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Abstract 

Background: Etelcalcetide, a new calcimimetic agent for the treatment of secondary hyperparathyroidism (SHPT) in hemodialysis (HD) 
patients has been recently approved. Etelcalcetide offers better SHPT control, higher therapeutic compliance, and lower side effects. However, its 
use in clinical practice is not widespread.

Objectives: To assess effectiveness, safety, satisfaction degree and gastrointestinal tolerance of etelcalcetide for SHPT treatment in our HD 
patients.

Methods: A prospective 16 weeks single-center study in HD patients treated with etelcalcetide for SHPT. Main mineral bone disorder (CKD-MBD) 
biochemical parameters, satisfaction degree using a Visual Analogue Scale (VAS), Gastrointestinal Symptom Rating Scale (GSRS) and Gastrointestinal 
Quality of Life Index (GIQLI) were analyzed.

Results: 65 HD patients.20 patients included (10 cinacalcet previously), 65% men. Mean age 52.4 ± 16.3 years. A significant decrease in Ca (9.3 
± 0.1 vs 8.4 ± 0.1 mg/dl), P (5.9 ± 0.4 vs 4.9 ± 0.4 mg/dl), i-PTH (693 ± 384.1 vs 354.5 ± 235.5 pg/ml) and FGF-23 (3418.5 ± 3236.5 vs 1692.4 ± 1180.6 
pg/ml) serum levels were observed at the end of study. Likewise, significant decrease in GSRS (8.7 ± 5.6 vs 5.7 ± 4.4), particularly in indigestion 
syndrome (2.6 ± 1.8 vs 1.5 ± 1.3) as well as improvement in GIQLI (126.9 ± 10.7 vs 132.1 ± 9.5), particularly in treatment-related issues (3.2 ± 0.9 
vs 3.8 ± 0.5), physical (3.2 ± 0.6 vs 3.4 ± 0.5) and emotional (3.3 ± 0.6 vs 3.7 ± 0.5) items were observed. Asymptomatic hypocalcaemia occurred 
in 11.6%, with no dropouts. Compared with previous cinacalcet treatment, etelcalcetide was superior in adequate CKD-MBD control according to 
national guidelines, adding improvements in both GSRS (4.2 ± 5.7 vs 1.9 ± 3.6) and GIQLI scores (7.8 ± 7.4 vs 2.4 ± 7.4) as well as VAS (8.7 ± 0.9 vs 
6.1 ± 0.8) at the end of study.

Conclusion: Etelcalcetide was safe and effective in the SHPT treatment. Compared with traditional calcimimetics, etelcalcetide results in better 
SHPT control and gastrointestinal tolerance respectively, without side effects. We will consider the use of etelcalcetide as the first calcimimetic 
option for the SHPT treatment in our HD patients.
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Introduction

Chronic kidney disease (CKD) represents a major public health 
problem due to its high prevalence, its significant cardiovascular 
morbidity and mortality, and its socioeconomic cost [1]. The ther-
apeutic goals are aimed at reducing and treating complications 
associated with CKD, such as anemia and secondary hyperparath-
yroidism (SHPT). SHPT secondary to CKD has been shown to be a 
direct cause of increased cardiovascular mortality in hemodialysis 
patients [2,3]. Hypocalcaemia, calcitriol deficiency, accumulation of 
phosphorus and fibroblast growth factor (FGF 23) in patients with 
CKD are a few of the many factors that stimulate the synthesis of 
parathyroid hormone (PTH) leading to various abnormalities: prin-
cipally osseous, vascular and systemic abnormalities [4-6]. Over the 
years, a wide range of drugs for the control of SHPT have been mar-
keted, including phosphorus binders, native vitamin D, and vitamin 
D analogues [7]. The advent of cinacalcet, a calcimimetic agent, 
represented a major change in the management of SHPT, achieving 
better results, particularly in patients for whom control was more 
difficult to achieve [8,9].

