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Suvanapha R, Bunnag S. Prevalence of hypercalcemia in medical ward and the use of parathyroid
hormone assay in diagnosis of parathyroid dysfunctions. Chula Med J 1989 Apr; 33(4) :
259-267

To determine the prevalence of hypercalcemia and its cause, we routinely measured serum
calcium in 3,132 patients who were admitted to our medical ward. The prevalence of hypercalcemia
was 1.4%. The most common cause of hypercalcemia was malignancy (44.4%)! predominantly
hematological malignancy. The other causes included hypovolemic state (17.8%), granulomatous
disease (11.1%), endocrine disease (8.9%), and undetermined etiologies (24.4%). No patient in this
group demonstrated hyperparathyroidism; therefore the prevalence of hyperparathyroidism in the
admitted Thai patients was low.

Parathyroid hormone level was measured in 18 patients with renal failure. Elevated parathyroid
hormone levels, measured by mid molecule and intact molecule assays were found in 16 and 8 patients
respectively. The percentage of intact molecule to total mid molecule parathyroid hormone level was
not increased in renal failure; therefore it may be used in the evaluation of parathyroid function in
patients with renal failure.

Reprint request : Sridama V, Department of Internal of Medicine, Faculty of Medicine,
Chulalongkorn University, Bangkok 10500, Thailand.
Received for publication. June 15, 1988.

Supported by Division of Hormone research, Anandhamahidol Foundation.
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(MU 9.5 % 1.4 WN% (mean 2 standard deviation) lag
il range WL 8.1 - 10.9 WN% IzAUSAYIMYIITY 3.9

lae'l% 959 confident interval
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Table 1. Value of serum calcium, albumin, parathyroid hormone (PTH) and urinary cyclic AMP in 46 normal

Thai controls.

Parameters Numbers range mean ¥ 2 standard deviation[ calculated range
Calcium (mg/dl) 46 8.2-10.9 95 = 14 8.1 -10.9
Albumin (g/dl) 46 3.0-4.7 39 0.9 30 - 438
PTH (mid molecule, p mole/L) 31 undetectable-78§] 519 & 236 283 - 755
PTH (intact molecule, p mole/L 10 undetectable-74 4.76 T 3.26 1.50 - 8.02
Urinary cyclic AMP (n mole/L) 12 1500-8000 4827.1 T 4914.6 undectectable-974.7

Q’ﬂ’mﬁ%’uvlﬂmaé'ﬂ'wa'\qsnﬁu wuNilszay
uﬂm“ﬁuulmﬁaago U 45 318 luﬁ’m’mﬁi"ﬂ’m 3,132
318 (1.4%) wuﬂﬂumﬁaﬁgmg"maﬂnm zideatn
WA EIgIng I 20 30 (44.4%) sz TRiaTINI Lt
mnﬁaﬂ%ﬁs:G'fuuﬂﬂl.f'i'muammmtjs:ﬁuﬂna U 19
310 (42.2%) wazlafldnndens 6 3w (13.3%) L)
man:ﬁ'uuﬂatf‘ii'uu'lmﬁaﬂgmsu wuIennuziI NN

ﬁqﬂ 37.7% (03197 2) waswuiiduanSsvasszuulafia
uazdoiuwiasiIm 8 318, (\Uw mutiple myeloma
5 37¢ U lymphoma 3 37¢1) uzt39vae 3 918, W39
aldlng 1 30 wzdadme 1 3, undedu 2 5,
an Tl 1 110 uazanSefinszrenndeuinndes
1 3

Table 2. Causes of hypercalcemia among admitted patients in medical ward (45 cases)

Causes Numbers | Percentage
1. malignancy 17 37.7
2. dehydration, diuretic 8 17.8
3. granulomatous disease (tuberculosis) 5 11.1
4. endocrine disorders (hypothyroidism, hypoadrenalism and pheochromocytoma) 4 » 8.9
5. Unknown etiology 11 244
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Figure 1 Parathyroid hormone levels measured by mid molecule assay in various hyper-and hypocalcemia
disorders.
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Figure 2 Parathyroid hormone levels (intact melecule) in various hyper-and hypocalcemia disorders.
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Table 3. Previous reports on prevalence of hypercalcemia and primary hyperparathyroidism (HPT.)

year number| prevalence of | leading cause of
of population Location of hypercalcemia | hypercalcemia
patients HPT
Boonstra CE et al® | 1965| medical clinics | United State 25,847 | 0.26% 1:834 HPT
McLellan G et al® | 1968 hospital Australia - - - malignancy
(clinics & wards)

Keating FRJr et al®® | 1969] medical clinics | United State 2,005 | 3.6%  1:668 HPT
Christensson T et al{!] 1976]  community Sweden T 15903 | 1.1% 1:279 HPT
Zawada ET et al® | 1979 hospital United State] - - - malignancy

(clinics & wards)
Finnis WA et al® 1981} hospital (wards) Canada 12,000 { 1.4% 1:375 malignancy
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