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Variants of Exon 4 and Its Flanking Region of LPL Gene
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Abstract ; To elucidate abnormalities of LPL gene in hyperlipidemia in the Chinese population in Guangdong, genomic
DNA was extracted from leukocyte of 258 patients with primary hyperlipidemia. A segment of LPL gene including
exon 4 and its flanking sequences was analyzed by PCR— SSCP. The PCR products with abnormal SSCP pattern
were cloned and sequenced. As a C—T transition mutation at—6 bp of intron 3 was found in two Chinese with hy-
perlipidemia and the mutation was not found in 252 normolipidemic controls,the C—T transition in intron 3 may be
related to hyperlipedemia.
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Fig. 1 SSCP analysis of exon 4 regions
Lane 1~3 was three times different PCR products of a same patient;

Lane 4 :normal control; Lane 5~12:SSCP results of part samples.
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Fig.2 A part of exon 4 and IVS—3 sequence

Arrows indicate the site of —6 C—T mutation
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Fig.3 Agarose gel electrophoresis of exon 4 PCR
products after digestion with Mbo [
Lane 1~7:PCR products from normal subjects;
Lane 8:from a heterozygote; M: DNA size marker pUC19/Msp | .
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