Endocrine Manifestations Of Pediatric HNF18-MODY (MODY 5)
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Rese e peruisenia o 0. Arg181Ter 297, single center.
AU — HNE1B * Majority of patients have progressively declining beta-cell function, resulting in diabetes mellitus, with
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* Over half of the patients had elevated PTH levels preceding the decline in renal function concerning for
primary hyperparathyroidism

e Additional research is needed to determine both ideal preventive approaches and optimal treatment plans
for HNF1B-related endocrine disorders including diabetes and hyperparathyroidism

. To describe the clinical characteristics of HNF1B-related Total 78% 8904 55%
endocrine disorders in 9 pediatric patients at a single pediatric
tertiary care center




