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ABSTRACT

Background and Objectives[] Hepatic lipase is a key enzyme in high density lipoprotein-cholesterol (HDL-C)
metabolism and may therefore influence the susceptibility to coronary artery disease (CAD). Furthermore, there
seems to be genetic variation in the —514T allele frequency among different races. Subjects and Methods[]
To assess the —514T allele frequency in Koreans, 99 subjects (54 patients with coronary artery disease & 45
normal controls) were examined by polymerase chain reaction (PCR) and restriction enzyme digestion. The
lipid profiles of the subjects were also obtained. Resultsl] The —514T allele frequency was 0.33 in the CAD
group and 0.41 in the normal controls, results which are higher than the equivalent reported for Caucasians.
The plasma lipid profiles did not differ significantly between genotypes. Conclusion These data indicate
that the Koreans in this study have a higher —514T allele frequency than that reported for Caucasians. This
elevation may be partly responsible for the higher HDL-C level in Koreans, although such polymorphism does
not seem to significantly influence plasma HDL-C levels or CAD susceptibility. (Korean Circulation J 20025
32(1)*25-30)
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Table 1. Baseline clinical characteristics

Total CAD Normal
Number of patients 99 54 45
Age (mean) 579+ 8.9 593+ 8.5 56.1x 9.2
MO F 610 38 35019 26019
Smokers 36 23 13
DM 19 14 5
HTN 43 26 17
TC (mg/dL)* 205.9+ 45.7 220.1+ 49.7 188.9+ 33.7
Triacylglycerol (mg/dL) 150.6+ 110.4 167.8+ 133.4 130.1£ 70.3
HDL-C (mg/dL) 431+ 11.6 427+ 11.0 43.5+ 11.6
LDL-C (mg/dL)* 132.8+ 37.7 143.5+ 40.2 119.9+ 30.26

CADU coronary artery disease, MO male, FO female, DMO diabetes mellitus, HINO hypertension, TCO total cholesterol,
HDL-CO high density lipoprotein-cholesterol, LDL-CO low density lipoprotein-colesterol, *0 CAD vs Normal (p<0.05)

Table 2. C-514T genotype frequency (number of patients)

Total CAD Normal
Alle frequency
Obs Exp Obs Exp Obs Exp
CcC 37 39.5 22 24 15 15. 6
CT 51 46.1 28 24 23 21.8
T 11 13.5 4 6 7 7.61

The genotype frequency is listed as number of patients observed and expected. The frequency of the — 514T allele
was 0.33 and 0.41 for CAD and normal group, respectively, which was statistically insignificant. The observed frequ-
encies were consistent with the Hardy-Weinberg expectation. CADO coronary artery disease, ObsO observed num-
ber of patients, ExpO expected number of patients, CCO CC genotype, CTO CT genotype, TTO TT genotype

Table 3. Lipid profiles among different genotypes

LIPC Total CAD Normal

Genotype cc CT T cc CT T cc CT T

N 37 51 11 22 28 4 15 23 7

TC 204.6+ 39.4210.5+ 523 189.0+ 27.4 214.2+ 41.0228.1+ 57.7 196.5¢ 16.6190.6+ 33.5189.0+ 35.5 184.7+ 32.4
G 1422+ 81.7 169.2+ 132.5 92.8+ 44.8 1452+ 89.7 192.7+ 163.9 117.3% 56.1 137.9+ 71.3140.6+ 732 78.9+ 33.8

HDL-C 414+ 123 433+ 107 477+ 9.6 423+ 133 424+ 88 47.5% 13.5 40.1£ 11.0 44.4+ 12.7 479+ 7.9

All lipid profile values are given as mean+ SD (mg/dL). Although, mean HDL-C level was higher in the TT genotype
compared with the CC and CT genotype, this was not statistically significant and lipid profile did not differ significa-
ntly among different genotypes. NO number of patients, CADO coronary artery disease, CCO CC genotype, CTO CT
genotype, TTO TT genotype, TCO total cholesterol, TGO triglyceride, HDL-CO high density lipoprotein-cholesterol
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