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THE EFFECT OF CONSERVATIVE AND SURGICAL MANAGEMENT
FOR SECONDARY HYPERPARATHYROIDISM
AND THEIR PROBLEMS

Takeshi Sugimura and Seiji Yamagami
From the Department of Urology, School of Medicine, Osaka City University

We compared the effect of conservative treatment with that of surgical treatment after applying
them on secondary hyperparathyroidism patients (2nd HPT) in order to study the application of
surgery on 2nd HPT patients. We selected the test subject of 39 maintenance dialysis patients
with complications of 2nd HPT. The conservative treatments were; elcitonine administration (40
ux3/W) (group 1), ipriflavon administration (200 mgx3/day) (group 2), and pulse treatment (1.25
(OH)D; 6 ug/W) (group 3). For surgical treatment, we adopted total parathyroidectomy with
auto-transplantation into the arm (PTX). The transition of serum parathyroid hormone (PTH-
C), alkaliphosphatase (ALP), bone scintigraphy of every 6 months, and change of bone mineral
content (BMC) were compared to judge the effects of treatments. We measured 1/3, 1/6 radial
region with single photon absorptiometry (SPA) and L3 region with dual photon absorptiometry
(DPA) to obtain BMC.

We were forced to transfer the patients in groups 1 and 2 (conservative treatment) to pulse
treatment or PTX as 12 months later they showed increase in serum PTH-C, ALP and significant
drop (P<0.05) in BMC average change rate (1/3). In group 3 of pulse treatment, though signif-
icant decrease in serum ALP (P<{0.01) was detected for 10 cases out of 12, serum PTH-C was
either unchanged or increased for 4 cases with the value of more than 30ng/ml. Furthermore
the average change rate of BMC stayed at the same level.

In the PTX group, all cases showed a drop in serum PTH-C, ALP and after 6 months a
significant increase of BMC was observed in every measurement region (P<0.05). These findings
showed that the administration of calcitonine preparatives cannot prevent the BMC in cortical bone
from decreasing though it lessens the joint pain, its use requires careful consideration. Moreover,
it is considered that for the patients with remarkable decrease in BMC, PTX should be applied
in an early stage while it is advisable to apply pulse treatment for patients who retain a certain

level of BMC.
(Acta Urol. Jpn. 37: 1203-1208, 1991)
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57, ADL ZfEEOGEERTE, REMERELE
ALl GEFNFHED Jik Table 1 43,
40U %38 3 EFENT P B ET 5 elcitonine §E5:
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T PTX %7 L5060 5 b el M 145
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¥THEEROE(, Mg Ca, P, ALP, TH-C Ol
BRI UCWEN%e » A, 127 A LERCREELL
Fvvs, BMC FiRux#HafLic. PTH i@ C
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Protocol of treatment for osteitis
fibrosa (secondary hyperparathyroid-
ism)

Table 1.

Conservative management
1) Elcitonine

40U of Elcitonine is infused during HD 3 times per week
2) Iprifravon

600mg of Iprifiavone s administered per day
3) 1.25(0H)2Da pulse therapy

6ug of 1.25(0H)zDs is administered once per week
Surgical management

Total parathyroidectomy with sutotranapiantation

Table 2. Laboratory findings in 2° HPT patients before treatment

Treatment Age % Hlayl:ry NCZ" mg';dl (mC:/:;,)z A|ULP ::}‘:ﬁ
1 Elcitonine 402+ 71 2 4 78151 89110 65119 578:17.0 68381 523.3* 276t 99
il lpriflavon 4241109 3 2 115154 89105 6911.0* 619t 91 136621 407.2* 2021120
Il Pulge 438: 69 6 6 7.3130% 96109 58109* 5591111 124981112723 2901133
Iv PTX 473t 91 8 8 106127* 04112 64114 6031139 1275111306 3241166
meantSD  *p<0.01

*%p<0.05
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Fig. 1. Effect of elcitonine, ipriflavon, 1.25 (OH):
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Fig. 2. Effect of elcitonine, ipriflavon, 1.25(0OH )z
D; pulse therapy and PTX on s-ALP
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Fig. 3. Effect of 1.25 (OH):D3 pulse therapy on
bone scintigram in 2° HPT patients
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Fig. 4. Effect of 1.25 (OH):D; pulse therapy on
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Fig. 7. Effect of elcitonine, ipriflavon, 1.25 (OH ),
Dj; pulse therapy and PTX on BMC at L3
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