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[Abstract] Growth hormone (GH) and insulin-like growth factor 1 (IGF-1) are the important endocrine hormones for
human, and their associated diseases (e. g. acromegaly and growth hormone deficiency) can lead to obviously increased morbidity
and mortality secondary to cardiovascular, cerebrovascular and respiratory diseases. Clinically, the determination and closely
monitoring of serum GH and IGF-1 are important means for diagnosing, assessing curative effect and formulating post-treatment
follow-up plans of such diseases, and have received extensive concern from clinicians. Although the levels of serum GH and IGF-1
are consistent in most cases, more and more studies have reported that the results of serum GH and IGF-1 are unreasonable or even
contradictory. Therefore, in the conditions of inconsistent serum GH and IGF-1 levels, reliable biochemical criteria for assessing

disease status and control degree are currently controversial, and their rational interpretation remains a clinical challenge. In present
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paper, the influence of serum GH and IGF-1 detection methods, physiological and pathological states, and drugs on the detection

results and the possible reasons or mechanisms are explained in detail, and proposes that it is necessary to carefully sort out the

factors that may lead to unreasonable results in clinic, in order to judge the detection results more accurately and conduct appropriate

diagnosis and treatment of the related diseases.
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Tab.1 The main factors leading to the inconsistency of serum GH and IGF-1 levels

Sl 5 7K FIGF-1 K F-GH
LETISES FE TR RARRE E KA JIA QT AN 01 AN 319
i lISES FIT. B et R e PRI
FDR IR 4577 L PEAG (CKD . CRE, DNZ%)
TR (Nl . FRARE . s A5 IS5 (NAFLD . IFREAL . 9 45)
=Eisup SO I (TRECo i A T 45
R UL BRAR . BHRIEIBD. JIAS)
2 B oAb R 3 IGF- 1K J7 12 GHKG I 7 1 0 V) o5 A8 RIS
Il P B a8 IR M8 2 3R
Z i e O of PR B I 8
35 7 AL B 1 571 MR AE BRI (55 H 2%)
EAN LS einil AR FE Z R m A . R R g

GH. A KM 5 1GE-1. Welfy A KN F-1; CKD. HMEFIESERT; CRE. MYk 5605 DNLBRIRAT PR NAFLD. AR RIS 7 e
HF93; IBD. RIETERG s JIA. GIAFEH T %

R2  GHFIIGE-1H A 5 8 Heds

Tab.2 Comparison of commonly used detection methods for GH and IGF-1
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Fig.1 Normal reference range of IGF-1 in males (A) and females (B) of different age groups (Data from literature[12-13])
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Fig.2 Test values of the same sample using different GH assay methods (Data from literature [8])
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Fig.3 Graphs of IGF-1 levels (mean =2 x standard deviation) changing with ages in domestic and foreign studies (Data from

literature[16-17])
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