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Objective To study the relationship between Hind Il DNA
polymorphisn in the lipoprotein lipase(L PL ) gene and children sm-
ple obesity.

M ethods The polymerase chain reaction (PCR) and restriction
fragment length polymorphisn (RFL P) techniquew as used to detect
theL PL Hind III polymorphisn in 92 children with smple obesity
and 80 healthy controls The levels of the plasma lipid, plasna
lipoproteins, body mass index (BM 1), blood pressure, skinfolds sick-
nessw ere alo measured

Results The prevalence of genotype H* H* and the frequence
of alleleH* were 59 78% and 72 35%, regectively, in the obesity
group, which were significantly higher than those (42 50% and
69 38%, regpectively) in the control group (P< Q 05). The levels of
TG, TC,LDL-C, Apo B, BM |, diastolic pressure, biceps and sub-
scapular skinfolds sicknessw ere alo significantly higher in the obe-
sity group w ith H* H* genotype than those in the obesity group w ith
H*H" genotype

Conclusion Genotype of H* H* may contribute to the develop-
ment of children smple obesity and allele H* seems to be a genetic
susceptiblemarker in children sinple obesity.
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