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[(FHEY B# HIFIEELE (LIPO) R F X — 250 {7 & G/A £ 2 M % {d 3¢ 75 4F 1l g K 2% g & 1k
B 52 e B A e B AR (HC/LEP) &5 55 0 18 S 3R A8 2 FUKF A fE R . ik 44T 56 Bl R 5 48 &
B R 27 6, etk 29 D7 d M TAFREE R 6 d (i HC/LF BE& . T4 1 d.5 8 d LIKAS 14 d i /RMEL 12 h 25
JHE e P ot 0 T B AR R MR . $R 4 SE N 4] DNA, B A EE4E X S - PR M B 2 S ik A
LIPC —250G/A £, &R @ GG a4 FZ R % EIREOMEE (HDL-C) (P=0.041) K#EED
A-1 (Apo A-1) (P=0.020) & ES FHME GG 4is FZikE . 2R AS %2 X, HC/LF &, &2
# HDL-C (GG glis 32k #H P=0. 021, A SF i B HHEHH P=0.014) K& Apo A-1 (GG alifFFxiX#H P=
0.035, A SN FLEEH H P=0.006) & T BE.ZRAFHI¥E L., 5 HC/LF BEmM . HC/LF &R . &t
ZARHE A G NN E BHE R (TCO) (P=0.042) BT R A S ENEHE  ZRARITFE L LM%
KH Apo A-T (GG 4G FZiH P=0.010, A S FEH W H P=0.009) = FHUEZIAHE . ZF AL ¥ L.
TC (B GG 4l F2Zik#H P=0.013, H¥: A SN HFH P=0.000., M GG 4G FZil#H P=0.025,%
PEA SRR AT P=0. 048) AR % BERE & UM B (LDL-C) (B GG 4ig 2% P=0.028, Bk A%
AL A H P=0.000, 2t GG 4G ¥ Zik& P=0.004, Ltk A SFALEE R #5073 P=0. 001) 1 &P 31 i A (5] A2
ST, ERA R E L. Wi =0 (TAGTE L& B B R (GG 4G T2 P=0.006,A %
PR FH P=0.00D) , 2R AT X, E£H P, HDL-C (P=0.011) & Apo A-1 (P=0.04D{Y7E A 4§
MM EPRE ZRFAHLITERLEGCHEAMZRER LT LG ¥2E L, &8 LIPC —250G/A £
At ASENMEERN S HC/LF RS AR 4 54 HDL-C K Apo A- T /KB 48 A1 G Bk .
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[Abstract] Objective To investigate the role of the — 250G/A polymorphism in the promoter region of
hepatic lipase gene (LIPC) on serum lipid profile and its interactions with a high-carbohydrate/low-fat (HC/LF)
diet on serum lipid profiles in a young healthy Chinese population. Methods After a stabilization diet for seven
days, fifty-six young healthy subjects (27 mdles, 29 females) were given the HC/LF diet for six days. The serum
lipid profiles were analyzed of the twelve-hour fasting venous blood samples collected in the mornings of the first,
the eighth and the fourteenth days. The concentrations of serum apolipoproteins were measured. The LIPC
— 250G/ A polymorphism were analyzed. Results At baseline, the female subjects with the GG genotype had
significantly higher high-density lipoprotein cholesterol (HDL-C) (P=0. 041) and apolipoprotein A-] (Apo A-1)
(P = 0. 020) than the male subjects with the same genotype. After the stabilization diet, the females had
significantly higher HDL-C (GG genotype: P=0. 021, A carriers: P=0.014) and Apo A- [ (GG genotype: P=
0.035, A carriers; P=0.006) than the males in all genotypes. After the HC/LF diet, the female A carriers had
significantly higher total cholesterol (TC) (P=0. 042) than the male A carriers, and the females had significantly
higher Apo A- 1 than the males in all genotypes (GG genotype: P=0.010, A carriers: P=0.009). Compared with
thosebefore the HC / LF diet » TC ( males with GG genotype : P =10. 013, male A carriers: P=0. 000 ; females with
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GG genotype: P=0.025, female A carriers; P=0.048) and low-density lipoprotein cholesterol (LLDL-C) (males
with GG genotype: P =0. 028, male A carriers; P=0. 000; females with GG genotype: P=0. 004, female A

carriers; P=0.001) significantly decreased after the diet in all the subjects. Triglycerides (TAG) (GG genotype:

P=0.006, A carriers;: P=0.001) significantly increased in the females regardless of the genotype. However, only
in the male A carriers, HDL-C (P=0. 011) and Apo A-] (P =0. 041) significantly increased after the diet.
Conclusion The A allele at the LIPC —250G/A polymorphism is associated with the HC/LF diet induced HDL-C

and Apo A- ] concentration changes in the males.
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94 C7A8HE 40 5,58 CiB k 40 5,72 CHEfH 90 s, 7
B35 5 72 CIEMH 10 min, 20 g/L BiijE b Bk 5%
HLUK , SEAMT N AR S e 3G 45 R R R IS R B
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(1 LR A A S HE AR ¢ K 80, Hardy-Weinberg - £
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2.1 & LIPCH] —250G/A i | ¥ 8 5 B2 /Y BR I
4 R Y B i 5 A

& LIPC B9 —250G/A v 5 i) PCR ¥4 F Bt
9 411 bp Bf A G ALK R BEJE Dra | B Y)07
O ABOK S A2 S B A SR BRI B BOA DDA R
REWE PR 1A% R N VTG Dra T /K fi# 724 301 bp I
110 bp & B, GG 4i G T 9 3 W s N
411 bp — 454 .GA 244 F K 411 bp, 301 bp F1 110
bp = 4%, AA 7484l 2y 301 bp 1 110 bp P

