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in isolation or in combination in many of abnormalitie
the 26 patients reported by Harrington et drial disorde
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calcification found on computed tomogra-
phy: all patients should be reviewed clini-
cally with regard to parathyroid diseases
and in this way a steady trickle of treatable
disease will be picked up, much as happens
from following up incidental abnormalities
of blood calcium in hospital patients. Three
cases out of 36 in our population are a
worthwhile reward, but clearly these num-
bers are too small to generalise.
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