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M 87 1) fu g 51 % ABEW ApoE F= SLCO1B1 2 B A, o547 A B 90 5 o A 45 40 5 b3 & AL B A 1A) &R e IS 45 A7 09 £ 51 Zéi
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Analysis of Dyslipidemia Correlation and Polymorphisms

of ApoE and SLCO1B1 Gene in Dyslipidemia People
SUN Qian,ZHOU Hui,.GUO Li-na (Departiment of Clinical Laboratory,
Xiangya Hospital of Central South University, Changsha 410008, China)

Abstract: Objective To investigate the {requency distribution of ApoE and SLCO1B1 genotypes in abnormal blood lipid lev-
els in Xiangya Hospital, explore the correlation of ApoE and SLCO1B1 genotypes with various indicators of dyslipidemia,and
provide evidence for prevention and treatment of atherosclerotic diseases. Methods Blood lipid data including TG, TC,LDL-
C and HDL-C in 87 cases of dyslipidemia people in Xiangya Hospital from June in 2016 to April in 2017 were collected. The
ApoE and SLCO1BI genotypes were detected by PCR fluoroscopy in 87 cases of dyslipidemia. The distribution of gene fre-
quency was analyzed and the differences of blood lipid indexes among the genotypes were compared. Results The frequen-
cies of each ApoE genotype in 87 cases of dyslipidemia were E2/E2 1.15%, E2/E3 13.79% ., E2/E4 1.15%, E3/E3
56.32% ,E3/E4 26.44% and E4/E4 1.15% ,respectively. The highest proportion of allele frequency was E3 with the per-
cent of 76.44% ,E2 and E4 occupied 8. 62% and 14. 94 % , respectively. The concentration of LDL-C in E4 phenotype group
was higher than that in E2 group and E3 group.and there was no significant difference in the levels of TG, TC,LDL-C and
HDL-C. The frequencies of each SLCO1B1 genotype were * la/* la 6.90% ., * la/ * 1b 36.70%, * la/ * 15 13.79%, *
1b/ * 1b 26.44% and * 1b/ * 15 16. 09%. The highest frequency of each haplotype was * 1b with the percent of 52. 87% ,
% la and * 15 occupied 32.18% and 14. 94 % . respectively,and no * 5 type was detected. There were no significant differ-
ences in TG, TC,LDL-C and HDL-C concentrations between SLCO1B1 groups. Conclusion ApoE gene frequency distribu-
tion was uneven. Its polymorphism be related with the lipid levels. The frequency distribution of SLCO1B1 gene had racial
differences,and its polymorphism was not related with lipid level. According to the the genotypes of ApoE and SLCO1BI,
clinician can choose the right dose of drug to prevent coronary atherosclerotic disease.
Keywords: ApoE gene; SLCO1BI1 gene;dyslipidemia; polymorphisms
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BT /R 2% 5 R 45 £ Fh g 9w AR AF 1E 5 U0k R0
SLCO1BI1 H W BA 5t 44 2 25 4% , 7] LB i Ul
(R 3 e = Fh 56 SR AU, el 7T 22 AR b R 45
EEAMER 2848 SLCO1BL 3 [F 70 A] 14 i % 2 JL
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BT A REAE I b e 4% 35 DR AR (i) 4% 390 0f I 46 A Y 22
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& s HDL-C 58 B IR AR L — 3% 87 i, K &
P 32 ], B P 55 i, AF I 20 ~88 &, T A R
51.7413.39 %, At SH R HE L TG=
1. 56 mmol/L 8 TC==5. 6 mmol/L #% LDL=>3. 19
mmol/L 8f HDL<C0. 88 mmol/L H H (T &= — i
I HERR ORI L IR B PR e U s A R JrE
S50 LA B TF A i B Rig 245 W0 36 97 5% el it g 7K S
PR 2 15 41
1.2 A4l %E DNA 2BURF & (KA LR
HABRAFD,SLCO1BL fil ApoE & P& I 7 &
(R A ZEIFRHE M A R A A, %06 E &
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1.3 Fik
L3, 1 BRI 5E « 2R B ¥ 18 = 2 I 7 ok i, 3

ml TAEEEH .1 500 r/min B> 5 min, L _F3E T2E
b A 343 Hri AU5800 ¥ Il # 4< TG, TC, LDL-C
1 HDL-C #e

