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Fig.1 2% agarose gel electrophoretogram of the PCR and ACIL restriction endonuclease
digestion products
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£ 1 ABCAI EEBZHFE 477C/ TSNP 5lEEKEFENXE
Tab.1 Relation between the clinical indexes and 477C/T
single nucleotide polymorphism (SNP) in the promoter region
of ATP-binding cassette transporter 1 gene

Index St
s - CT TT

TC (mmol/L) 4.59+0.79 4.6620.86 4.5420.77
TG (mmol/L) 1.39:0.47 1.45:0.68 1.41£0.71
HDL-C (mmol/L) 1.32:0.34 1.28+0.24 1.1320.23*
LDL (mmol/L) 2.39+0.58 2.48:0.64 2.33:049
VLDL(mmol/L) 1.02£0.28 1.01£0.26 0.99+0.21
BMI (kg/m’) 23.94:2.01 23.46+2.67 23.8622.77

*P<0.05 vs CC. TC: Total cholesterol; TG: Tnglycende; HDL-C:
High-density lipoprotein cholesterol; LDL: Low-density lipoprotein;
VLDL: Very low-density lipoprotein; BMI: Body mass index

2.3 ABCAIFEIN BN FIX-477C/T SNPH4EW )L &
2EL(32) foRn: ABCALIEE BB FIX-477C/T SNPAEHANERS 20 140 A 22 S 0 B & k2 X (P>0. 05) &

£2ABCA EABRHFE 477C TSNP EXRFE#R
APHorHAE
Tab.2 Distribution frequency of the -477C/T SNP in the
promoter region of ATP-binding cassette transporter 1

gene in different age groups
Genotype
Group —_
CC CT T
Age =60 years 13 (36.1%) 17(47.2%) 6(16.7%)
Age<60 years 29 (37.6%) 36(46.8%) 12(15.6%)

2.4 ABCA1FEIN I X -477C/T SNP L5 &
ZEHL(3) Wor: ABCAIREK R BN T IX-477C/T SNPTEAS[RIME S 4L 0 A 22 Fe e B 2 P L (P>0. 05) .
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Tab.3 Distribution frequency of the -477C/T SNP
in the promoter region of ATP-binding cassette

transporter 1 gene in relation to sex

Genotype
Group
CC CT TT
Male 25 (35.7%) 32 (45.7%) 13 (18.6%)
Female 17 (39.5%) 21 (48.9%) 5(11.6%)
3 Wit

R Z FFTUESZ: TC. HDL-CL el Loy A2, HDL—CA2 T jek o5 (1K) T SEFR AR,  TC/HDL TN & 45 b o
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