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Introduction

Traditionally, bone and mineral disorders in patients 
with chronic kidney disease (CKD) are managed with 
active vitamin D, because renal 1‑alpha hydroxylase 
activity is impaired.[1] There is, however, increasing 
evidence of  the importance of  nonrenal 1‑alpha 

hydroxylase.[1‑3] and growing consensus that 25‑hydroxy 
vitamin D (25(OH)D) levels should be addressed in these 
patients.[1,4‑7]

Studies report vitamin D deficiency in 70%‑80% of  CKD 
patients.[8‑11] Vitamin D deficiency is prevalent in India.[12,13] 
and the two studies available in Indian patients with CKD, 
report vitamin D deficiency (25(OH)D less than 20 ng/mL) 
in 77%‑88% patients.[14‑16]

Despite accumulating evidence proving the safety and 
benefit of  vitamin D supplementation in CKD,[4] 25(OH)D 
measurement or vitamin D (cholecalciferol or ergocalciferol) 
supplementation is not part of  routine care for these 
patients. This may be due to lack of  data on vitamin D 
supplementation in Indian CKD patients and sparse 
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A B S T R A C T

Background: Vitamin D deficiency is common in Indian patients with chronic kidney disease (CKD) on maintenance hemodialysis 
(MHD), but optimal dose of cholecalciferol is unclear. Materials and Methods: A total of 45 consenting patients were randomized to 
intervention and control groups. In the intervention group, patients (n = 35) with serum 25‑hydroxy vitamin D (25(OH)D) <30 ng/mL 
(n = 33), received oral cholecalciferol 60,000 units/week for 6 weeks. The serum levels of 25(OH)D, calcium, phosphorus, albumin, and 
parathyroid hormone (PTH) were measured at 0, 6, and 12 weeks. In the control group (n = 10), these were estimated at 0 and 6 weeks.  
Results: In the intervention group, 25/35 patients completed the supplementation at 6 weeks and 20/35 were available at 12 weeks. The 
mean baseline level of 25(OH)D was 9.59 ± 7.59 ng/mL, and after 6 weeks 19.51 ± 4.27 ng/mL, mean increase being 9.99 ± 6.83 ng/mL, 
which was highly significant (P < 0.0001). After discontinuing supplementation at 6 weeks, serum 25(OH)D level dropped significantly 
from 6 to 12 weeks [−2.84 ± 6.25 ng/mL (P = 0.04)]. However, it was still significantly higher at 12 weeks (16.08 ± 8.27 ng/mL) as 
compared with the baseline. PTH and calcium did not change significantly with supplementation. The change in serum 25(OH)D level 
from baseline to 6 weeks in the intervention group was inversely related to baseline 25(OH)D levels and patient’s weight. In the control 
group, change in 25(OH)D from baseline to 6 weeks was not significant. Conclusion: Supplementation with cholecalciferol 60,000 
unit/week for 6 weeks was insufficient to achieve optimal levels of 25(OH)D in Indian patients with CKD on MHD.
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data on the optimum dose schedule of  cholecalciferol or 
ergocalciferol in CKD patients.[17]

Aim

Our study was a randomized‑controlled trial to document 
the effect of  cholecalciferol supplementation on serum 
25(OH)D levels in patients on maintenance hemodialysis 
(MHD) at Medanta, the Medicity, Gurgaon, India between 
July 2010 and December 2010.

Objectives

The primary objective of  the study was to evaluate 
the proportion of  patients on MHD, with serum 
25(OH)D  <30  ng/mL who achieve optimal levels of  
25(OH)D (i.e. >30 ng/mL) by the use of  cholecalciferol 
60,000 units once a week for 6 weeks.

The secondary objective was to evaluate the mean change 
in serum 25(OH)D, parathyroid hormone (PTH), calcium 

and phosphorus levels in patients on MHD, with serum 
25(OH)D <30 ng/mL, after supplementation with 60,000 
units cholecalciferol once a week for 6 weeks.

Study design
This was a randomized‑controlled trial evaluating the effect 
of  cholecalciferol 60,000 units once a week for 6 weeks 
versus no supplementation, in consenting patients on 
MHD, with low 25(OH)D (less than 30 ng/dL) at Medanta, 
Medicity, Gurgaon [Figure 1].

