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The need for genetic counseling and education in healthcare is rapidly growing. According to a 
report from a pediatric emergency department, 18.6% of patient visits were associated with 
previously diagnosed or suspected genetic disorders [1]. The authors concluded that more ge-
netic counseling and referral to genetics experts would facilitate better diagnosis and treatment 
of these children, in many of whom earlier diagnosis would have resulted in better prognosis.

In this issue of Precision & Future Medicine, three review articles were published on pediatric 
endocrine diseases considering their genetic aspects. Lee et al. [2] wrote a review article on ge-
netic etiologies of central precocious puberty (CPP). As the prevalence of obesity in children 
markedly increases, the age of menarche tends to be younger, the prevalence of precocious 
puberty is higher in obese children, and the prevalence of CPP tends to be higher in Korean 
children according to the Korean national database [3]. CPP accounts for 50% to 80% of the 
variation in puberty initiation with female preponderance [4,5]. Although the time of puberty 
initiation shows high inheritability and genetic factors play a crucial role in CPP development, 
few genes have been identified: KISS1, KISS1R, MKRN3, and DLK1 are the four monogenic 
genes identified. Although the author suggested the requirement for genetic studies in pa-
tients suspected to have CPP, it is somewhat unsatisfactory that the author did not suggest 
how to expand the genetic testing in these suspected children or what to do in patients with 
confirmed genetic abnormality.

In another review article by Kwon and Kim [6], the authors reviewed the clinical aspects of 
congenital hypogonadotropic hypogonadism (CHH) and its treatment. CHH is a very rare dis-
ease with a female predominance and is characterized by absent or incomplete sexual devel-
opment and/or infertility due to gonadotropin-releasing hormone deficiency. This article com-
prehensively explains the clinical aspects and sex development from infancy to puberty and 
describes the candidate genes at different stages of development. Finally, the authors address 
different treatment goals in different developmental stages. The authors conclude the article 
by emphasizing the importance of a profound understanding of normal development for the 
appropriate diagnosis and treatment of CHH.

The last review article by Kang et al. [7] is on monogenic diabetes mellitus (DM). Monogenic DM 
is mainly caused by a defect in a single gene that is associated with β-cell function or insulin ac-
tion, and accounts for <5% of all pediatric diabetes cases [8]. The main categories of monogenic 
diabetes include neonatal DM, maturity-onset diabetes of the young, and syndromic diabetes. 
This article describes different types of monogenic diabetes with known genetic causes and clin-
ical implications in association with the genes involved, since some types of monogenic diabetes 
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respond to specific oral hypoglycemic agents such as sulfony-
lurea. The authors emphasize the importance of precise diag-
nosis of monogenic diabetes for optimized treatment and for 
understanding the clinical course and familial recurrence risk. 

From these three review articles, the readers will be able to 
learn more about relatively rare but important pediatric en-
docrine diseases with genetic causes, and will have the no-
tion that a clinician’s suspicions and referral for genetic test-
ing are extremely important in some patients we see daily in 
the clinic, for better prognosis and survival. 
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