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Atypiques Diabete Mellitus in Children
(Non Type I) Etiological Analyses of 43 Cases

. %
Diana Alasmar

Abstract

Background: In children the majority of cases of diabetes mellitus (DM) are
Type I or autoimmune insulino-dependent diabetes mellitus ( IDDM).

The term atypical diabetes mellitus ( ADM) is used to identify all forms of
DM that don’t correspond to Type I

Aim: ADM have large clinical and etiological heterogeneity. it may be
subestimated as frequency of occurrence in children and adolescence.
Material and methods: This study had include all non autoimmune
DMpatients in diabetes division of Debrousse HCL, Lion, France. The
criteria of ADM was the evocative clinical aspect and development, the
presence of symptoms and sings not explained by diabetes, familial history
and type of inheritance. molecular biology was performed when possible.
Results: 43 cases of ADM non type I diabetes were diagnosed: 18 males and
25 femals; aged (1 months-18 years) from 360Children with diabetes
( prevalence: 11,5%).

We found 18 cases MODY, 10cases Neonatal diabetes, 7cases NIDDM early
onset, 4cases triploid 21, 2cases mitochondrial diabetes, one cases Wolfram
sd. And 1cases hemochromatosis.

Conclusion: ADM prevalence was 11.9% from DM diagnosed Children in
Debrousse HCL, France. MODY was the most frequent(18 cases) then
neonatal diabetes, and DM typell with early onset.

Key word: Non autoimmune diabetes mellitus , atypical diabetes mellitus,
MODY diabetes.

" Assistant. Dept. of Pediatrics, Faculty of Medicine, Damascus University.
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