HERERE, B, SR
CA, EB5CO, WPRIM, UPD, CMCCEizSt

Journal of Pharmaceutical Practice

BIFEARARTT 5 R 2 A S Bk R
RE, Rakd, £, WAK, ER

Research progress of atorvastatin gene polymorphism
HUANG Qin, SUONAN Gele, LI Wenbin, SUN Yuemei, WANG Rong
TELERE View online: http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/].issn.2097-2024.202110042

L] RERGBR A HAN SO

Articles you may be interested in

SLCO1B1 521 T>CHIAPOEIE K Z A BT AT T IS 728 b 2 AR s i
Effects of SLCO1B1 521 T>C and APOE gene polymorphisms on lipid—lowering efficacy and adverse reactions of atorvastatin
Zyr AR, 2021, 39(3): 245-248  DOI: 10.12206/].issn.1006-0111.202012013

UGTIA BN Z2 3558 24y (RNl PRAE PR min ) E fig
Research progress on the effect of UGT1A 1 gene polymorphisms on drug metabolism and clinical efficacy

2y Ak, 2018, 36(6): 488-492  DOI: 10.3969/j.issn.1006-0111.2018.06.003

10 mgZ -l 5 45 0] B BB A At T 7 ML 5 4 S5 R IR R T AL LB R 25 2K 0 H7
Meta—analysis of 10 mg policosanol versus an equal dose of atorvastatin on the lipid—lowering efficacy in patients with dyslipidemia

2hefs ek, 2017, 35(3): 282-288  DOI: 10.3969/).issn.1006-0111.2017.03.022

BT ] DC ARG 15 BT E A At T b 400 ) 1 /200 A 240 O B B AL A2
Study on the synergistic effects of aspirin and atorvastatin on cell proliferation of non—small cell lung cancer cells

P22k, 2021, 39(1): 38-43  DOIL: 10.12206/j.issn.1006-0111.202003191

PR ZR SRR RS LR A PP A I 259k 32 15 R PR 22 2P A AR DG E TS

Study on correlation between plasma concentration of cyclosporine injection and gene polymorphism in renal transplant patients

2hf s, 2020, 38(4): 334-339  DOL: 10.12206/).issn.1006-0111.201911107

CYP2C193EN Z2 35 MEXF PCIAR 5 R GRS 7 L2 VR B | I/ IV ) 5 R4 A PR A 52 )
Effect of CYP2C19 gene polymorphism on clopidogrel concentration, platelet inhibition rate and safety in patients after PCI
2RI, 2021, 39(5): 472-475  DOIL: 10.12206/).issn.1006-0111.202008029




IR SRS 20224E9 H25 H 405 B S
416 Journal of Pharmaceutical Practice and Service, Vol. 40, No. 5, September 25, 2022

H AV kasy, =GR INAE, *”%1¢lk§%ﬂ£ﬁ%%h%&%hﬂ@£&ﬁﬁ%ﬁﬁ
220 7300505 2. 22 M REE 2R B, HR 22 7300005 3. 5 HEE ERHN AR ERENE, 515 ERF 8150000

(] BIFEAATT 2GR 32z 8 F A8 i B 2459, 518 F BB AS TR H-0l 2D 2 DK R AR RE Ak o i 4575 (ASCVD)
W &R, (HBTFR AT T AT 80 B B i MR 22 5, A5 SeAMACORBEA 2 T IR g B PR E sl B ™ A R R . 354
5] A58 A% A 58, LR T ] S B IR AL EEASTR], T S EUIG RITACIAR B WA 225, S bty T 258 5
NPT . 25 Eaa R 2 R s R 5 R B SC I R 228 M AZEAA, A EERR K- R IIASRIAN A FH i
FeRMiT 258025 | 298508 B KO By 8tk 2500 B SR A

[XERT  BHREALTT; G; 25 IEE; 259558 1, JED 280

[hESES] RS589.2 [SCaktRERS] A [XEHS] 2097-2024(2022)05-0416-06

[DOI] 10.12206/j.issn.2097-2024.202110042

Research progress of atorvastatin gene polymorphism

HUANG Qin'?, SUONAN Gele?, LI Wenbin', SUN Yuemei', WANG Rong'?(1. The Altitude Medicine Laboratory of the People’s
Liberation Army, No. 940 Hospital of Joint Logistics Support Force, Lanzhou 730050, China; 2. School of Pharmacy, Lanzhou
University, Lanzhou 730050, China; 3. Department of Internal Medicine, Yushu Prefecture People's Hospital, Yushu 815000,
China)

[Abstract] Atorvastatin is a blood lipid-lowering drug widely used clinically. Long-term use can prevent and reduce the
occurrence of atherosclerotic cardiovascular disease (ASCVD). However, the efficacy of atorvastatin has significant inter-individual
differences. Some individuals failed to achieve the expected lipid-lowering target value or had serious adverse reactions, which were
related to the genetic diversity between individuals. Genetic variation can lead to differences in drug configuration, clinical efficacy
and adverse reactions. The drug metabolism enzymes, drug transporters, drug targets and genetic polymorphisms related to lipid
metabolism were reviewed in this paper that affect the drug response of atorvastatin, and from the gene level to explore the reasons
for the differences in the pharmacokinetics, pharmacodynamics and susceptibility to adverse reactions of different individuals using
atorvastatin.
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FEAI, CYP3A4™22 #57  B BT HEAR AT | A fdT
SOE AT B AE AR 20% ~ 60%E, 5
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