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A case with secondary hyperparathyroidism suggesting the direct suppressive effect of

maxacalcitol on osteoblasts

Jun SHIOTA* and Araki TANAKA**

*Department of Internal Medicine, Urayasu-Ichikawa City Hospital, **Shin-Minamigyotoku Clinic, Chiba, Japan

The direct effect of vitamin D on osteoblasts in secondary hyperparathyroidism(2°’HPT) is not
necessarily obvious. We found an unusual hemodialyzed patient without any response to oral calcitriol
pulse therapy (4 £ g>x2/week), and who was administrated maxacalcitol at a dose of up to 15 g 3/week
for 28 months. Plasma intact parathyroid hormone (PTH) was not suppressed from the initial level of 1,773
pg/m! to 2,100 pg/ml. However, on the contrary, alkaline phosphatase (ALP) was successively suppressed
from 2 weeks from the initial level of 1,261 IU// to 276 IU/I.

This result suggests a direct suppressive effect of maxacalcitol on osteoblasts in 2°’HPT.
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Table. Laboratory findings at the beginning of oral

calcitriol pulse therapy

Blood chemistry

TP 7.0g/dl
Alb 4.0g/dl
SUN 127.9 mg/d!
Cr 12.9 mg/dl
ALP 9101U/!

(11 31.9%, III 66.8%,
V 1.3%)

BGP 615ng/m/
Na 136 mEq//
K 6.2 mEq/!
Cl 103 mEq//
corrected Ca 9.1 mg/d/
iP 7.7 mg/dl
Mg 2.6 mg/dl
Al 4.8 ug/dl

Peripheral blood

WBC 5,600/ !
Hb 8.9g/dl
Ht 27.6%
Plt 20.0X 10*/ul

Endocrinological findings
c-PTH 70.8 ng/m/
intact-PTH 2,570 pg/m!
intact-PTHrP < I .| pmol/!

Fig. 1. Imaging diagnosis of secondary hyperparathyroidism
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Salt and pepper appearance in cranial X-ray (a), pleural ectopic calcification in chest X-ray (b), rugger-jersey appearance in abdominal

X-ray (c), severe bone absorption in hands X-ray (d) and swollen parathyroid glands (arrows) in ultrasound (e) were revealed.
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Fig.2. Clinical course of intravenous maxacalcitol therapy
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