Patients with sufficient 25(OH)D, that is, level more than 
30 ng/mL, hypercalcemia (corrected calcium more than 
10.5  mg/dL), and those who had taken cholecalciferol 
supplementation within last 3 months were planned not 
to be supplemented with cholecalciferol.

Materials and Methods

The study was approved by the institutional review board 
and written informed consent was obtained by each patient. 

Figure 1: Study design. *Biochemistry included serum calcium, phosphuros, alkaline phosphatase, hemoglobin, albumin, 25‑hydroxy vitamin D and intact PTH
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A total of  48 patients on MHD for at least 1 month, at 
Medanta, Medicity were offered participation in the trial, 
three of  which refused consent.

They were randomized to receive cholecalciferol 60,000 units 
versus no supplementation using a random number list 
generated by biostatistician, 35 in the intervention group 
and 10 in the control group.

A total of  10 mL of  blood sample were collected during the 
start of  their hemodialysis session from the vascular access.
•	 5  mL was collected in plain tubes and sent for 

analysis of  calcium, phosphorus, albumin and alkaline 
phosphatase to Medanta laboratory

•	 5 mL was collected in tubes kept in ice, centrifuged 
immediately, 2 aliquots made and stored at −80 cold 
storage. These samples were sent for analysis of  
25(OH)D and intact PTH to Institute of  Nuclear 
Medicine and Allied Sciences, New Delhi ensuring a 
cold chain.

The intervention group was supplemented with cholecalciferol 
granules 60,000 units, once a week, orally, mixed with 
water, immediately after their hemodialysis session, under 
supervision by study staff. The supplementation phase 
was from 0 to 6 weeks and no supplementation, that is, 
maintenance phase from 6 to 12 weeks. Blood samples 
were collected for analysis as described below after 6 weeks 
(±4 days) and 12 weeks (±7 days).

The control group did not receive any supplementation 
for 0 to 6 weeks, and samples were collected as described 
after 6 weeks.

Both groups received usual care in the form of  active 
vitamin D and phosphate binders if  needed.

Calcium levels were checked once in 2 weeks (±2 days) in 
these patients.

Analytical methods
Measurement of  calcium was done with aresanzo dye, 
phosphorus by phoshomolybdate reduction, alkaline 
phosphatase by 4‑nitrophenyl phosphate method, 
hemoglobin by cyan‑methemoglobin, and albumin by 
bromocresol green dye. Corrected calcium level was 
calculated when the albumin was abnormal. This was to 
make up for the change in total calcium due to the change 
in albumin‑bound calcium.

Corrected calcium (mg/dL) = measured total Ca (mg/dL) + 
0.8 (4.0 − serum albumin [g/dL]), where 4.0 represents the 
average albumin level in g/dL.

The assays were performed on Johnson and Johnson 
instruments (vitros 5600 and 5.1). PTH was measured using 
electrochemiluminiscence immunoassay (ECLIA, Roche 
diagnostics, Mannheim, Germany). Serum 25(OH)D was 
measured by Radioimmunoassay (RIA) using a commercial 
kit (Diasorin, Stillwater, MN, USA). The normal range 
for 25(OH)D was 22.5-92.5 nmol/l (9-37 ng/mL), with 
analytical sensitivity being 3.75 nmol/L (1.5 ng/mL). The 
normal range for PTH assay was 9‑65  pg/mL with an 
analytical sensitivity of  1.20 pg/mL (0.127 pmol/L).

In this study, we defined vitamin D deficiency as serum 
25(OH)D  ≤20  ng/mL and vitamin D insufficiency as 
serum 25(OH)D >20 and <30 ng/mL.

Statistical analysis plan
Baseline values of  age, weight, duration of  dialysis, blood 
hemoglobin, and serum levels of  25 (OH)D, PTH, corrected 
calcium, albumin, and phosphorus were compared between 
the intervention and control group using t test.

Paired t test was used to compare changes in 25(OH)D, 
PTH and calcium between baseline to 6 weeks, 6 weeks 
to 12  weeks, and baseline to 12  weeks. This was done 
separately for intervention and control groups.

Change in the level of  serum 25(OH)D from baseline to 
6 weeks was compared between intervention and control 
groups using unpaired t test.