Its mechanism of action consists of increasing the sensitivity of 
the calcium-sensitive receptor located on the surface of the main 
cell of the parathyroid gland, thus reducing serum concentrations 
of PTH, calcium and phosphorus [10-13]. The main disadvantage of 
cinacalcet is poor gastrointestinal tolerance, mainly presenting as 
nausea and vomiting which lead to poor compliance with treatment 
[14-17]. Etelcalcetide, a new calcimimetic for the management of 
SHPT in hemodialysis (HD) patients, has recently become availa-
ble. The principle advantage is its endovenous administration at the 
end of HD sessions, thus guaranteeing compliance with treatment 
and a smaller number of side effects. However, there are few publi-
cations about it use in daily clinical practice, and on its gastrointes-
tinal effects [18-20]. This study aims to analyze the effects relating 
to control of changes in chronic kidney disease and mineral bone 
disorder (CKD-MBD), and to evaluate gastrointestinal tolerance af-
ter the administration of etelcalcetide in normal clinical practice in 
our hemodialysis-patient population.

Materials and Methods

A 16-week, prospective, single-center study was carried out 
including patients on the chronic HD program of our hospital, ap-
proved by the ethics committee (VES-ETE-2018-01) of our institu-
tion and conducted in accordance with the standards of the Helsinki 
Declaration. The inclusion criteria were patients on a hemodialysis 
program, affected by SHPT for a period greater than 2 months, be-
ing treated using cinacalcet previously or who had initiated treat-
ment with etelcalcetide, and who had provided informed consent. 
The exclusion criteria were: hypocalcaemia adjusted by albumin 
<7.8 mg/dl; or those not giving consent. To facilitate hospital pro-
vision of care and following approval by the pharmacy committee 
of our hospital, an agreement was made to introduce etelcalcetide 
for the management of SHPT in our unit. Therefore, those patients 
having not previously received treatment, and meeting the require-
ments for initiation of calcimimetics for the control of SHPT, re-
ceived treatment with etelcalcetide.

For those patients who previously received treatment with cin-
acalcet, it was replaced by etelcalcetide after one week of no treat-
ment following the data sheet´s recommendations. The initial dose 
used in all cases was 2.5 mg administered at the end of each dialysis 

session, three times a week. A dose adjustment was subsequent-
ly made following the parameters recommended by the CKD-MBD 
Guidelines of the Spanish Nephrology Society (SEN) [21] based on 
the standard analytical controls and according to the standard clin-
ical practice of each nephrologist. Both at the beginning and at the 
end of the study, the following data were collected for all patients 
included in the study: main sociodemographic variables and varia-
bles associated with renal disease (sex, age, etiology of kidney fail-
ure, time on HD), biochemical parameters related to CKD-MBD (se-
rum levels of calcium (Ca), phosphorus (P), alkaline phosphatase 
(AP), magnesium (Mg), intact parathyroid hormone (i-PTH), 25 OH 
vitamin D3, albumin, fibroblast growth factor-23 (FGF-23) and he-
modialysis characteristics (KTV according to 2nd-generation Dau-
girdas formula), dialysate calcium concentration, dry weight and 
interdialytic weight gain.

In reference to the standard medical treatment in relation to 
CKD-MBD, data was collected on the type of phosphorus binders 
(calcium-based binders, non-calcium-based binders, binders with 
added magnesium and ferric chelators), selective analogues of vita-
min D receptors (AsRvD), native vitamin D, calcimimetics (average 
weekly dose of cinacalcet), proton pump inhibitors and antacids. 
Gastrointestinal tolerance was assessed by identifying gastrointes-
tinal symptoms using the Gastrointestinal Symptom Rating Scale 
(GSRS) [22]. It is a specific, useful, and validated instrument for gas-
trointestinal disease that includes 15 points with a response scale 
of 0 (best result) to 3 (worst result), grouped into 5 blocks based 
on different gastrointestinal symptoms. The 5 symptom groups 
include: reflux, abdominal pain, diarrhea, indigestion, and consti-
pation. As such, lower scores translate to better GI tolerance. The 
gastrointestinal quality of life was evaluated by the Gastrointestinal 
Quality of Life Index (GIQLI) test [23].

