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SHORT COMMUNICATION

GROWTH HORMONE INCREASES GROWTH VELOCITY AND ALKA-
LINE PHOSPHATASE LEVEL IN CHILDREN WITH HYPOPHOSPHA-
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Hypophosphatasia is an inborn error of the 
metabolism, usually presenting as rickets or 
osteomalacia. Poor growth is a main hall-
mark of the disease. Growth Hormone (GH) 
is a powerful stimulus of growth spurt during 
which AP level strongly increases. We report 
here two cases of patients with hypophospha-
tasia treated with GH. Case 1: A girl was born 
with Intra Uterine Growth Retardation, chest 
and lower limbs deformity, and low levels of 
AP due to mutations A115V and V111M inheri-
ted from both parents. At 6 years, she presen-
ted with bone deformity, respiratory failure, 
dental abnomalities and severe growth delay. 
GH treatment was initiated at age 9 years, (50 
μg/kg/week), during 6 years until final height 
(15 years). Case 2. A boy was seen at 9 years 

because of growth failure, low levels of AP as-
sociated with minimal metaphysis abnormali-
ties. He presented with dental abnormalities, 
premature loss of teeth and delayed eruption 
of permanent teeth. Genetic analysis found 
two mutations, A159T and 648+1A, inherited 
from both parents, MRI analysis found mode-
rate hydrocephalus, Chiari malformation and 
hypophysis hypoplasia. GH was started at 
10 year (35 μg/kg/day), during 8 years until 
final height. In both cases growth velocity in-
creased under GH, as did AP level, with no 
deleterious effect on the clinical bone status 
or mineral density parameters. Therefore, GH 
seems an acceptable and efficient treatment 
to compensate severe growth failure in hypo-
phosphatasia.