Multivariate regression analysis was done to see the effect 
of  baseline 25(OH)D, age, sex, duration of  dialysis, weight, 
and baseline calcium levels on change in serum 25(OH)D 
level from baseline to 6 weeks.

Sample size calculation: Vitamin D insufficiency was 
reduced by at least 15% in intervention group versus 
0.5% in control group in various studies. To demonstrate 
noninferiority of  cholecalciferol with 80% power and 5% 
level of  significance, we need a sample size of  35 patients. 
Considering a ‘‹lost to follow‑up’› rate of  10%, we recruited 
40 patients for this study.

Results

Baseline data
The intervention and control groups were similar with 
regards to age, weight, duration of  dialysis, baseline blood 
hemoglobin, serum levels of  25(OH)D, PTH, corrected 
calcium, albumin, and phosphorus Table 1.

Overall, mean 25(OH)D level was 10.14 ± 8.7 ng/mL. 
At baseline, only two (4.4%) patients were vitamin D 
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sufficient and three (6.7%) were vitamin D insufficient. The 
remaining 40 (88.9%) were vitamin D deficient. Of  these, 
29 (64.4%) had severe vitamin D deficiency with 25(OH)D 
less than 10 ng/mL. There was a weak correlation between 
baseline 25(OH)D levels and weight, sex, hemoglobin, 
albumin, alkaline phosphatase, and presence of  diabetes. 
There was, however, no correlation of  25(OH)D with 
duration of  dialysis or PTH levels.

Overall, 23 (51%) patients had diabetic nephropathy and 33 
(74%) patients were on thrice a week hemodialysis. A total 
of  23 patients were on calcitriol and 17 on sevelemar.

Effect of supplementation
In the supplementation group, 25/35 patients completed 
the supplementation at 6 weeks and 20/35 remained at 
12 weeks. The reasons for loss to follow up were: 1 patient 
had 25(OH)D >30 ng/mL, patients opting for another 
centre for hemodialysis (two subjects), renal transplantation 
(9 subjects‑4 of  these within 6  weeks and another 5 
subjects between 6 and 12 weeks),  continuous ambulatory 
peritoneal dialysis (CAPD) initiation (1  patient), death 
(1 patient), and irregular hemodialysis (1 patient).

At baseline 27/35 (77.1%) were vitamin D deficient and 7/35 
(20%) had insufficient levels of  25(OH)D Figure 2. Only 
one patient had sufficient levels of  25(OH)D. The mean 
baseline level of  25(OH)D was 9.59 ± 7.59 ng/mL, which 
increased significantly after 6 weeks of  supplementation 
to 19.51  ±  4.27  ng/mL  [Table  2]. The mean change 
in serum 25(OH)D level from baseline to 6  weeks 
was 9.99  ±  6.83  ng/mL, which was highly significant 
(P < 0.0001). After stopping supplementation at 6 weeks, 
serum 25(OH)D level dropped significantly, change from 6 
to 12 weeks being −2.84 ± 6.25 ng/mL (P = 0.04). However, 
it was still significantly higher at 12 weeks (16.08 ± 8.27 ng/
mL) as compared with baseline; change from baseline to 
12 weeks being 6.38 ± 8.49 ng/mL (P < 0.01).

The change in serum 25(OH)D level from baseline to 
6 weeks in the intervention group was inversely related to 
baseline 25(OH)D levels and weight of  the patient Table 3, 
Figure  3. This change was, however, independent of  
baseline calcium, phosphorus, age, or duration of  dialysis.

At 6  weeks, despite high dose of  cholecalciferol 
supplementation, none of  the patients achieved optimal 
25(OH)D levels. Of  these 25 subjects, 15 were still in 
the vitamin D deficient group and 10 were insufficient 
Figure  2. At 12  weeks, the number of  subjects with 
deficient, insufficient, and sufficient values was 15, 3, and 1, 
respectively.

The levels of  PTH and phosphorus did not change 
significantly after supplementation. The calcium levels 
increased significantly from baseline at 12 weeks (P < 0.05), 
but no patient developed hypercalcemia Table 2.

Control group
In the control group, 7/10 patients were available for follow 
up at 6 weeks. One patient had serum 25(OH)D > 30 ng/mL, 
while two patients underwent renal transplantation. Mean 
baseline 25(OH)D level was 11.51 ± 11.49 ng/mL and at 
6 weeks 10.28 ± 9.81 ng/mL. The change in serum 25(OH)D 
level from baseline to 6 weeks was 2.51 ± 5.73 ng/mL, 
which was not significant Table 4.

