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Sir,

Calcinosis is the result of disorganized amorphous

deposition of calcium and phosphate in organic matrices

of the biological tissues with no tendency to normal

bone formation. The process starts with deposition of a

small focus of hydroxyapatite and amorphous calcium

phosphate. Once formed, it increases in size by growth

and may result in disorganized masses as nodules or

plaques (1, 2). We report here on a patient affected by

idiopathic calcinosis universalis.

CASE REPORT

A 43-year-old man exhibited many yellow-white

nodules, symmetrically distributed over the backs of

the hands and palms. They were hard, of different sizes

and could become ulcerated, discharging chalk-like

material (Fig. 1). The patient had no history of

inflammatory disease, trauma or metabolic disorder.

The dermatosis had begun 10 years earlier and was

preceded by diffuse pains in the joints. Later on, nodules
increased in size and number, causing an important

limitation of movement due to stiffening of the skin and

pain especially on finger joints. Some skin lesions

became infected by Staphylococcus aureus, causing an

abscess which required surgical drainage. Laboratory

tests showed only mild decrease in neutrophils (38.9%)

and lymphocytosis (51.6%), with no abnormalities in

the calcium/phosphorus metabolism or parathyroid
hormone levels. Erythrocyte sedimentation rate, C-

reactive protein, complement and fibrinogen were

within normal limits, as well as urine analysis. All
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specific immunologic tests to evaluate autoimmune

disease (organ- and non-organ-specific autoantibodies

and complementary activity) or infections (VDRL,

TPHA, HBV, HCV, CMV) were within normal limits.

Tests for Chlamydia pneumoniae, trachomatis and

psittacosis and common paraneoplastic markers were

negative.

Radiographs and echography showed diffuse granu-

lar calcification in the soft tissue and muscle insertions

of hands, feet, arms and legs. EMG of limbs showed

polyneuropathy, probably due to compression from

near calcifications. X-rays of the oesophagus and dental

arches were normal. Histopathological examination of a

biopsy of a nodule from the dorsal surface of the

metacarpophalangeal junction in the second finger of

the left hand showed widespread deposition of calcium

salts in dermis and hypodermis.

DISCUSSION

Clinically, calcinosis cutis is characterized by small white

papules, subcutaneous nodules or wide plaques, of

stone-like consistency, symmetrically distributed to

extremities and less often to the trunk. Lesions may

become tender and ulcerated, discharging chalk-like

material consisting mainly of calcium phosphate with a

small amount of calcium carbonate. After ulceration, a

slowly healing wound remains. Finger lesions are

particularly painful, causing an important limitation of

movement due to stiffening of tissues.

The pathogenesis of idiopathic calcinosis is unknown

(4). This group includes calcinosis circumscripta (of

scrotum, vulva, penis and serous burses) with calcifica-

tion in localized areas of skin and subcutaneous tissues

and calcinosis universalis involving skin, muscles,

tendons and soft tissue (5, 6).

In our patient the presence of many deposits of

calcium in dermis, hypodermis, soft tissues, muscles and
tendons, unassociated with tissue damage or demon-

strable metabolic disorder, led us to the diagnosis of

idiopathic calcinosis universalis. This is an uncommon

form because many cases reported in the literature under

this diagnosis were later recognized as suffering from

undetected dermatomyositis, systemic lupus erythema-

tosus or scleroderma (4, 7). For this reason, our patient

is periodically controlled with clinical evaluations and
immunologic tests.

The therapy of calcinosis of the skin is still not very

effective. Only one case has been reported with a

complete resolution over a period of 1 year with

continued steroid therapy (8). Treatment trials have

included biphosphonate, etidronate disodium, alumi-

nium hydroxide, warfarin, probenecid, intralesional

injections of corticosteroids and finally surgical excision
and laser therapy (7, 9).
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Fig. 1. Hard nodules of the fingers become ulcerated, discharging

chalk-like material.
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