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[ Abstract)
phism and cerebral palsy (CP) in Han Chinese children.

To investigate the association between apolipoprotein E (apoE) genotype polymor-
Methods
were selected, including 120 children with cerebral palsy ( CP group) and 120 normal children ( control group).

Objective
Two hundred and forty Han Chinese children

Polymerase chain reaction-restricted fragment length polymorphism analysis was used to determine the genotype and
Results

consistent with the existence of a Hardy-Weinberg equilibrium. There were significant differences in the distribu-

alleles of apoE genotype in the two groups. The genotype distributions of apoE in the two groups were

tions of allelic frequency and apoE genotype between the two groups. Carrying the &4 allele was related to cerebral

palsy, and the overall risk for cerebral palsy was elevated about 5. 5-fold among children carrying the €4 allele.

Conclusions
ciated risk factor.
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There is an association between apoE genotype and cerebral palsy, and apoE’s €4 allele is the asso-
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