via a protein kinase c‑beta pathway. Arterioscler Thromb 
Vasc Biol. 2010; 30: 1711-1717.

Brown EM, Gamba G, Riccardi D, et al. Cloning and characterization of 7 
an extracellular Ca(2+)-sensing receptor from bovine parathyroid. Nature. 
1993; 366: 575-580.

Sheinin Y, Kallay E, Wrba F, et al. Immunocytochemical localization of 8 
the extracellular calcium‑sensing receptor in normal and malignant human 
large intestinal mucosa. J Histochem Cytochem. 2000; 48: 595-602.

CSR expression,29 and this decrease might be pres‑
ent to a varying extent among subjects. Moreover, 
CSR polymorphism is responsible for the devel‑
opment of cardiovascular complications.18 Thus, 
the vascular actions of cinacalcet appear to be 
complex and the overall effect probably depends 
on numerous factors. While interpreting the cur‑
rent results, it must be acknowledged that only 
2 markers of endothelial function were evaluat‑
ed and that small sample size made it difficult to 
draw firm conclusions.

There is growing evidence on the  link be‑
tween bone metabolism and the adipose tissue 
in the general population and in patients with 
end‑stage renal disease.30 Moreover, in vitro re‑
sults confirming the presence of CSR in the adi‑
pose tissue,13 antilipolytic effect of cinacalcet,20 
and the potential regulatory role of extracellular 
calcium ions in adipocyte metabolism16,17 pro‑
vided the rationale for investigating the effect 
of treatment with calcimimetic on selected ad‑
ipokines. The study did not show any influence 
of SHPT treatment with cinacalcet on leptin or 
adiponectin levels. To our knowledge, there is 
no data concerning the above issue in HD pa‑
tients with SHPT, and the data are unequivocal 
in the population of patients with primary hyper‑
parathyroidism. Delfini et al.31 reported elevated 
levels of leptin and decreased levels of adiponec‑
tin in patients with metabolic syndrome and put 
forward a hypothesis about the possible involve‑
ment of the above disturbances in the develop‑
ment of cardiovascular complications. On the oth‑
er hand, a study by Bollerslev et al.28 did not con‑
firm the previous findings and failed to show any 
effect of parathyroidectomy on those adipokines, 
which is in agreement with our findings.

Effectiveness of SHPT treatment with cinacal‑
cet has been proved in many clinical studies.22,32 
Unfortunately, not all patients treated with a cal‑
cimimetic achieve a desirable reduction in iPTH 
levels. To date, little is known about the factors 
predicting responsiveness to treatment.

In a univariate model, baseline calcium and 
iPTH levels correlated with post‑treatment 
iPTH concentration. It is probably a hallmark of 
SHPT severity, as in tertiary hyperparathyroid‑
ism when hypercalcemia is present and the likeli‑
hood of conservative management success is low. 
The association between baseline iPTH levels and 
worse effects of therapy is in line with the previ‑
ous reports.22,32

To our knowledge, for the first time an inverse 
relation between baseline leptin levels and the ef‑
fectiveness of treatment has been observed. It is 
postulated that adipokines are associated with 
bone metabolism.30 Zoccali et al.33 observed a neg‑
ative correlation between leptin and iPTH lev‑
els in HD male patients.33 On the other hand, 
Kokot et al.34 did not find a similar association 
but speculated on the possible feedback loop be‑
tween leptin and iPTH. Our results do not con‑
firm the above hypothesis because there were no 
significant changes in leptin or adiponectin levels 



POLSKIE ARCHIWUM MEDYCYNY WEWNĘTRZNEJ  2012; 122 (4)152

Kameda T, Mano H, Yamada Y, et al. Calcium‑sensing receptor in mature 9 
osteoclasts, which are bone resorbing cells. Biochem Biophys Res Commun. 
1998; 245: 419-422.

Riccardi D, Park J, Lee WS, et al. Cloning and functional expression of 10 
a rat kidney extracellular calcium/polyvalent cation‑sensing receptor. Proc 
Natl Acad Sci U S A. 1995; 92: 131-135.

Ruat M, Molliver ME, Snowman AM, Snyder SH. Calcium sensing re-11 
ceptor: Molecular cloning in rat and localization to nerve terminals. Proc Natl 
Acad Sci U S A. 1995; 92: 3161-3165.