AL 56 B ZikH LIPC — 250G/ A i i 5%

26. 8%; GA R H# 33 441, &5 58. 9%; AA FEH A8
B, i 14.3% . FEGMIEHE G AR 0.56 K E
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Table 1 Allele and genotype frequencies of LIPC —250G/A
polymorphism
Male Female Total
(n=27) (n=29) (n=56)
Genotype {requencies
GG Cease (%] 9 (33.3) 6 (20.7) 15 (26.8)
GA Ccase (%)) 15 (55.6) 18 (62. 1 33 (58.9)
AA Cease (%] 3 (11. 1) 5 (17.2) 8 (14.3)
Allele frequencies
G 0.61 0.52 0.56
A 0.39 0.48 0. 44
No deviation was found from the Hardy-Weinberg equilibrium in the

distribution of genotypes (y>=1.923, P=0.165)

2.2 LIPC —250G/A i A EEEEZi & A5
EEEEAELE

BT AA BEHRECR R D, B0H AG 1 AA
PR ARG I A S5 07 56 54 3 AT 483 o i .
2 a0, GG 4i & F 32 il#& HDL-C (P=
0.041) 1 Apo A-1 (P=0.020) 5 B ¥ GG 44
TRZRE T,
2.3 LIPC —250G/A i s AR E FE & Zik & HC/
LF ERAEmAELE

£2 LIPC —250G/A M RARAERRELXZFREMBEREBEARIRNELE (x5, mg/dL)
Table 2 Serum lipids and apolipoproteins of the subjects with different LIPC —250G/A polymorphism at baseline (x=*+s, mg/dL)

Variables Female
GG (n=9) A carriers (n=18) GG (n=6) A carriers (n=23)
TAG 85.2450.0 91.1459.8 67.5+£27.3 64.6+24.0
TC 141.0422. 0 151. 0£20. 0 168.0£31.0 153.0£27.0
HDL-C 49.94+16.8 59.1+11.6 68.9+14.2* 65.04+12.9
LDL-C 80.4423.3 82.1420.0 82.4419.3 79.1£22.4
Apo A-T 181.0+£33.0 200.0418.0 219.0410.0" 212.0416.0
Apo B-100 64.2423.5 66.8422.9 73.1£20.1 68.3+18.2
No significant difference was detected between subjects with different genotypes. * P<C0.05, vs. male with the same genotype

M2 3 nf W, Tit & HC/LF & &Rk & HC/
LF &5 A [F) 3 PR 78 A2 3038 22 1] 14 i g B 2008 25
FZRY Lg% =E X, HC/LF &, «
HDL-C (GG 45 32 # : P=0. 021; A S5 K
R HE . P=0.014) 1l Apo A-1 (GG #i& 1%
KA P=0.035; A SE (i LRI # . P=0.006) &
THM. 2R A5%T%8 X, HC/LF g5 .
A BRI H TC (P=0.042) & T H M A %%
ML . 2 A G F RS W GG 4G T
FZiRH (P=0.010) Fl A 2 SR #4 % (P=

0.009Apo A-1 ¥ FH M GG 4i & 732l & Al
A G RN R AS Y E L. 5 HC/LF
JERRTAHLL . HC/LE )5 TC (B GG 2i4 71
Zik#FH P=0.013, Bk A FEREWH P=
0.000, £tk GG 4y 7zl #H P=0.025, &£t A
S HE RN H P=0.048) F1 LDL-C (BB GG 4l
GF%ZiHE P=0.028, Bk A A SR EW &
P=0.000, & GG gi & ¥ 32 iX#H P=0.004, £
PEA SRR A F P=0. 001) 78 fit A 1E ) Al 5
AR B AR, ZR A SR L. a2 H
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Table 3 Serum lipids and apolipoproteins of the subjects with different LIPC —250G/A polymorphism before and after the HC/LF diet (x*s,

mg/dL)
Varizhles Male ' Female .
GG (n=9) A carriers (n=18) GG (n=6) A carriers (n=23)
TAG
8 d 90.4450.4 77.0429.8 62.5+£21.6 66.4+E14.7
14 d 103. 0£45.0 79.7434.1 76.2+£27.2" 80.0422.7"
TC
8d 129.0+25.0 133.0+20.0 144.0+26.0 138.0+21.0
14 d 114.0£22.0* 121.0+14.0* * 136.0+26.0" 132.0£18. 0" 4
HDL-C
8 d 45,74+12.3 50.249.3 64. 014,448 57. 648,94
14 d 49.7+10.8 55.6+10.7 60.5+9.3 59.74+9.8
LDL-C
8d 62.5+22.7 69.6+19.6 71.24+15.4 70.2+21.6
14 d 50.5+16.4 55.2+15.3" 61.04+17.5 59.0416.1**
Apo A-1
8 d 163.0438.0 169. 0£20. 0 202.0415. 04 189. 0£23. 04
14 d 161.0+32.0 174.0+£21. 0" 204.0413. 04 194. 0£23. 04
Apo B-100
8 d 55.0420.4 59.5420. 2 63.0+£18.9 58.1+£16.0
14 d 55.4423.7 57.9420.4 60.6+16.6 58.8+£17.0
* P<C0.05, % * P<C0.001, vs. 8 d; /A P<C0.05, vs. male with the same genotype. no significant difference was detected between

subjects with different genotypes

HC/LF &5 TAG # GG 4i &4 FZ k% (P=
0. 006) Fl A &5 & [ #5+f7 &% (P=0. 001) ¥ 7+
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(P=0.011) 1 Apo A-]1 (P=0.041) B {EFVE A 254
REEEE R EFA G EE X,
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