It is a validated and appropriate test for assessment of the qual-
ity of life related to health in patients with digestive complaints. 
It consists of 36 items with a response scale from 0 (worst result) 
to 4 (best result) that includes specific questions about digestive 
symptoms, physical ability, emotional aspects, social relationships, 
and treatment-related issues. In this case, a higher score relates to a 
better GI quality of life. Surveillance of the safety profile was carried 
out by collecting data on the main adverse effects: principally, the 
presence of hypocalcaemia (< 7.8 mg/dl) and its severity by means 
of electrocardiographic control tests at the start and end of the 
study. Other adverse effects evaluated were the presence of decom-
pensated heart failure or acute pulmonary edema, evaluated using 
clinical assessment as well as dry weight and interdialytic weight 
gain. The degree of satisfaction was analyzed by means of a qualita-
tive questionnaire, home-made designed, consisting of 4 questions. 
The first question evaluated the degree of satisfaction overall.

The remaining three questions evaluated treatment-related 
aspects: gastric tolerance, the significance in the control of CKD-
MBD, and the hospital dispensation form of calcimimetic. To eval-
uate these, in each of the questions, a visual analogue scale (VAS) 
was used with scores and visual representations ranging from 0 
(worst score) to 10 (highest satisfaction score). Statistical analy-
sis was carried out using SPSS version 24.0 (SPSS Inc., Chicago, IL, 
USA). Quantitative variables were expressed using the mean and 
standard deviation. The qualitative variables were expressed as a 
percentage. The comparison of quantitative data was carried out 
using the Wilcoxon test for non-parametric related variables, and 
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the qualitative data was compared using the McNemar test; statis-
tical significance for any comparison was set at a value of p < 0.05.

Results

We analyzed 65 patients who were prevalent on the chronic 
hemodialysis program at our unit. 20 patients with SHPT were in-
cluded in the study. 65% were men with an average age of 52.4 ± 
16.3 years, with a hemodialysis period of 74.9 ± 42.1 months. The 
main etiology of kidney failure was diabetic nephropathy, in 45% 
of cases. The average Charlson index was 7.8 ± 2.9. A total of 10 
patients had previously received a calcimimetic treatment (cina-
calcet) with an average dose of 264 mg/week (90-420) and a meas-
ured time of cinacalcet use of 24.2 ± 10.5 months. The final mean 
dose of etelcalcetide was 18 ± 7.5 mg/week (7.5-30). In our study, 
the observed equivalence rate for 30 mg cinacalcet was 2.5 mg/day 
of etelcalcetide.

Mineral Bone Metabolism

The main biochemical data relating to CKD-MBD are shown in 
Table 1. At the end of the study, we observed a significant decrease 

in serum Ca values (9.3 ± 0.1 vs 8.4 ± 0.1 mg/dl; p = 0.001), P (5.9 
± 0.4 vs 4.9 ± 0.4 mg/dl; p = 0.030), i-PTH (693 ± 384.1 vs 354.5 ± 
235.5 pg/ml; p = 0.001), and FGF-23 (3418.5 ± 3236.5 vs 1692.4 ± 
1180.6 pg/ml; p = 0.016). No significant differences were observed 
in the levels of 25-OH VD, alkaline phosphatase, magnesium and al-
bumin. Similarly, following initiation of etelcalcetide we observed 
an increase in the percentage of patients within the optimal range 
as per the CKD-MBD guidelines from the SEN (Ca 42% vs 67%; P 
18% vs 32%; i-PTH 8% vs 43%, respectively). 65% of patients used 
calcium dialysate concentrations of 2.5 meq/L; 30% used 3.0 me-
q/L; and 5% used 3.5 meq/L. At the end of the study, we observed a 
15% increase in the use of the calcium dialysate at 3.0 meq/L (30% 
vs 45%), without changes at the higher calcium dialysate concen-
trations. No relevant changes were observed in hemodialysis suit-
ability parameters (KtV 1.41 ± 0.2 vs 1.42 ± 0.3, p = 0.821). No sig-
nificant changes were observed in the percentage of calcium-based 
phosphorus binders (55% vs 60%), non-calcium-based (70% vs 
60%), magnesium-based (5% vs 5%), ferric (10% vs 15%), calci-
triol (10% vs 15%), calcifediol (50% vs 35%), and AsRvD (50% vs 
40%) over the course of the study.

