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* Excess fat accumulation on neck and 10 years
face No significant relationships between age and worsening Fig 2: Alanine transaminase (A), triglyceride (B), HbA1C (C), and insulin (D) levels plotted against
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puberty — young children with FPLD2
are challenging to distinguish from
unaffected individuals3

Discussion and conclusion

Possible reasons for lack of relationship

1. Patients may be too young to have developed co-morbidities

2. Patients have grown up on a low-fat diet as one of their parents also has FPLD2, which would have delayed/prevented the metabolic complications
3. The rarity of the disease and small sample size means that the study is underpowered

Metabolic complications?

* |nsulin resistance

* Hypertriglyceridaemia

* Hypertension

* Hepatic steatosis

Females more severely affected3

Fig 1: patients with congenital generalised and

familial partial lipodystrophies (Garg, A., 2016)
A: congenital generalised lipodystrophy 1 Although the study suggests that screening for metabolic complications at a young age might not be needed, the severity of the metabolic complications with

resultant impact on quality of life and life expectancy in individuals with FPLD2 means that there is a moral argument for genetic screening of the children of FPLD2

B: congenital generalised lipodystrophy 2
patients to permit early intervention and identification of complications. We propose that formal screening of co-morbidities before age 10 is unlikely to be of

C: familial partial lipodystrophy 2

D: familial partial lipodystrophy 3 benefit, but clinical input from a multi-disciplinary team should be offered from diagnosis. We intend to repeat this study in the future to see if more develop co-
Management ' Y pny ey : : : T : : : :
e . morbidities and at what age, which would help elucidate more of the natural history and variation in phenotypic severity of patients with FPLD2.
* First line: low-fat diet' 2
* Leptin replacement therapy* Acknowledgements
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