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Correlation of growth hormone and insulin-like growth factor-1 with bone metabolism
and glucose and lipid metabolism in acromegaly patients”

MA Miao .LIU Jie ,MA Ruimin.LI Pingyan,LU Jing , XU Huiwen ,YU Danwei s ZHANG Guojun”
Laboratory Diagnosis Center ,Beijing Tiantan Hospital ,Capital Medical University/Beijing
Engineering Research Center of Immunological Reagents Clinical Research/NMPA Key Laboratory
for Quality Control of In Vitro Diagnostics ,Beijing 100070,China

Abstract:Objective To investigate the correlation between growth hormone (GH),insulin-like growth
factor-1 (IGF-1) and bone metabolism markers, glucose metabolism, lipid metabolism and other indicators in
acromegaly patients. Methods A total of 37 patients with acromegaly in this hospital from May 2019 to May
2023 were selected as the research objects. Serum GH,IGF-1,25-hydroxyvitamin D[25(OH)D], total type |
collagen amino terminal extension peptide ( TPINP), osteocalcin (BGP), beta isomerized C telopeptide (B~
CTX),calcium ion (Ca*" ), phosphorus ion, fasting blood glucose (FBG), triglyceride ( TG), cholesterol
(CHO) ,high density lipoprotein (HDL),low density lipoprotein (LLDL), apolipoprotein A1 (ApoAl),apoli-
poprotein B(ApoB) levels were measured. The correlation between GH,IGF-1 and the above indexes in acro-
megaly patients was analyzed. Results The results of correlation analysis showed that GH was positively correlated
with TP1NP,BGP,3-CTX, phosphorus ion, FBG, TG (P<C0. 05) ,and negatively correlated with HDL (P<C0. 05) , but
had no correlation with 25(OH)D,Ca*" ,CHO,LDL,ApoAl,ApoB (P>>0. 05). IGF-1 was positively correlated with
TP1INP, BGP,B-CTX, phosphorus ion and TG (P<Z0. 05) ,and negatively correlated with HDL (P<C0. 05). IGF-1 was
not correlated with 25(OH)D,Ca”" ,FBG,CHO,LDL, ApoAl and ApoB (P>>0. 05). Conclusion GH and IGF-1 may
affect bone metabolism,glucose and lipid metabolism in acromegaly patients,which provides data support for the pre-
vention of bone and joint system complications and abnormal glucose and lipid metabolism in acromegaly patients.

Key words:acromegaly; bone metabolism markers; glucose and lipid metabolism
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