Comparison of  the change in serum 25(OH)D level from 
baseline to 6  weeks between intervention and control 
groups was found to be statistically different (P = 0.008) 
Table 5.

Discussion

Majority of  CKD patients on MHD in this study were 
vitamin D deficient (88.9%). Studies in CKD patients 
report 70%‑80% prevalence of  vitamin D deficiency.[7]

Table 1: Comparison of baseline data between intervention group and control group
Parameters Intervention group (n=32) Control group (n=13) T value P value

Mean SD Mean SD
Age (years) 55.72 13.69 53.85 12.96 0.42 0.6744
Duration of dialysis (Months) 15.55 19.61 5.35 4.44 1.85 0.0644
Weight (kg) 62.35 12.66 61.91 16.22 0.08 0.9362
Hemoglobin (g/dL) 9.71 1.69 9.88 1.86 0.28 0.7794
Calcium (g/dL) 8.02 0.71 8.72 1.15 2.42* 0.0156*
Corrected calcium* (g/dL) 8.60 0.63 8.38 1.15 0.79 0.4296
Serum phosphorus 5.35 2.34 4.93 0.85 0.60 0.5486
Serum albumin in g/dL 3.30 0.55 3.29 0.52 0.05 0.9602
Serum alkaline phosphatase (IU/L) 217.52 213.62 157.42 72.61 0.95 0.3422
PTH (pg/mL) 268.88 220.61 237.84 213.30 0.41 0.6818
25(OH)D# (ng/mL) 9.59 7.59 11.51 11.49 0.65 0.5156

*Corrected calcium (mg/dL) = measured total Ca (mg/dL) + 0.8 (4.0‑serum albumin [g/dL]), where 4.0 represents the average albumin level in g/dL. #25(OH)
D=25‑hydroxy vitamin D. PTH: Parathyroid hormone, SD: Standard deviation
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Indian studies in non‑CKD population report 
vitamin D deficiency in 70%‑91.2%,[18‑21] while in CKD 
patients between 77% and 88%,[14‑16] both being similar.

Studies of  cholecalciferol supplementation in CKD patients 
are heterogenous with regards to their baseline 25(OH)D 
(from <7 to 20 ng/mL), cholecalciferol doses used (from 
4000 to 50,000 units daily), duration of  study (from 
1 month to 1 year), and response to supplementation.[4]

In this study, 25(OH)D levels rose form 9.59 to 19.51 ng/mL 
in 6 weeks with 60,000 units cholecalciferol weekly. In an 

apparently normal north Indian population, Malhotra 
et al.,[22] had observed rise in 25(OH)D from a mean of  
4.8-31.6 ng/mL with much less cholecalciferol doses, that 
is, 60,000 units monthly for 3 months. In another study,[23] 
60,000 units cholecalciferol weekly raised the mean 25(OH) 
levels from 5.4 to 33  ng/mL. This implies that CKD 
patients on MHD show less response to cholecalciferol 
supplementation than healthy individuals. This is despite 
most of  them also being on active vitamin D supplements 
or calcium supplements. One of  the explanations could be 
stimulation of  24‑hydroxylase by elevated FGF23 in CKD, 
thus increasing metabolism of  25(OH)D.[24,25]

Figure 2: Number of patients who were vitamin D deficient, insufficient 
and sufficient at baseline, 6 weeks and 12 weeks in the intervention group

Figure 3: Correlation between baseline 25‑hydroxy vitamin D and change 
in 25(OH) vitamin D after cholecalciferol supplementation 60,000 units 
weekly from baseline to 6 weeks

Table 5: Comparison of intervention and control group 
with respect to change in the 25‑hydroxy vitamin D from 
baseline to 6 weeks
Parameters N Mean SD T value P value
D25(OH)D (6‑0): Intervention group 25 9.99 6.83 2.64 0.0082*
D25(OH)D (6‑0): Control group 7 2.51 5.73

D 25(OH)D (6‑0) = Change in serum levels of 25(OH)D from baseline to 6 weeks. 
25(OH)D: 25‑hydroxy vitamin D

