Long-term safety of growth hormone in adults and adolescents with growth hormone deficiency: An overview of the full cohort in KIMS
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Introduction Table 1. Commonly reported AEs and SAEs (N=15,809) Figure 1. Evolution of (A) IGF-1 SDS, (B) centrally measured serum lipid variables and (C) concentrations of fasting blood glucose during KIMS follow up
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