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[ Abstract ] Objective To explore the relationship between apolipoprotein B (ApoB) gene Msp [ /Xba | /EcoR |
polymorphisms and the levels of serum lipid in male Han population in Chongqing. Methods The ApoB gene Msp [ /Xba | /
EcoR | polymorphisms were detected by gene chip technology in 157 dyslipidemia cases and 180 healthy controls; and their
relationship with serum lipids was analyzed in the dyslipidemia group and the controls. Results In both dyslipidemia group and
control group, the total cholesterol (TC) levels with M" M~ genotype at Msp [ locus were significantly higher than those with
M" M" genotype (dyslipidemia group: [ 6. 54=40. 58] vs [5. 58+0. 83] mmol/L, P<C0. 01; control group: [5.43+0.17] vs
[4.3940. 627 mmol/L, P<C0.01); the high density lipoprotein cholesterol (HDL-C) levels with X X~ genotype at Xba |

locus were significantly lower than those with X~ X~ genotype, whereas the low density lipoprotein cholesterol (LDL-C) levels
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were significantly higher than those with X~ X~ genotype (dyslipidemia group HDL-C: [1. 08%0. 27] vs [ 1. 224-0. 44 ] mmol/
L. P=0.03; LDL-C: [3.88+0.63] vs [3.46=+0. 83] mmol/L, P=0. 01; control group HDL-C; [1.3140.43] vs [ 1. 48+
0.37] mmol/L, P=0. 04; LDL-C: [3. 1940. 547 vs [2. 94--0. 597 mmol/L, P=0. 02); the HDL-C levels with E* E~
genotype at EcoR | locus were significantly lower than those with E" E' genotype (dyslipidemia group: [1. 01+0. 18] vs
[1.21£0. 43] mmol/L, P=0. 01; control group: [1.27=+0.20] vs [1. 472£0. 40] mmol/L, P=0. 03). The HDL-C levels in
dyslipidemia group with X™ X~ genotype were significantly lower than the control group with X™ X~ genotype, but the LDL-C
levels were significantly higher than the control group with X' X~ genotype (HDL-C; [1. 0840. 27] vs [ 1. 31+£0. 43] mmol/
L, P=0.01; LDL-C; [3.88=+0.63] vs [3.19£0. 54] mmol/L, P<C0.01); the HDL-C levels in the dyslipidemia group with
E"E~ genotype were significantly lower than those in the control group ([1.01=40. 18] vs [1. 27=0. 20] mmol/L, P<C0. 01).
The multiple linear regression analysis showed that ApoB gene Msp | polymorphism was positively correlated with TC; Xba |
polymorphism was negatively correlated with HDL-C and positively correlated with LDL-C. Conclusion The ApoB gene Msp [

and Xba | polymorphisms may be associated with the levels of serum lipids. There is a tendency that the M™ M~ genotype can

increase TC levels and the X" X~ genotype can reduce HDL-C levels and increase LDL-C levels.

[Key words ] apolipoproteins B; polymorphism; lipids; men
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Tab 1 Characteristics of the subjects in dyslipidemia group and healthy control group

TEs

Ttem Dyslipidemia group (N=157) Healthy control (N=180) t P

Age (year) 48.10+3.77 49.11+4. 21 —2.30 0. 02
Height 2/cm 168. 9245, 61 169. 30+5. 25 —0. 64 0. 52
Weight m/kg 74.09+9. 56 71.30+£9.75 2.65 <20. 01
Waistline //cm 88.35+8.13 85.96+8. 14 2.70 <0.01
Hips //cm 93.55+5. 54 92.52+5.69 1. 68 0. 09
BMI (kg * m™2) 25.98+3.19 24.86+3.08 3.27 <20. 01
WHR 0. 94=+0. 05 0.9340. 04 3.05 <0. 01
TC ¢p/(mmol « L™1) 5.74+0. 87 4.5940.70 13. 33 0. 01
TG cp/(mmol « L™1) 2.8741.70 1.28%+0.43 12. 15 <0. 01
HDL-C ¢p/(mmol « L™1) 1.2040. 42 1. 4540. 39 —5. 65 0. 01
LDL-C ¢g/(mmol « L™1) 3.53+0. 81 2.99+0. 59 7.13 <<0.01
Glu cp/(mmol » L™1) 5.43+1.33 5.23+0. 97 1.56 0.12