Table 1: Main CKD-MBD biochemical parameters. Baseline vs Final. Ca: calcium, P: phosphorus, iPTH -intact parathyroid hormone, FGF23: Fibro-
blast growth factor; 25-OH VD: 25 hydroxy vitamin D; Mg: Magnesium, AF: Alkaline phosphatase. (Mean and standard deviation). Statistical signifi-
cance: *p<0.05.

Baseline Final p-value

Ca (mg/dl) 9.3 ± 0.1 8.4 ± 0.1 0.001*

P (mg/dl) 5.9 ± 0.4 4.9 ± 0.4 0.030*

i-PTH (pg/ml) 693 ± 384.1 354.5 ± 235.5 0.001*

FGF23 (pg/ml) 3418.5 ± 3236.5 1692.4 ± 1180.6 0.016 *

25-OH VD (ng/ml) 30.4 ± 19.3 36.1 ± 10.2 0.227

AF (UI/L) 109.8 ± 54.1 112.2 ± 49.2 0.866

Mg (mg/dl) 1.9 ± 0.4 2. 1± 0.3 0.358

Albumin (gr/L) 41.8 ± 3.6 42.4 ± 5.1 0.494

Gastrointestinal Tolerance

The results for gastrointestinal tolerance and quality of life 
are shown in Table 2. Overall, we observed a significant improve-
ment in gastrointestinal symptoms (GSRS 8.7 ± 5.6 vs 5.7 ± 4.4; p 
= 0.011). On analysis of the different dimensions, we observed a 
lower score in all of them; although the differences were only sig-
nificant in the indigestion section (2.6 ± 1.8 vs 1.5 ± 1.3; p = 0.025). 

Similarly, we achieved a significant increase in the gastrointestinal 
quality of life (GIQLI 126.9 ± 10.7 vs 132.1 ± 9.5; p = 0.008), ob-
serving an improvement in all dimensions of that test, with signif-
icant results in the sections of: physical ability (3.2 ± 0.6 vs 3.4 ± 
0.5; p = 0.015), emotional aspects (3.3 ± 0.6 vs 3.7 ± 0.5; p = 0.035) 
and treatment-related issues (3.2 ± 0.9 vs 3.8 ± 0.5; p = 0.012). No 
changes were made in the administration of antacids (10%) or pro-
ton pump inhibitors (60%) over the course of the study.

Table 2: Gastrointestinal Symptom Rating Scale (GSRS) and Gastrointestinal Quality of Life Index (GIQLI): Global and specific symptoms or ques-
tions in the several dimensions are expressed (mean and standard deviation). Baseline vs final. Statistically significant *p<0.05.

Baseline Final p-value

GSRS 8.7 ± 5.6 5.7 ± 4.4    0.011 *

Reflux 1.1 ± 1.1 0.7 ± 0.8 0.104

Abdominal pain 1.6 ± 1.2 1.2 ± 1.3 0.285

Constipation 2.1 ± 1.9 1.4 ± 1.6 0.235

Diarrhea 1.3 ± 1.5 0.8 ± 0.9 0.116

Indigestion 2.6 ± 1.8 1.5 ± 1.3 0.025 *

GIQLI     126.9 ± 10.7      132.1 ± 9.5     0.008 *

Digestive symptoms 3.7 ± 0.3 3.8 ± 0.2 0.301

Physical ability 3.2 ± 0.6 3.4 ± 0.5   0.015 *

Emotional aspects 3.3 ± 0.6 3.7 ± 0.5   0.035 *

Social Relationships 3.6 ± 0.4 3.4 ± 0.8 0.492

Treatment-related issues 3.2 ± 0.9 3.8 ± 0.5   0.012 *

http://dx.doi.org/10.33552/AUN.2023.03.000571


Annals of Urology & Nephrology                                                                                                                                             Volume 3-Issue 5

Citation: Fátima Moreno Guzmán, Vicent Esteve Simó*, Irati Tapia González, Gemma Martínez Calvo, Alicia Madurga Hernández, 
Verónica Duarte Gallego, Anna Saurina Solé, Monica Pou Potau and Manel Ramírez De Arellano Serna. Etelcalcetide in Hemodialysis: 
Better Secondary Hyperparathyroidism Control and Gastrointestinal Tolerance in the Clinical Practice. Annals of Urology & Nephrol-
ogy. 3(5): 2023. AUN.MS.ID.000571. DOI: 10.33552/AUN.2023.03.000571.

