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The Study of Ministellite Region Polymorphisms at 3’ End of Apolipoprotein B Gene in

Atherosclerotic Cerebral Infarction
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ABSTRACT Aim  Atherosclerotic cerebral infarction ( ACI) as agradually progressive atherosclerotic disorder has been
thought be a hetero- ground and multifactor of environment, There are in different epidemiologic state. The relationship of ministel-
lite region (MSR) polymorphisms at 3’-end of apolipoprotein B gene in Chinese ACI and healthy controls was observed.
Methods The 3’ hypervariableministellite region polymorphism of apolipoprotein B gene was examined by polymerase chain re-
action technique in 84 patients with ACI and 107 age-matched Chinese healthy controls.  The targeted ministellite region were
amplified rapidly and accurately, and then identified oligonucleotide primer 5’-ATG GAA ACG GAG AAA TTTG-3’,5’-CCT TCT
CAC TTG GCA AAT ACG-3’ was used to the amplification of DNA genome which in peripheral leucocyte, number repeat unit
(MSR) alleles detached by polyacrylamide gel electrophoresis ( PAGE) . Results The frequency distribution of
apolipoprotion B 3’ ministellite region alleles was in monomold peaks at 37, 39 repeat uints in both group(from MSR29 to
MSRS53), and the big number repeat unit (MSR39 is 18.5% , and < MSR39 is 12. 5% ) was higher in ACI than in healthy con-
trols ( difference for 18.2% and 7.9%). The alleles frenquency of MSR45 and adove all is 11. 9% in patients with ACI, but
3.7% in controls (X*= 5.62, P< 0.02).  (@I'he homozygote genotype of the big number repeat units alleles was related to the
high level of apolipoprotein and LDL.  The blood lipid parametes in differant zygote genotype of the small number repeat unit
(MSRS, <MSR37) and big number repeat unit (MSRB, 2MSR39 ) was cmparised ( table 2) , the homozygote big copied alleles
(MSRB/MSRB) related to the increase of apo B and LDLC, There were same tandency in ACI and controls. Conclusions
Our investigate resluts suggested the possibility that apolipoprotein B 3’ gene ministellite region alleles polymorphism increase the

susceptibility to atherosclerosis by means other than by altering lipoprotein levels deserves further consideration.
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Table 1.  The frequency distribution of apo B 3’ - ministellite region alleles in ACI patients and controls

ACI group Control group
Genotype Alleles sum
Alleles Freguercy( %) Cumulated ratio( % ) Alleles Freguercy( %) Cumulated ratio( % )
MSR 29 3 2 1.2 1.2 1 0.5 0.5
MSR 31 10 5 2.9 4.1 5 0.5 2.8
MSR 33 21 20 4.8 8.9 13 6.1 8.9
MSR 35 50 20 11.9 20.8 30 14 22.9
MSR 37 190 81 48.2 69.0 109 50.9 73.8
MSR 39 70 31 19.0 87.5 39 17.3 92.1
MSR 41 9 0 0 87.5 9 4.2 96.3
MSR 43 1 1 0.5 88.0 0 0 96. 3
MSR 45 7 5 2.9 91.0 2 0.9 97.2
MSR 47 10 9 5.3 96. 4 1 0.5 97.7
MSR 49 8 4 2.3 98.8 4 1.9 99.5
MSR 51 1 0 0 98.8 1 0.5 100
MSR 53 2 2 1.1 100 0 0 100

£2. HESABEEIMSR FAEERBENMIES %

Table 2.  The blood lipid parametes in different genotypes at

3’ MSR end of apolipoprotein B gene (; *5)

Index ACI group Control group
BMI (kg/m?) 25.4%2.5 24.6%3. 1
TC (mmol/ L) 4.73%0.97 4.34%0.74
TG (mmol/L) 1. 49 *0. 67 1.34 £0. 80
HDLC (mmol/ L) 1.40 £0. 36 1.6510.52
LDLC (mmol/L 2.98 £0. 69 2.48 £0. 55
ApoB (g/L) 0.92%0. 11 0.74 *0. 14
TC
MSRS/ RSRS 4.70£0.98( n= 40)  4.20=%0.63( n= 57)
MSRS/MSRB 4.3610.72(n= 44)  4.697%0.75( n= 36)
MSRB/MSRB 5.02£1.25( n= 6) 5.07%1.02( n= 8)
TG
MSRS/MSRS 1.39%0.75 1. 31 £0. 79
MSRS/MSRB 1.47%0.78 1.36 £0. 82
MSRB/MSRB 2.04 £0.94 1.97£1.03
HDLC
MSRS/MSRS 1. 46 £0. 52 1. 66 0. 32
MSRS/MSRB 1.39 £0. 69 1. 63 *0. 47
MSRB/MSRB 1.17%0.71 1.29 0. 64
LDLC
MSRS/MSRS 2.77 0. 61 2.34%0.43
MSRS/MSRB 2.92%0. 66 2.45%0. 63
. . .26 10. 83
MSRB/MSRB 4 ZFéz 39 182 4.18 0. 84
Apo B
MSRS/MSRS 0.89 0. 10 0.72%0. 14
MSRS/MSRB 0.94 %0. 12 0.74%0. 17
+ +
MSRB/MSRB L (l?: 39 ) 412 0. 93: 3 ) 5211

Ftest, compare of the blood lipid parameters in different genotypes at 3’

MSR end of apo B gene, P< 0.05
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