BMI: Body mass index; WHR.: Waist-hip ratio; TC: Total cholesterol; TG: Triacylglycerol; HDIL-C: High density lipoprotein

cholesterol; LDL-C: Low density lipoprotein cholesterol; Glu: Glucose
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Tab 2 Genotypes of ApoB gene in dyslipidemia group and healthy control group

Dyslipidemia group

Healthy control

Site Genotype ¥ P OR(95%CD
N=157, n(%) N=180, n(%)
Msp | Mt M* 131(83. 44) 145(80. 56) 0. 47 0. 49 1. 22(0. 70,2. 13)
Mt M~ 26(16. 56) 35(19. 44)
M-M 0 0
Xba | XX+t 0 0 0. 14 0.71 0. 90€0. 52,1. 57)
XX~ 28(17. 83) 35(19. 44)
X X 129(82.17) 145(80. 56)
EcoR | EtE" 145(92. 36) 160(88. 89) 1.17 0. 28 1. 51¢0. 71,3. 20)
ETE" 12(7. 64) 20(11. 11)
E E 0 0
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Tab 3 Comparison of serum lipids in each ApoB genotype in dyslipidemia group and healthy control group

cp/(mmol « L™1), 745

Group Site Genotype TC TG HDL-C LDL-C
Dyslipidemia (N=157) Msp 1 Mt M* 5.5840. 83 2.98=+1. 63 1.1840. 35 3.48=+0. 82
MM~ 6.544-0. 58 * 2.33%1.95 1.2940. 66 3.78+0.75
Xba | X*tX~ 5.7241. 06 3.3041. 56 1.0840. 274 3.8840.63*4
XX 5. 7440. 83 2.78+1.72 1.22+0. 44 3.46=+0. 83
EcoR ETE" 5.7340. 87 2.83%1. 67 1.2140.43 3.53+0.81
ETE" 5.7840. 93 3.4142.04 1.0140. 18* A4 3.56£0.79
Healthy control (N=180) Msp | Mt M 4.39740. 62 1.2740. 42 1.43%0. 36 2.95+0. 58
MM~ 5.4340.17* * 1.3240. 49 1. 5040. 50 3.13+0. 59
Xba | XX~ 4.514£0. 82 1.2140. 42 1.3140. 43~ 3.19740. 54
XX~ 4.6140. 67 1. 292£0. 44 1. 484-0. 37 2.9470. 59
EcoR | ETE" 4.5940.71 1. 270. 44 1.4740. 40 2.9740. 60
ETE™ 4.6640. 55 1.3640. 43 1.2740. 20~ 3.13+0. 40

TC. Total cholesterol; TG: Triacylglycerol; HDL-C: High density lipoprotein cholesterol; LDL-C: Low density lipoprotein cholesterol.

* P<<0.05, *

site in healthy control group
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Tab 4 Multiple linear regression analysis of serum lipid-related factors
Item B SE Standardized F t P
TC 16. 80 0. 01
Age —0.01 0. 01 —0. 04 —0.72 0. 47
BMI —0. 00 0. 02 —0.01 —0.18 0. 86
WHR 3. 36 1. 28 0. 16 2.62 <0.01
Msp | 0. 95 0.13 0. 38 7.41 <0.01
HDL-C 2.51 0.03
Age 0. 00 0. 01 0.03 0. 50 0.62
BMI —0.01 0. 01 —0. 06 —0. 88 0. 38
WHR —0.12 0. 60 —0.01 —0.19 0. 85
Xba | —0. 14 0. 06 —0.13 2. 46 <0.01
EcoR | —0.15 0.08 —0.10 —1.90 0. 06
LDL-C 2. 96 0.02
Age 0. 00 0.01 0.01 0.16 0. 88
BMI 0. 01 0.02 0. 05 0.76 0. 45
WHR 0. 74 1. 07 0. 05 0. 69 0. 49
Xba | 0. 32 0. 10 0. 17 —3.09 <0.01

TC. Total cholesterol; BMI: Body mass index; WHR. Waist-hip ratio; HDL-C: High density lipoprotein cholesterol; LDL-C: Low

density lipoprotein cholesterol
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