Table 2: Change in serum 25‑hydroxy vitamin D 
(25‑hydroxy vitamin D) and parathyroid hormone after 
cholecalciferol supplementation from baseline to 
6 weeks, 6‑12 weeks and from baseline to 12 weeks
Parameters N Mean SD SE T value P value
D 25(OH)D (6‑0) 25 9.99 6.83 1.37 7.32 <0.001
D 25(OH)D (12‑6) 20 −2.84 6.25 1.40 −2.04 0.0414
D 25(OH)D (12‑0) 20 6.38 8.49 1.90 3.36 <0.01
D PTH (6‑0) 25 −38.43 201.40 41.11 −0.93 0.3524
D PTH (12‑6) 20 24.04 119.83 26.15 0.92 0.3576
D PTH (12‑0) 20 4.21 119.74 26.13 0.16 0.8728

D 25(OH)D (6‑0) = Change in serum levels of 25(OH)D from baseline to 
6 weeks; D 25(OH)D (12‑6) = Change in serum levels of 25(OH)D from 6 weeks 
to 12 weeks; D 25(OH)D (12‑0) = Change in serum levels of 25(OH)D from 
baseline to 12 weeks; D PTH (6‑0) = Change in serum levels of PTH from baseline 
to 6 weeks; D PTH (12‑6) = Change in serum levels of PTH from 6 weeks to 
12 weeks; D PTH (12‑0) = Change in serum levels of PTH from baseline to 
12 weeks. 25(OH)D: 25‑hydroxy vitamin D, PTH: Parathyroid hormone, SD: 
standard deviation, SE: Standard error of the mean

Table 3: Correlation of change in 25‑hydroxy vitamin D 
levels from baseline to 6 weeks in the intervention 
group with various parameters
Parameter Change in 25‑hydroxy 

vitamin D levels from baseline 
to 6 weeks

‘‘r’’ correlation 
coefficient

Significance

Baseline hemoglobin −0.35  0.0702
Baseline corrected calcium 0.13 0.5156
Baseline calcium 0.08 0.6966
Baseline phosphorus −0.26 0.2006
Baseline albumin −0.08 0.6818
Baseline alkaline phosphatase 0.21 0.3078
Baseline PTH 0.30 0.1336
Baseline 25(OH)D −0.67 <0.01*
Age −0.37 0.0614 (NS)
Duration of dialysis 0.12 0.5824 (NS)
Weight −0.50 0.0066*

25(OH)D: 25‑hydroxy vitamin D, PTH: Parathyroid hormone, NS: Not significant

Table 4: Change in serum 25‑hydroxy vitamin D in 
control group from baseline to 6 weeks
Parameters N Mean SD SE T value P value
D25(OH)D (6‑0) 7 2.51 5.73 2.17 1.16 0.2460

D 25(OH)D (6‑0) = Change in serum levels of 25(OH)D from baseline to 6 weeks. 
25(OH)D: 25‑hydroxy vitamin D, SD: Standard deviation, SE: Standard error of 
the mean
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In this study, there was neither correlation of  baseline PTH 
with 25(OH)D, nor did PTH levels change significantly 
with supplementation. In a recent meta‑analysis, there 
was a significant decrease in PTH levels with vitamin D 
supplementation and the benefit was higher in dialysis 
patients compared with the nondialysis‑dependent 
CKD and transplant recipients.[4] This study was not 
sufficiently powered to test the effect of  cholecalciferol 
supplementation on PTH.

Although calcium levels increased significantly at 6 weeks 
in intervention group, no patient developed hypercalcemia 
despite being on active vitamin D analogues as well. In the 
same meta‑analysis, calcium levels were similar before and 
after cholecalciferol supplementation, although 2% subjects 
developed mild hypercalcemia.[4]

Change in serum levels of  25(OH)D from baseline to 
6 weeks in the intervention group was 9.99 ± 6.83 ng/mL, 
suggesting that there is high individual variability in 
response to cholecalciferol supplementation. In this study, 
the change in serum levels of  25(OH)D from baseline to 
6 weeks was found to be inversely correlated to baseline 
serum 25(OH)D level and weight. In a study in non‑CKD 
population, baseline 25(OH)D, baseline calcium, body 
mass index, and baseline season were significantly affecting 
rise in 25(OH)D levels.[26] This correlation with baseline 
25(OH)D was, however, not seen in studies done in CKD 
population.[27]

Conclusion

This study showed that cholecalciferol doses in 60,000 
units weekly for 6 weeks were inadequate to raise 25(OH)D 
levels optimally, in Indian CKD patients on MHD. The 
response of  serum 25(OH)D level to cholecalciferol 
supplementation was inversely related to baseline 
25(OH)D level and weight. Serum calcium levels did not 
rise significantly in the intervention group, and no patient 
developed hypercalcemia despite patients being on both 
inactive and active vitamin D.

