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Material & Method

117 consecutive series of obese patients (BMI>97%)

Exclusion criteria: aged <8 years,
lllllllll IIIIIIIIIIIIIIIIIlIIIIIIIIIlIIIIIIIIIIIIIIIIIIIIIIII’ patientsWithsyndromiCObe_Sity, ChroniC
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85 patients with non-syndromic obesity (43 girls/F) 14.4 + 2.3yrs (8.5-18 yrs )

Clinical / Chemical Phenotype: age; sex; BMI, z-score BMI (IOTF) ; ALT (s); abdomen US (hepatic steatosis features)

liver disease (L1) -22 patients (7F/22M) N no liver disease (LO) — 63 patients (36F/27M)
as assessed by sonographic steatosis (S+) no sonographic steatosis (S-)
and/or elevated liver enzymes (ALT+) and no elevated liver enzymes (ALT-)
14.4 years mean age 0>0.05 14.1 years
2.82 z-score BM| 2.67

Steroidal "fingerprint” : samples from 24-h urinary collection
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