Page 4 of 8

Adverse Effects

11.6% of hypocalcaemias were observed at the end of the 
study: all were asymptomatic and etelcalcetide was not withdrawn 
in any case. No relevant changes were detected during electrocar-
diogram testing (QTc 467.9 ± 31.7 vs 454.1 ± 80.7 mm/s; p = 0.36), 
PR (165.5 ± 29.1 vs 165.5 ± 23.3 mm/s; p = 0.96), QRS (106.5 ± 23.9 
vs 108.8 ± 25.4 mm/s; p = 0.24), dry weight (76.2 ± 19.9 vs 75.6 ± 
19.5 kg; p = 0.238) and interdialytic weight gain (3.2 ± 1.2 vs 2.8 ± 
0.9 kg; p = 0.156), episodes of decompensated heart failure or acute 
pulmonary edema.

Degree of satisfaction

Overall, VAS in patients was 8.7 ± 0.9. The VAS for gastric tol-
erance was 8.9 ± 1.3; for the hospital dispensation form of calci-
mimetic, the VAS was 9.5 ± 0.8; and for the significance control of 
CKD-MBD, it was 2.9 ± 1.7, respectively.

Etelcalcetide vs Cinacalcet

With the intention of highlighting the importance of the type 
of calcimimetic used for the aforementioned aspects, we carried 
out a comparative sub-analysis between patients who had previ-
ously taken cinacalcet (n=10) and those who initiated etelcalcetide 

(n=10). No significant differences in clinical or biochemical data re-
lating to CKD-MBD were found between these groups. In the group 
with de novo initiation of etelcalcetide (with no previous treatment 
with cinacalcet), we observed a higher percentage of patients with-
in the optimal calcium range (Ca 30 vs 60%), phosphors (P 35 vs 
40%) and i-PTH (14 vs 43%) as recommended in CKD-MBD Guide-
lines set out by the SEN (Ca 8.5-9.5 mg/dl, P 3.5-5.5 mg/dl, i-PTH 
150-300 pg/ml , avoid < 100 or > 500 pg/ml) (Figure 1). In relation 
to gastrointestinal symptoms and quality of life, this improvement 
in GSRS was particularly evident in relation to abdominal pain, indi-
gestion, and constipation. The improvement in GIQLI for this group 
of patients was mainly related to the dimensions of physical ability, 
emotional aspects, and treatment-related issues (Figure 2). Glob-
ally, we observed a significant improvement, as per the difference 
(delta) of the mean values at the end of the study, in GSRS (-4.2 ± 
1.8 vs -1.9 ± 1.1, p = 0.045) and GIQLI (7.8 ± 2.3 vs 2.4 ± 2.3, p = 
0.009) in the previously cinacalcet group. Finally, those patients 
having previously received treatment with cinacalcet showed a VAS 
associated with the significance control of CKD-MBD (2.9 ± 0.6) like 
etelcalcetide. However, the overall VAS score was lower (6.1 ± 0.8), 
mainly in terms of gastric tolerance (5.4 ± 1.3) and hospital dispen-
sation of cinacalcet (2.7 ± 0.6) with respect to etelcalcetide.

Discussion

Figure 1: Cinacalcet vs Etelcalcetide: Percentage of patients within the optimal calcium (Ca), phosphorus (P) and intact parathyroid hormone 
(i-PTH) range as recommended in CKD-MBD Guidelines by the Spanish Nephrology Society (SEN).

http://dx.doi.org/10.33552/AUN.2023.03.000571


Citation: Fátima Moreno Guzmán, Vicent Esteve Simó*, Irati Tapia González, Gemma Martínez Calvo, Alicia Madurga Hernández, 
Verónica Duarte Gallego, Anna Saurina Solé, Monica Pou Potau and Manel Ramírez De Arellano Serna. Etelcalcetide in Hemodialysis: 
Better Secondary Hyperparathyroidism Control and Gastrointestinal Tolerance in the Clinical Practice. Annals of Urology & Nephrol-
ogy. 3(5): 2023. AUN.MS.ID.000571. DOI: 10.33552/AUN.2023.03.000571.