1.3.2 ApoE il SLCO1B1 K PCR #"#4 . R Bt
B GRS EEKIN 1 ml T EDTA $EE4 %
19 R 4H 3R BB ) & ( TTANamp Blood DNA
Kit, DP318) 2 B fi i £ 4~ DNA ;% Ik 2 =
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Hardy-Weinberg 1 & ft ¥ : E2 = ApoE2/E2 +
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I s ApoE #5553 A2 4 A DL E3 i i s
76.44%,E2 5 E4 43908 8. 62 % F1 14. 94 %,
1 87HIMAERE AEE ApoE BRENERKRE ST

A
ApoE FHFA n %
n %

E2 4 E2/E2 1 1.15 13 14. 94
E2/E3 12 13.79

E3# E2/E4 1 1.15 50 57.47
E3/E3 49 56. 32

E4 44 E3/E4 23 26. 44 24 27.59
E4/E4 1 1.15

2.2 ApoE 3 B & A 48 8] &R A g 35 AR K T b AR
W3 2, E4 £ LDL-C Ml TC ¥ E¥ KT
E2.E3 4., 3 4™ TG, TC,LDL-C, HDL-C #
JEKF 2R TG 2E B L (P>0.05),
%2 ApoE %[ 3 8% 4 & g 7k T b 8% (mmol/L)

oA E2 41 E3 4] E4 41 F P

TG 2.56+1.05 2.40£1.04 2.89+1.11 1.23  0.30
TC 6.0940.29 6.29£0.82 6.494+0.84 0.52  0.60
LDL-C  3.77£0.39 3.97+0.75 4.00£0.72 0.41  0.67
HDL-C  0.84+0.04 0.734£0.20 0.76+£0.15 0.23  0.76

2.

3 SLCOIBl &%z A B & A A S 12 L B F
sr A SLCOIB1 — 4 FEH A b e, —HIKRZ .,
AR A LR A SR B R A DA+ 1b
Fefc i, 52.87% . * la 5 » 15 435k 32.18%
HI 14, 94 % RAGIN B % 5 M ELAK 4% 25 4 3 [F 36

TR 3,
3 7THIMBERE ABE SLCOIBl EEMMERRXE
& it
SLCOIBI K 21 n %
n %
—4 % la/ * la 6 6. 90 61 70. 11

*1a/ * 1b 32 36. 78
* 1b/ * 1b 23 26. 44
i * la/ % 15 12 13.79 26 29. 89
* 1b/ * 15 14 16. 09
*la/ %5 0 0.00

2.4 SLCOIBI1 A B & % 28 8] & 30 A A5 5 4% 7K -F
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s WER 4, SLCO1B1 M FER—H TC, TG,
LDL-C ¥ ¥ F =41, HDL-C W JE L T 4.
W2l %% TG, TC. LDL-C, HDL-C #& i /K % 2 5
BTG it L (P>0.05),

% 4 SLCOIBI EH%* 8 & 4 8 M Bg 7k T bt & (mmol/1)

uoH —4 | F P
TG 2.62+1.09 2.45+1.02 0.32  0.57
TC 6. 40+0. 84 6.17+0. 60 0.83  0.37
LDL-C 4.00£0. 74 3.860. 60 0.46  0.50
HDL-C 0. 7240.70 0.8240.57 L25  0.29
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E4,E4/E3 =Hfp2s &+, H Ll E3/E3 M % & &
E2/E3 f1 E4/E3 IxZ ,E2/E2,E4/E4,E2/E4 5 It
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s KU AIG - E4 A 4] & 9 KURS: 5 . T AR SO B4 3%
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E2 Hl E4 40, X #B42 77 ApoE H: [ £ &1 5 1M JIg /K
SR BEAFAE A M 5 1 A BF 98 K ApoE R £ &
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