Referen ces

1.	 Nigwekar SU, Bhan I, Thadhani R. Ergocalciferol and cholecalciferol 
in CKD. Am J Kidney Dis 2012;60:139‑56.

2.	 Reichel  H, Koeffler  HP, Norman  AW. Synthesis in  vitro of 
1,25‑dihydroxyvitamin D3 and 24,25‑dihydroxyvitamin D3 by 
interferon‑gamma‑stimulated normal human bone marrow and 
alveolar macrophages. J Biol Chem 1987;262:10931‑7.

3.	 Hewison M, Burke F, Evans KN, Lammas DA, Sansom DM, Liu P, 
et  al. Extra‑renal 25‑hydroxyvitamin D3‑1alpha‑hydroxylase 
in human health and disease. J  Steroid Biochem Mol Biol 
2007;103:316‑21.

4.	 Kandula  P, Dobre  M, Schold  JD, Schreiber  MJ, Mehrotra  R, 
Navaneethan  SD. Vitamin D supplementation in chronic kidney 
disease: A  systematic review and meta‑analysis of observational 
studies and randomized controlled trials. Clin J Am Soc Nephrol 
2011;6:50‑62.

5.	 NKF/KDOQI Clinical Practice guidelines for bone metabolism and 
disease in chronic kidney disease. Available from: http://www.kidney.
org/professionals/KDOQI/guidelines_bone/index.htm [Last accessed 
on 2010 Sep 3].

6.	 KDIGO clinical practice guideline for the diagnosis, evaluation, 
prevention, and treatment of Chronic Kidney Disease‑Mineral And 
Bone Disorder (CKD‑MBD). Kidney Int 2009;76:S50‑99.

7.	 Nigwekar  SU, Bhan  I, Thadhani  R. Nutritional vitamin D in 
dialysis patients: What to D‑iscern? Nephrol Dial Transplant 
2011;26:764‑6.

8.	 LaClair  RE, Hellman  RN, Karp  SL, Kraus  M, Ofner  S, Li  Q, 
et al. Prevalence of calcidiol deficiency in CKD: A cross‑sectional 
study across latitudes in the United States. Am J Kidney Dis 
2005;45:1026‑33.

9.	 Bhan  I, Burnett‑Bowie SA, Ye J, Tonelli M, Thadhani R. Clinical 
measures identify vitamin d deficiency in dialysis. Clin J Am Soc 
Nephrol 2010;5:460‑7.

10.	 Matias PJ, Jorge C, Ferreira C, Borges M, Aires I, Amaral T, et al. 
Cholecalciferol supplementation in hemodialysis patients: Effects 
on mineral metabolism, inflammation, and cardiac dimension 
parameters. Clin J Am Soc Nephrol 2010;5:905‑11.

11.	 Jean G, Terrat JC, Vanel T, Hurot JM, Lorriaux C, Mayor B, et al. 
Daily oral 25‑hydroxycholecalciferol supplementation for vitamin D 
deficiency in haemodialysis patients: Effects on mineral metabolism 
and bone markers. Nephrol Dial Transplant 2008;23:3670‑6.

12.	 Mithal A, Wahl DA, Bonjour JP, Burckhardt P, Dawson‑Hughes B, 
Eisman  JA, et  al. Global vitamin D status and determinants of 
hypovitaminosis D. Osteoporos Int 2009;20:1807‑20.

13.	 Mithal A, Edith L. The Asian Audit. Epidemiology, costs and burden 
of osteoporosis in Asia. Available from: http://www.iofbonehealth.
org [Last  accessed on 2013 Nov 06].

14.	 Bansal  B, Bansal  S, Mithal  A, Kher  V, Marwaha  R. Vitamin D 
deficiency in hemodialysis patients. Indian J Endocrinol Metab 
2012;16:270‑3.