Annals of Urology & Nephrology                                                                                                                                             Volume 3-Issue 5

Page 5 of 8

In our study, the administration of etelcalcetide was safe and 
effective for the treatment of SHPT in our patients. In addition, 
compared to traditional calcimimetics, etelcalcetide achieved bet-
ter control of SHPT with improved symptoms and gastrointestinal 
quality of life, without associated adverse effects. Over the years, 
a wide range of preparations has been marketed for the control of 
SHPT, with the greatest change in the management of SHPT occur-
ring with the arrival of calcimimetics. Through its mechanism of ac-
tion, which consists of increasing sensitivity of the calcium-sensitive 
receptor located on the surface of the main cell of the parathyroid 
gland, these drugs are able to reduce serum concentrations of PTH, 
calcium and phosphorus, achieving the best results in patients who 

have the greatest difficulties in controlling these. Etelcalcetide is a 
new calcimimetic for the management of SHPT for HD patients. Sev-
eral studies, generally with declared conflicts of interest, demon-
strate some superiority of etelcalcetide with respect to traditional 
calcimimetics for the control of SHPT [24-26]. However, very few 
publications are based on their use in daily clinical practice.

Xipell et al [27] conducted a 6-month prospective observational 
study in which they switched cinacalcet to etelcalcetide in a group 
of 29 patients with online haemodiafiltration (OL-HDF) program; 
they showed evidence of better effectiveness of etelcalcetide vs cin-
acalcet for the control of SHPT, especially in non-compliant patients. 

Figure 2: Gastrointestinal symptoms components and quality of life dimensions according to previous cinacalcet treatment: Mean values for 
the difference (delta) at the end of the study are shown in (a) (upper): Gastrointestinal Symptom Rating Scale (GSRS) components and (b) 
(lower): Gastrointestinal Quality of Life Index (GIQLI) dimensions.
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Block et al carried out a double-blind randomized, etelcalcetide and 
cinacalcet vs placebo study in HD patients, over 26 weeks, which the 
main objective was to decrease PTH > 30% with respect to baseline 
levels. A greater reduction in both 30% and 50% target i-PTH con-
centrations was found in patients randomized to etelcalcetide as 
compared to cinacalcet.  Our results, in patients with similar clin-
ical characteristics and follow-up time, show similar data for the 
control of SHPT to those obtained by previously published studies. 
Similarly, our series also showed a significant decrease in FGF23 
in patients treated with etelcalcetide, whose importance lies in the 
effects FGF23 has on vascular calcifications and its impact on cardi-
ovascular morbidity and mortality [28,29].

However, a beneficial clinical effect of etelcalcetide on vascular 
calcifications in humans has not been demonstrated at present [30]. 
The improved control obtained with etelcalcetide could, in part, be 
explained by greater levels of compliance when administered intra-
venously in dialysis units, the longer half-life, and greater affinity 
for the calcium receptor located in the parathyroid gland [31,32]. 
The high morbidity and mortality of patients in HD brings with it a 
large pharmacological burden and the appearance of various differ-
ent adverse effects. These may contribute to poor compliance with 
treatment, with the implications that this entails. The most relevant 
side effects of calcimimetics occur on a gastrointestinal level; main-
ly nausea and vomiting associated with high doses for the control of 
SHPT. Controlled administration post-hemodialysis, night-time ad-
ministration or administration with food intake are some strategies 
used to minimize these adverse effects. The expected best gastroin-
testinal tolerance with endovenous administration of etelcalcetide 
has not been fully demonstrated.

While some observational studies reported a frequency of gas-
trointestinal side effects with cinacalcet that was lower with respect 
to etelcalcetide, the Block et al group, with a population size of 683 
patients randomized to etelcalcetide vs cinacalcet during the first 8 
weeks of treatment, showed no significant differences in relation to 
the presence of nausea or vomiting as self-reported by patients. In 
our study, we observed an improvement in the symptoms and gas-
trointestinal quality of life following administration of etelcalcetide, 
evaluated on the basis of approved and validated tests that are easy 
to apply and interpret in daily clinical practice. This gastrointesti-
nal improvement was reflected in a greater degree of satisfaction as 
perceived by patients. The improvement in the digestive symptoms 
observed with etelcalcetide may be related, among others, to the 
non-daily administration pattern, to the lower dose of calcimimet-
ics used for the control of SHPT, and to administration via an endo-
venous route, which would mean less interaction with other foods 
or prescribed drugs, thereby reducing presentations of uncomfort-
able gastrointestinal symptoms.

