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Correlation Between ApoE ,SLCOIBI Gene Polymorphism and Blood Lipid Levels and Adverse

Drug Reactions of Statins in Patients with Type 2 Diabetes Mellitus with Dyslipidemia
NING Xin,ZHANG Lianbo ,SONG Chengwei,CUI Qi
(Jilin Province FAW General Hospital ,Changchun , Jilin 130011 ,China)
Abstract: Objective To investigate the correlation between apolipoprotein E (ApoE) and solute carrier organic anion transporter
family member 1B1 (SLCOIBI) genetic polymorphism and blood lipid levels and adverse drug reactions (ADR) of statins in
patients with type 2 diabetes mellitus (T2DM) with dyslipidemia. Methods A total of 316 patients with T2DM and dyslipidemia
admitted to our hospital from January 2021 to September 2024 were selected. All patients had regularly taken moderate — intensity
statins (Atorvastatin 10 — 20 mg or Rosuvastatin 10 mg) for more than one month. Their ApoE and SLCOIBI gene phenotypes,
blood lipid levels,and creatine kinase (CK) indicators were detected. The occurrences of ADRs were collected, and the correlation
between their genotypes and blood lipid levels, CK levels,and ADRs of statins were analyzed. Results The ApoE gene phenotype
of the patients was mainly the common genotype (type E3,68.35%),and the allele mutation rate was 7.75%. The SLCOIBI gene
phenotype was mainly the normal myopathy risk type (class 1,76.90%) ,and the allele mutation rate was 12.18%. In the ApoE
gene phenotypes, levels of low — density lipoprotein cholesterol (LDL — C) and lipoprotein a [Lp(a) ] in patients with E4
genotypes were significantly higher than those with E2 genotypes (P < 0.05). However, there were no statistically significant
differences in LDL - C,total cholesterol (TC),Lp(a),high — density lipoprotein cholesterol,and triglyceride levels among patients
with different SLCOIBI gene phenotypes (P > 0.05). Ten patients developed statin — associated myopathy, with an incidence rate
of ADRs of 3.16%,and none of the ADRs were severe,such as rhabdomyolysis, among them,CK levels of five patients increased.
There were no statistically significant differences in CK levels between patients with different genotypes of ApoE and SLCOI1BI
(P > 0.05). Conclusion The distribution of ApoE and SLCOIBI genotypes in patients with T2DM and dyslipidemia in Changchun
was basically consistent with the overall distribution in China. The ApoE and SLCOI1BI gene polymorphism were closely related to
the efficacy and ADRs of statins. By guiding the use of statins for corresponding patients based on genetic polymorphism, the

efficacy of blood lipid regulation can be improved,and the occurrence of ADRs can be reduced, and individualized and precision
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medication guidance can be achieved.
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®1 BEApoEERBMEMERESHER (n =316)
Tab.1 Distribution of ApoE genotype and allele in patients

F4 ApoEFNSLCOIBI EEEFRE 5 MASEFRMIE X4
(X +s,mmol /L)

(n = 316) Tab.4 Correlation between ApoE and SLCOIB1 gene phenotypes
A RA ETY 3| and blood lipids indicators (X * s,mmol / L)
AR &
- EBE Ok WE%) KA A FWEW%) ERAY WL-C  HDL-C  TC 1 Lp(a)

388T > C TT 253 80. 06 T 281 88.92
TC 56 17.72 C 35 11. 08
CC 7 2.22

526C>T cC 272 86. 08 C 291.5 92.25

CT 39 12. 34 T 24.5 7.75
TT 5 1.58

Apok B28(n=42) 2.92:0.86 1.18£0.28 4.45:1.74 2.47£1.3)0 232.69+143.74
E3#(n=216) 3.20£0.81 1.22+1.38 4.4+1.95 294242 287.13+260.07
EAB(n=58) 3.50£0.83 L11£0.25 464£2.08 2882249 368.45+280.54

SICOIBI T#(n=243) 3.25:0.84 1201130 448191 2.89£2.49 282.81+261.28
[#(n=67) 3066079 115028 4.42£2.04 2.79+1.63 269.15+274.01
M£(n=6) 361108 1.22£60.20 4924229 2.83¢1.63 387.17+352.24

®2 BESLCOIBIERABMEMERS1EMR (n = 316)
Tab. 2 Distribution of SLCOIB1 genotype and allele in patients

(n = 316)
LEEE HARA FA R A
AB Sk ME(%) AR Kk WER)
388A > G AA 28 8. 86 A 82.5 26. 11
AG 109 34. 49 G 233.5 73. 89
GG 179  56.65
521T>C TT 245 77.53 T 277.5 87.82
TC 65 20. 57 C 38.5  12.18

cC 6 1.90

=3 ApoEFASLCOIBI EEFRE 575 (n =316)
Tab.3 Gene phenotypes distribution of ApoE and SLCOIBI genes

(n = 316)
ERAE  HlE MARK(D) EAAR  HE HER(%)
ApE B2 @ 13.29 | SLCOIBI 1% 243 76.90
E3# 216 68. 35 % 67 21.20
E47 58 18.35 Il % 6 1.90

2.2 ERERH

ApoE FER LA E3 B (R AR AL A Y ) 2 32, SLCO1B1
FEI DL T 25 CIE 5 WL AR 280 oy F2  3E L3R 3.
2.3 EERBESmBEERNEXNE
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BT E2 8 (P < 0.05) . SLCOIBI JE [F A [] £ 7
%%?aﬁthiﬁa R TG I FE L (P >0.05) . 0f
k4,
2.4 ApoE.SLCOIBI EEXE S5 CK WHEXMHER
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HE SAM &N 3. 16% , 4 1F K8 Sr UL fige 25 7™
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FBHE WA 2,2, 10 CK K1 IE# T, e i
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W35,
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E:HE2RLE,P < 0.05,
Note: Compared with E2 genotype, P < 0. 05.
=5 ApoE.SLCOIBIAREEREREEE CKKERADRE %
1R LR
Tab.5 Comparison of CK levels and the incidence of ADRs
among patients with different ApoE and SLCOIB1 gene phenotypes

AR AR ADR[#1(%) ] CK(X+5,U/L)
ApoE E2# (n=42) 2(4.76) 78.67 +38.57
E3 % (n=216) 6(2.78) 128. 47 +348. 07
E4# (n=58) 2(3.45) 93.33 +100. 72
SLCOIBI 1 #(n=243) 5(2.06) 120. 63 + 332. 81
I %(n=67) 4(5.97) 97.81 + 151. 80
M#%(n=6) 1(16.67) 100. 00 + 90. 26

3 iTig
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388 T > C 1526 C > Tt S5 7T 2259 I B R R
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