Weston AH, Absi M, Ward DT, et  al. Evidence in favor of a  calci-12 
um‑sensing receptor in arterial endothelial cells: Studies with calindol and 
calhex 231. Circ Res. 2005; 97: 391-398.

Cifuentes M, Albala C, Rojas C. Calcium‑sensing receptor expression 13 
in human adipocytes. Endocrinology. 2005; 146: 2176-2179.

Smajilovic S, Hansen JL, Christoffersen TE, et al. Extracellular calcium 14 
sensing in rat aortic vascular smooth muscle cells. Biochem Biophys Res 
Commun. 2006; 348: 1215-1223.

Ivanovski O, Nikolov IG, Joki N, et al. The calcimimetic r‑568 retards 15 
uremia‑enhanced vascular calcification and atherosclerosis in apolipoprotein 
e deficient (apoe-/-) mice. Atherosclerosis. 2009; 205: 55-62.

Cifuentes M, Rojas CV. Antilipolytic effect of calcium‑sensing receptor 16 
in human adipocytes. Mol Cell Biochem. 2008; 319: 17-21.

Shinoki A, Hara H. Calcium deficiency in the early stages after wean-17 
ing is associated with the enhancement of a low level of adrenaline‑stimu-
lated lipolysis and reduction of adiponectin release in isolated rat mesenter-
ic adipocytes. Metabolism. 2010; 59: 951-958.

März W, Seelhorst U, Wellnitz B, et al. Alanine to serine polymorphism 18 
at position 986 of the calcium‑sensing receptor associated with coronary 
heart disease, myocardial infarction, all‑cause, and cardiovascular mortality. 
J Clin Endocrinol Metab. 2007; 92: 2363-2369.

Lopez I, Mendoza FJ, Aguilera‑Tejero E, et al. The effect of calcitriol, 19 
paricalcitol, and a calcimimetic on extraosseous calcifications in uremic rats. 
Kidney Int. 2008; 73: 300-307.

Reyes M, Rothe HM, Mattar P, et al. Antilipolytic effect of calcimimet-20 
ics depends on the allelic variant of calcium‑sensing receptor gene polymor-
phism rs1 042 636 (Arg990Gly). Eur J Hum Genet. 2012; 20: 480-482.

Hryszko T, Brzosko S, Rydzewska‑Rosolowska A, et al. Cinacalcet low-21 
ers FGF‑23 level together with bone metabolism in hemodialyzed patients 
with secondary hyperparathyroidism. Int Urol Nephrol. 2011 Aug 27. [Epub 
ahead of print].

Block GA, Martin KJ, de Francisco AL, et al. Cinacalcet for second-22 
ary hyperparathyroidism in patients receiving hemodialysis. N Engl J Med. 
2004; 350: 1516-1525.

Smajilovic S, Sheykhzade M, Holmegard HN, et al. Calcimimetic, AMG 073, 23 
induces relaxation on isolated rat aorta. Vascul Pharmacol. 2007; 47: 222-228.

Cunningham J, Danese M, Olson K, et al. Effects of the calcimimet-24 
ic cinacalcet HCL on cardiovascular disease, fracture, and health‑relat-
ed quality of life in secondary hyperparathyroidism. Kidney Int. 2005; 68: 
1793-1800.

Block GA, Zaun D, Smits G, et al. Cinacalcet hydrochloride treatment 25 
significantly improves all‑cause and cardiovascular survival in a large cohort 
of hemodialysis patients. Kidney Int. 2010; 78: 578-589.

Raggi P, Chertow GM, Torres PU, et al. The ADVANCE study: A ran-26 
domized study to evaluate the  effects of cinacalcet plus low‑dose vi-
tamin D on vascular calcification in patients on hemodialysis. Nephrol 
Dial Transplant. 2011; 26: 1327-1339.

Suzuki H, Inoue T, Watanabe Y, et al. Does cinacalcet HCL, an oral cal-27 
cimimetic agent for the treatment of secondary hyperparathyroidism, im-
prove arterial stiffness in patients on continuous ambulatory peritoneal dial-
ysis? Adv Perit Dial. 2011; 27: 134-139.

Bollerslev J, Rosen T, Mollerup CL, et al. Effect of surgery on cardio-28 
vascular risk factors in mild primary hyperparathyroidism. J Clin Endocrinol 
Metab. 2009; 94: 2255-2261.

