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Etiological analysis of children with dwarfism in Foshan area and study
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Abstract:Objective To explore the etiology of children with dwarfism in Foshan area,and to establish
the rapid diagnostic model of dwarfism. Methods A total of 150 children with dwarfism first visiting the pedi-
atric outpatient department of this hospital from February 2021 to February 2023 were selected as the experi-
mental group,and 150 healthy children undergoing physical examination in this hospital during the same peri-
od were selected as the control group. The basic data and levels of insulin like growth factor 1 (IGF-1) ,insulin
like growth factor binding protein 3 (IGFBP-3), alkaline phosphatase (ALP) and 25-hydroxyvitamin D[ 25
(OH) D] were compared between the two groups. The multivariate Logistic stepwise regression model was
used to analyze the influencing factors of dwarfism and the diagnostic model was established. The receiver op-
erating characteristicC(ROC) curve was drawn to evaluate the diagnostic efficiency of the diagnostic model for
dwarfism in Foshan area. Results Among the included 150 children with dwarfism, there were 12 causes,in
which the growth hormone deficiency and idiopathic short stature were the main causes of dwarfism,account-
ing for 58.0% (87/150) and 27. 3% (41/150) ,respectively. The body mass index, father's height, mother’s
height and delivery weight of the experimental group were lower than those of the control group(P <C0. 05),
and the incidence rate of malnutrition was higher than that of the control group (P<C0. 05). The levels of IGF-
1,IGFBP-3,ALP and 25 (OH) D in the experimental group were lower than those in the control group (P<<
0.05). The multivariate Logistic stepwise regression analysis showed that low body mass index, father’s
height,IGF-1,IGFBP-3, ALP and 25 (OH) D levels decrease were the independent risk factors for dwarfism
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(P<C0.05). The diagnostic model constructed based on the analysis results was: LN[P/(1—P)]=0.419 X
X body mass index T 0+ 537 X X funer's heignt 70+ 269X X 1gp; 0. 833 X X gppps T 0. 741 X X 5 p 0. 582 X X y50mp — 2. 317.
The results of ROC curve analysis showed that the constructed diagnostic model had a certain diagnostic effi-
ciency for dwarfism (AUC=0. 720,95%CI ;0. 635—0. 804, P<C0. 001). Conclusion The growth hormone de-

ficiency and idiopathic short stature are the main causes of dwarfism. The diagnostic model based on GH-IGFs

axis fitting has significant diagnostic value for dwarfism.
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