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Increased Bone Resorption

. Primary hyperparathyroidism

2. Malignancy
a. Cancer with bone metastasis
b. Cancer without bone metastais
¢ . Hematologic malignancies

. Thyrotoxicosis

. Immobilization

. Vitamin A intoxcation
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Increased Gut Absorption
Vitamin D intoxication
Milk—alkali syndrome
Sarcoidosis
Idiopathic hypercalcemia of infancy
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QOthers
Familial hypercalciuric hypercalcemia
Thiazide diuretics
Addison’ s disease
Diuretic phase of acute renal failure
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Lung Cancer 35 %
Breast Cancer 28 %
Heratologic Malignancies 14 % “
Carcinomas of Head and Neck 6 %
Renal Carcinoma 3%
Prostatic Cancer 3%
Cancers of Unknown primary lesion 7 %
Other Cancers 8 %

Tablel. Causes of Hypercalcemia Classified by
Major Pathogenetic Mechanism.
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Table 2. Malignancies Associated with
Hypercalcemia.
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Clinical
Group

Types of Tumors

Factors Implicated

Breast, Lung,
Pancreatic.

Solid tumors
with bone
metastasis

Solid tumors Lung, Kidney,

without bone Panereatic,
metastasis Ovarian.
Hematologic Myeloma,Burkit's
malignancies lymphoma, Adult

T—cell lymphoma,

Prostaglandins, Direct erosion
by tumor cells

» Parathyroid hormone.

« Prostaglandins.

« Transforming growth factors.

+ Clony —stimulating factors.

. Factors that interact with parathyroid
hormone receptor.

Osteoclast—activating factor

Table 3. Pathogenetic Classification of the Hypercalcemia of Malignacies.
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