Molostvov G, James S, Fletcher S, et al. Extracellular calcium‑sens-29 
ing receptor is functionally expressed in human artery. Am J Physiol Renal 
Physiol. 2007; 293: F946‑955.

Holecki M, Wiecek A. Relationship between body fat mass and bone 30 
metabolism. Pol Arch Med Wewn. 2010; 120: 361-367.

Delfini E, Petramala L, Caliumi C, et al. Circulating leptin and adiponectin lev-31 
els in patients with primary hyperparathyroidism. Metabolism. 2007; 56: 30-36.

Lindberg JS, Culleton B, Wong G, et al. Cinacalcet HCL, an oral calcimi-32 
metic agent for the treatment of secondary hyperparathyroidism in hemodi-
alysis and peritoneal dialysis: A randomized, double‑blind, multicenter study. 
J Am Soc Nephrol. 2005; 16: 800-807.

Zoccali C, Panuccio V, Tripepi G, et al. Leptin and biochemical markers 33 
of bone turnover in dialysis patients. J Nephrol. 2004; 17: 253-260.

Kokot F, Chudek J, Karkoszka H, et al. Does PTH influence leptin concen-34 
tration in haemodialysed uraemic patients? Nephron. 1999; 82: 372-373.

Arici M, Kahraman S, Genctoy G, et al. Association of mineral metabo-35 
lism with an increase in cellular adhesion molecules: Another link to cardio-
vascular risk in maintenance haemodialysis? Nephrol Dial Transplant. 2 006; 
21: 999-1 005.



ARTYKUŁ ORYGINALNY  Wpływ leczenia wtórnej nadczynności przytarczyc cynakalcetem... 153

Adres do korespondencji:
lek. Tomasz Hryszko, Klinika Nefrologii 
i Transplantologii z Ośrodkiem Dializ, 
ul. Żurawia 14, 15-540 Białystok, 
 tel./fax: 85-743‑45‑86,  
e‑mail: tomhry@mp.pl
Praca wpłynęła: 28.12.2011.
Przyjęta do druku: 22.02.2012.
Publikacja online: 24.02.2012.
Zgłoszono sprzeczność interesów:  
T. Hryszko, A. Rydzewska- 
-Rosołowska oraz M. Myśliwiec 
otrzymywali honoraria za wykłady 
od firmy Amgen.
Pol Arch Med Wewn. 2012; 
122 (4): 148-153
Copyright by Medycyna Praktyczna, 
Kraków 2012

Streszczenie

Wprowadzenie  Zaburzenia funkcji śródbłonka, adipokin oraz gospodarki mineralnej w przebiegu wtórnej 
nadczynności przytarczyc (WNP) wpływają na skrócenie długości życia chorych hemodializowanych.
Cele  Celem badania była ocena wpływu leczenia WNP cynakalcetem na wybrane adipokiny oraz 
wskaźniki uszkodzenia śródbłonka u chorych hemodializowanych.
Pacjenci i metody  Stężenie rozpuszczalnej frakcji trombomoduliny (soluble thrombomodulin – sTM), 
selektyny E, leptyny i adiponektyny zostały oznaczone przed rozpoczęciem leczenia i po 6 miesiącach 
leczenia WNP cynakalcetem.
Wyniki  Badanie ukończyło 18 pacjentów. W trakcie leczenia WNP cynakalcetem obserwowano zmniej-
szenie stężenia wapnia, fosforanów oraz intact parathormonu (iPTH), nie obserwowano natomiast istotnych 
zmian stężenia sTM, selektyny E, leptyny i adiponektyny. Stężenie iPTH po leczeniu korelowało z wiekiem 
(R = –0,51; p = 0,031), średnią dawką cynakalcetu (R = 0,65; p = 0,004), stężeniem wapnia przed 
leczeniem (R = 0,65; p = 0,003), wyjściowym stężeniem iPTH (R = 0,59; p = 0,01) oraz z wyjściowym 
stężeniem selektyny E (R = 0,56; p = 0,016) i leptyny (R = –0,49; p = 0,039).
Wnioski  Leczenie WNP cynakalcetem nie wpływa na markery funkcji śródbłonka oraz wybrane adipo-
kiny. Skuteczność leczenia może być modulowana przez selektynę E i leptynę.
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