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Analysis of Growth Hormone Provocation Test and 25 — hydroxy Vitamin D Levels in Children with Short Stature. ~Wang Huiyan, Tao
Hongqun ,Wang Lingli, et al. The Second Affiliated Hospital &Yuying Children's Hospital of Wenzhou Medical University, Zhejiang
325027, China

Abstract Objective To investigate growth hormone provocation test and the nutritional status of vitamin D in children with short
stature, so to study the etiology of children with short stature. Methods Totally 160 cases of short stature children who screened with di-
agnosis standard were underwent arginine and clonidine provocation test. Serum GH and 25 — hydroxy vitamin D levels were determined
with Electrochemiluminescence immunoassay. Results A total of 8 cases were found with GH deficiency, accounting for 5% . Fifty two
cases were found with GH part deficiency, accounting for 32.5% . 100 cases were found with no GH deficiency, accounting for 62.5% .
The diagnostic value of clonidine provocation test was better than arginine test(y* =9.468,P =0.002). The peak value of arginine provo-
cation test mostly focused on time 30 min(58.7% ) ,but clonidine provocation test mostly focused on time 90 min(48.1% ). The level of
25 - (OH)D in 157 cases children suspected GH deficiency was 22.65 +7.42ng/ml. Vitamin D deficiency or insufficiency of these chil-
dren was common. A total of 62 cases were found with deficiency of 25 — (OH) D, accounting for 39.5% ;and 69 cases were found with in-
sufficiency of 25 — (OH) D, accounting for 43. 9% ;and 26 cases were found with sufficiency of 25 — (OH) D, accounting for 16. 6% .
Conclusion Early diagnosis and treatment in a timely and correct manner plays a significant role in proving short stature children height.
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Abstract Objective To investigate the clinical characteristics of acute poisoning among hospitalized children in intensive care unit

(ICU).Methods A retrospective study included 118 children of 0 — 14 years of age treated for acute poisoning from Yuying Children’s

Hospital of Wenzhou Medical University from January 2005 to December 2014. Results Totally 118 cases of children with acute poison-

ing accounted for 2. 56% of the hospitalized cases in the same period and for 9.2% of unintentional injuries cases. Boys had a higher in-

cidence of acute poisoning than that of girls with a ratio of 1.74: 1. Toddler period (32.2% ) and preschool period (39.8% ) were at the

YE# BAL:325027 RN BERL R 2= IR & 98 L3 IR b
HIRAEE IR 4E R, BT {548 : zhangweixil 12@ 163. com

- 134 -