On the other hand, the improvement in the gastrointestinal 
quality of life could be attributed to both the reduced presentations 
of gastrointestinal symptoms and the lower levels of anxiety caused 
due to taking a drug that is not well tolerated by the patient. The 
improvement in the dimension relating to treatment aspects could 
be explained by the great convenience of post-dialysis administra-
tion, avoiding the inconvenience arising due to having to collect 
the preparations on a monthly basis from the hospital pharmacy 

of our center; being physically located at a distance from our di-
alysis unit and with fixed opening hours that do not always coin-
cide with the usual HD sessions, this point should be highlighted 
for some patients with deteriorated quality of life associated with 
renal-replacement treatment. The most common adverse effect of 
calcimimetics is hypocalcaemia, tending to be somewhat more ac-
centuated due to etelcalcetide with respect to cinacalcet, although 
generally cases are mild and asymptomatic.

In our study, hypocalcaemia occurred mainly in the initial stag-
es of treatment, being always asymptomatic, avoiding the withdraw 
of etelcalcetide or make significant modifications to the character-
istics of the HD, except for necessary dose adjustments and the 
slight increase in calcium dialysate concentrations in a patient pop-
ulation that usually prescribes calcium dialysate at the lower limit, 
or in terms of the prescribed medication. Some factors involved in 
its presentation may include increased treatment compliance due 
to intravenous administration by nursing staff at the dialysis unit; 
its longer half-life; and its greater affinity for the calcium receptor 
in the parathyroid gland. Additionally, our study provides safety 
data in the form of absence of electrocardiographic alterations, as 
well as the absence of other less-described adverse effects such as 
decompensated heart failure or acute pulmonary edema, indirectly 
assessed based on theoretical weight and interdialytic gain.

Based on our experience, we would recommend starting low 
dose etelcalcetide with subsequent progressive dose adjustment 
and close monitoring, especially in the early stages, of values for 
serum calcium, phosphorus and iPTH. One of the main points to be 
highlighted in our study is that it was carried out within the frame-
work of standard clinical practice using a detailed working meth-
odology, with no funding, and carrying out treatment modifications 
based on the recommendations of the CKD-MBD Guidelines from 
SEN, and according to the discretion of each physician. All these fea-
tures allow us to provide real data based on the daily management 
of these patients. On the other hand, we believe that the evaluation 
of gastrointestinal symptoms and quality of life based on easy-to-
use validated scales, not used in previous studies, can provide more 
real and reliable data in relation to gastrointestinal symptoms after 
administration of calcimimetics. From the numerous limitations of 
our study, the following should be highlighted: the small number 
of patients; the non-randomized design of our study; and the short 
follow-up period.

Due to being carried out within standard clinical practice, the 
follow-up period as stipulated was established to match the usu-
al analytical controls and standard follow-up periods of our unit. 
Moreover, etelcalcetide was initiated at 7,5 mg/ week according to 
our limited experience and in accordance with the data sheet of the 
drug, so we cannot rule out other results with doses adjusted to 
baseline i-PTH levels. Studies with a greater number of patients, 
different designs and with a longer duration would be necessary 
to confirm increased efficacy, safety and gastrointestinal tolerance 
following the use of etelcalcetide in the treatment of SHPT in HD 
patients. Therefore, our results should be interpreted with caution, 
mainly due to the limited number included in this subgroup of pa-
tients.
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Conclusion

In conclusion, the use of etelcalcetide was safe and effective 
for the treatment of SHPT in our patients. Compared to tradition-
al calcimimetics, etelcalcetide achieved improved compliance with 
treatment, better control of SHPT, and better gastrointestinal tol-
erance, with no associated side effects in our subgroup of patients. 
With our results, we will consider the use of etelcalcetide as the 
first option for calcimimetic treatment for controlling SHPT in our 
HD patients.
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