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Clinical trial of cinacalcet combined with calcitriol in hemodialysis patients
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Abstract; Objective

cinacalcet tablets combined with calcitriol pills in diabetic nephropathy

To observe the clinical efficacy and safety of

(DN ) patients undergoing hemodialysis. Methods DN patients
receiving hemodialysis in our hospital were divided into treatment group

and control group based on different medication regimens. The control
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group was treated with calcitriol pills, administered orally twice a week. The dosage was 0.25 — 1.5 pg for patients
with intact parathyroid hormone (iPTH) 300 =600 ng - ™", 0.5 —=2.0 g for those with (iPTH) 600 —1 000 ng + L',
and 2.0 —4. 0 pg for those with iPTH > 1 000 ng + L.™". The treatment group received cinacalcet tablets in addition to
the control group’ s treatment. The initial dose of cinacalcet tablet was 25 mg per day, adjusted every 2 —4 weeks, the
dose remained unchanged for patients with serum calcium < 2.1 mmol + L™"; increased to 50 mg per day for those
with serum calcium >2.0 mmol - L™"; and decreased to 75 mg per day for those with serum calcium < 1.8 mmol - L™".
Both groups were treated for 6 months. Clinical efficacy, calcium — phosphorus metabolism, renal function, bone
metabolism, iPTH levels and parathyroid gland volume were compared between the two groups, and safety was
evaluated. Results A total of 94 patients were included in this study, with 47 cases in each of treatment and control
groups. After treatment, the total effective rates were 95. 74% (45 cases/47 cases) in treatment group and 80. 85%
(38 cases /47 cases) in control group, showing statistically significant difference (P <0.05). After treatment, the
. L7t ,

, respectively; calcium —

blood calcium levels in treatment and control groups were (2.78 = 0.21) and (2.49 = 0.23) mmol
respectively ; blood phosphorus levels were (1.11 £0.13) and (1.39 +0.17) mmol - L™
phosphorus product levels were 3. 09 £0. 24 and 3. 46 +0. 29, respectively; fibroblast growth factor 23 (FGF23) levels
were (60.55 +7.21) and (71.62 +7.84) ng - L', respectively; alkaline phosphatase levels were (91. 06 +28.43)
and (110.35 = 32.19) U - L', osteoprotegerin levels were (6 892.43 + 395.46 ) and
(7 142.58 £411.27) ng - L', respectively; iPTH levels were (623.08 £57.19) and (721.57 +61.46) ng - L',
respectively; and parathyroid gland volumes were (0.81 +0.19) and (1.11 £0.18) cm’, respectively. All of these

respectively ;

indicators in treatment group showed statistically significant differences compared to control group (all P <0.05). The
main adverse drug reactions in treatment group included pruritus (2 cases) , myalgia (3 cases), nausea and vomiting
(1 case) and diarrhea (1 case). In the control group, adverse drug reactions were pruritus (1 case), myalgia
(2 cases) , nausea and vomiting (2 cases) and diarthea (1 case). The total incidence of adverse drug reactions were
12.77% (6 cases/47 cases) in treatment group and 14. 89% (7 cases/47 cases) in control group, with no statistically
significant difference (P >0.05). Conclusion The combination of cinacalcet tablets and calcitriol pills effectively
corrects disorders of calcium — phosphorus and bone metabolism, reduces iPTH levels, and decreases parathyroid gland
volume in DN patients on hemodialysis, with a favorable safety profile.