15.	 Singh AK, Avula S, Kher V, Rao DS, Mithal A. Calcitropic hormonal 
status in north Indian patients with end‑stage renal disease. Natl Med 
J India 1999;12:202‑7.

16.	 Jabbar Z, Aggarwal PK, Chandel N, Kohli HS, Gupta KL, Sakhuja V, 
et al. High prevalence of vitamin D deficiency in north Indian adults 
is exacerbated in those with chronic kidney disease. Nephrology 
(Carlton) 2009;14:345‑9.

17.	 Marckmann  P, Agerskov  H, Thineshkumar  S, Bladbjerg  EM, 
Sidelmann  JJ, Jespersen  J. et  al. Randomized controlled trial of 
cholecalciferol supplementation in chronic kidney disease patients 
with hypovitaminosis D. Nephrol Dial Transplant 2012;27:3523‑31.

18.	 Marwaha RK, Tandon N, Garg MK, Kanwar R, Narang A, Sastry A, 
et al. Vitamin D status in healthy Indians aged 50 years and above. 
J Assoc Physicians India 2011;59:706‑9.

19.	 Harinarayan  CV, Sachan  A, Reddy  PA, Satish  KM, Prasad  UV, 
Srivani P. Vitamin D status and bone mineral density in women of 
reproductive and postmenopausal age groups: A  cross‑sectional 
study from south India. J Assoc Physicians India 2011;59:698‑704.

20.	 Shivane  VK, Sarathi  V, Bandgar  T, Menon  P, Shah  NS. High 
prevalence of hypovitaminosis D in young healthy adults from the 
western part of India. Postgrad Med J 2011;87:514‑8.

21.	 Sahu M, Bhatia V, Aggarwal A, Rawat V, Saxena P, Pandey A, et al. 
Vitamin D deficiency in rural girls and pregnant women despite abundant 
sunshine in northern India. Clin Endocrinol (Oxf) 2009;70:680‑4.

22.	 Malhotra N, Mithal A, Gupta S, Shukla M, Godbole M. Effect of 



Bansal, et al.: Cholecalciferol in hemodialysis patients

Indian Journal of Endocrinology and Metabolism / Sep-Oct 2014 / Vol 18 | Issue 5 661

vitamin D supplementation on bone health parameters of healthy 
young Indian women. Arch Osteoporos 2009;4:47‑53.

23.	 Goswami  R, Gupta  N, Ray  D, Singh  N, Tomar  N. Pattern of 
25‑hydroxy vitamin D response at short (2 month) and long (1 year) 
interval after 8 weeks of oral supplementation with cholecalciferol 
in Asian Indians with chronic hypovitaminosis D. Br J Nutr 
2008;100:526‑9.

24.	 Gutierrez O, Isakova T, Rhee E, Shah A, Holmes J, Collerone G, 
et al. Fibroblast growth factor‑23 mitigates hyperphosphatemia but 
accentuates calcitriol deficiency in chronic kidney disease. J Am Soc 
Nephrol 2005;16:2205‑15.

25.	 Shimada T, Hasegawa H, Yamazaki Y, Muto T, Hino R, Takeuchi Y, 

et al. FGF‑23 is a potent regulator of vitamin D metabolism and 
phosphate homeostasis. J Bone Miner Res 2004;19:429‑35.

26.	 Zhao LJ, Zhou Y, Bu F, Travers‑Gustafson D, Ye A, Xu X, et  al. 
Factors predicting vitamin D response variation in non‑Hispanic white 
postmenopausal women. J Clin Endocrinol Metab 2012;97:2699‑705.

27.	 Armas  LA, Andukuri  R, Barger‑Lux  J, Heaney  RP, Lund  R. 
25‑Hydroxyvitamin D response to cholecalciferol supplementation 
in hemodialysis. Clin J Am Soc Nephrol 2012;7:1428‑34.

Cite this article as: Bansal B, Bansal SB, Mithal A, Kher V, Marwaha R, Singh P,  
et al. A randomized controlled trial of cholecalciferol supplementation in patients 
on maintenance hemodialysis. Indian J Endocr Metab 2014;18:655-61.
Source of Support: UGC, Sri Lanka, Conflict of Interest: No.


