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Association of endothelial lipase-384A/C gene polymorphism with acute
coronary syndrome and blood lipids in Chinese elderly
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[ Abstract ] Objective To explore the potential relationship of EL-384 A/C gene polymorphism with acute coronary
syndrome(ACS) and blood lipids in the eldelry. Methods The EL gene promoter-384A/C genotype in 241 aged ACS patients and
181 controls was detected by polymerase chain reaction-restriction fragment length polymorphism analysis. Results There was EL
gene-384A/C polymorphism in elderly Chinese Han population in Changzhou region. The C allele frequency was 13.74%. There was
no significant difference in the genotypes and allele frequencies of EL-384A/C between the controls and elderly ACS patients. After
adjusting for the risk factors of coronary heart disease, including gender, age, diabetes mellitus, hypertension, smoking and
hyperlipidemia, no association between EL-384 A/C gene polymorphism and ACS was observed in the elderly. Additionally, the
levels of blood lipids were not significantly different between AA genotype and AC+CC genotype. Conclusion There is no
significant association between EL gene-384A/C polymorphism and ACS and blood lipids in the elderly. This EL gene-384A/C
polymorphism might not be involved in the pathogenesis of ACS in elderly Chinese Han population in Changzhou region.
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Table 1 The clinical characteristics controls and ACS group

bR X HB4 (n = 181) ACS 41 (n = 241)
B 14z (n/n) 88/93 156/85"
R (S 67.12 +6.12 69.70 + 6.77"
54 1L (%) 60.8 71.8
W IR 5 (%) 12.7 26.17
% 4 (%) 18.02 27.4"
TC(mmol/L) 4.64+1.11 4.49 +0.94
TG(mmol/L) 1.58 +0.92 1.80 +1.27"
HDL-C(mmol/L) 1.21+0.38 1.14 +0.29"
LDL-C(mmol/L) 2.67 £0.83 2.68 £0.70
TC/ HDL-C 4.07 £1.29 4.48 +0.96"
TG/ HDL-C 2.38 £0.96 2.45+£0.81
LDL-C/ HDL-C 1.48 +1.13 1.82 +2.08"

T ACS: APEEbkLEA L, TC: BIREE, TG: Him =8,
HDL-C: %% A2 (IR RS, LDL-C: R85 80 B8 2R 11 R
5%t IR 4%, "P < 0.05
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ACS 2 AA. AC. CC JENEIFT A, C SFEf 3L 4 #2 HREARACSHEL-38AAICERAR REMBRFEH %
?ﬁﬁ%ﬁj\%ﬂﬂ\j 178( 73.86% ) 61(25.31%) 2(0.83%) Table 2 The genotype and allele frequencies of EL-384 A/C between

N PN controls and ACS group [n(%)]
1 86.51% . 13.49%., P4 1] i [R] 7Y Ko S5 47 Jk (R A % T A ACTCC A C

N =) < 3L, ey
A ER GRS (R 2), STHR4]L 181 133(73.48) 45+3(26.52) 311(85.91) 51(14.09)
ACS 4l 241 178(73.86) 61+2(26.14) 417(86.51) 65(13.49)
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Table 3 Comparison of lipids and the ratios between different genotypes (xzxs)

R n  TC(mmol/L) TG(mmol/L) HDL-C(mmol/L) LDL-C(mmol/L) TC/HDL-C TG/HDL-C LDL-C/HDL-C
AA 311  4.51+1.01 1.72+1.14 1.16+0.32 2.65+0.76 4.26+1.12 1.73+1.94 2.42+0.89
AC+CC 111 4.67+1.03 1.69+1.14 1.20+0.36 2.75+0.74 4.42+1.17 1.50+1.01 2.43+0.83

T TC: SEMRE; TG: H il =M; HDL-C: =% AR 2 H HHFI M, LDL-C: IR 8 i 3 1 AL e

%4 £ ACS EKEZR logistic B35S
Table 4 The logistic regression analysis of risk factors in aged ACS

el 2% Bi Sx 7 P OR 95% CI
51 —0.850 0.208 15.670 0.000 0.427 0.280~0.651
A1 0.071 0.216 17.903 0.000 1.074 1.039~1.110
Wi IR IR 0.870 0.276 9.605 0.002 2.387 1.377~4.139
Hih =R 0.250 0.213 5.641 0.018 1.284 1.045~1.579
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