Key words : calcitriol pill; cinacalcet tablet; diabetic nephropathy; secondary hyperparathyroidism; intact parathyroid

hormone
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Table 1 Comparison of general information in two groups(x *s)

Ttem Control (n =47) Treatment (n =47)
Sex ( male/female) 28/19 30/17

Age (year) 59.24 +4.92 59.87 +5.01
Weight (kg) 3.40 £0. 82 3.52 20.85
BMI (kg - m~?) 22.48 +2.35 22.85 £2.46
HR (beat + min~") 76.82 £8.13 77.45 +7.96

SBP(mmHg) 135.62 +12. 47 137.20 £11. 89

DBP(mmHg) 82.15+9.33 83.40 £8.76

BMI: Body mass index; HR: Heart rate; SBP: Systolic blood pressure;
DBP: Diastolic blood pressure; Control group: Oral calcitriol; Treatment

group: Cinacalcet combined with calcitriol.
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Table 2 Comparison of calcium and phosphorus metabolism between the two groups (x %)

Control(n =47) Treatment(n =47)
Item
Before treatment After treatment Before treatment After treatment
Blood calcium( mmol + L™1) 2.01 £0. 16 2.49 +0. 23" 1.98 +0. 17 2.78 £0.21**
Blood phosphorus( mmol « L=") 2.17 £0.25 1.39 +0. 17" 2.22 £0. 31 1.11 +0. 13 *#
Calcium — phosphorus product 4.36 £0.58 3.46 +0.29% 4.40 £0. 62 3.09 £0.24*#

Compared with control group at the same time,* P <0. 05 ; Compared with before treatment in the same group, * P <0. 05.

R3 24UBEFHREIEARA LB (2 £5)

Table 3 Comparison of renal function indexes between the two groups (x £s)

Control (n =47) Treatment(n =47)
Item
Before treatment After treatment Before treatment After treatment
BUN(mmol - L°") 28.76 £4.42 28. 11 £4.28 27.98 £4.36 27.25 £5. 11
Ser(mmol - L71) 841.37 £38.46 845.22 £49. 17 839. 65 £40. 27 842.17 £47. 36
KT/V 1.49 +0.27 1.51 £0.26 1.51 £0.25 1.48 £0.27

BUN :Blood urea nitrogen ;Scr: Serum creatinine ; KT/V ; Urea clearance index.

R4 2 HBFEIICBHRIRI LR (2 £5)

Table 4 Comparison of bone metabolism indexes between the two groups (x *s)

Control (n =47) Treatment(n =47)
Item
Before treatment After treatment Before treatment After treatment
FGF23(ng - L°1) 97.81 £11.95 71.62 +7.84" 96.76 +12. 33 60.55 +7.21**
ALP(U - L") 155.73 +46.22 110.35 +32.19* 153.97 +44. 56 91.06 £28.43 **
OPG(ng - L°1) 7 796.49 £603. 16 7 142.58 £411.27* 7 791.25 +£601. 74 6 892.43 +395. 46 **

FGF23 ; Fibroblast growth factor 23 ; ALP; Alkaline phosphatase ; OPG ; Osteoprotegerin ; Compared with control group at the same time , * P <0. 05 ; Compared with

before treatment in the same group, * P <0. 05.

RS 2HBERREBHURIEIREER (PTH) KL HURIZ IR L (2 £ 5)

Table 5 Comparison of intact parathyroid hormone (iPTH) and parathyroid volume between the two groups (x +s)

Control (n =47) Treatment(n =47)
[tem
Before treatment After treatment Before treatment After treatment
iPTH(ng - L") 1 001. 82 +160. 33 721.57 +61. 46 * 998. 15 +157. 54 623.08 +57.19 **
Parathyroid gland volume( cm® ) 1.74 £0.29 1.11 £0.18 * 1.72 £0. 26 0.81+0.19*"

Compared with control group at the same time,*P <0. 05 ; Compared with before treatment in the same group, * P <0. 05.
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Table 6 Comparison of clinical efficacy between the two groups

(n, %)

Ttem Control(n =47) Treatment(n =47 )
Excellent 20(42.55) 26(55.32)
Effective 18(38.30) 19(40.43)
Ineffective 9(19.15) 2(4.26)

Total effective rate 38(80.85) 45(95.74) "

Compared with control group, * P <0. 05.

o
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