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Abstract

Genetic variation leads to individual differences in pharmacokinetics and pharmacodynamics,
which may affect the response to therapeutic drugs. Although some studies have shown that sev-
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eral candidate genes are associated with the efficacy of statins, there are no clinically relevant
pharmacogenomic tests that guide the treatment of statins. This article reviews the genes that may
be related to statin resistance.
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1. 518§

> Il ¥ 995 (Cardiovascular Disease, CVD) & 5| A3 E AFFAET 1 8 B 5 K], HAE T N2 s aers
N 40% [1]. (MG R 5 AR AERE AL AL O 0000 (1) R A R e il 5 B R LR o B KOk AL A
A2 L PN B BE R A AR IR 1 — P08 1k 2ORE MR I s, JLRR AL E RTT A T i IR T R A A
WL PP T A BRRR DI RE 24, LDL-C JURRIE Sk EE [, FFgAn i/ L i K4 TR fE R
W J5 B AL AT N T, 4RI ARG 25 32 I 2 1 (OX-LD L) 5 [ W 400 L 1 775 10 5 52 Mk & S T A B, T it
TRAUME, U LA SE, BOE UE SOREH R BUIR k%0 (2] [3]. eI I B3 RS FE B vy, IR 2% 0,
I A IR 5 75 2 UORR T I3 BE S BB BB AR BRI AR o Bk 2 47 AR 2 8 T LDL-C &5 K A K
JE I B R ZR [4], S van FEL T 12 I AR 3 7E iR 31 LDL-C SR I, JRik R J& A sl bk ol A h
PO AR, X — LR 45 SR LDL-C 7R3Nk ol BE IR A o (1 R SRAE I [5] - K25 5 AR A5 11 L ft]
(LDL-C)A2 Bk sk A4k 1) S ST S xR 2R, T A VT 28 2450 m) LA RGP M 3% LDL-Co K&K W], LDL-C
BEAIK 1 mmol/L, o IfiLE IRV At 22 B4R 20% [6] [71. AT 2R 2593R 97 AT LA R A 2 1 [F] B 34 e BRI
T2, DGTE CVD — R g Pl Fig AR T iz SATIEIG IR A, A VT R 25 1E T 800 2 4k
TR ERIAMEZE R, Hoh— 28 54 R 507 K [8].

2. HBITRZ5HMERHNF

by T S 24— 7 T 3 3 0 ) P P 4 L g UL ] 2 o ) PSR B, ) 3- 3 JR-3- R R T3 I Al il A o Tl
(HMGCRY), kPR il JFF P BEL [ 2 (1) 2R 00 45 i[9 B S, L9 380 PP U 1 AL P S 389l b ot 0 e R ]
R IR D IR R T Bk FERE L I o o — 5 Tt T 2R 25 5a 5 i g i HMGCR i 98 /b F S R 1)
AR, AR5 i 25 A I [ % 52 44 (low density lipoprotein, LDLR) 214 T, AT 40 i 5 Mg 9 LDL
BRI IS n20] [11] [12].

TR 25997 08 LDL-C HIFEREA, AR MIT 2B IRiR T 8% LDL-C T RE%1E
259%~50% [A]AZ A [13] [14], JRAEARTT R ARTT A CAE R AL BE N0 G SR a6 vh A3 BINESE[ 7], (HigH%
A28 S 8050 73 8 BV PE 2 R B 2501 5 5 70 R TG V2 S 300 L] B 7K P (19 78 3 BRI [15] o ] T AN [ 38t A%
S, FENFERLITT R ZWYTE R NBIT AR K.

3. ZEESSMSHMERTH

BB R A A5, BT RS S4B Feia . AL HRINR OGPty T 2R 2597
RFEIE, - AT G- AT AP 7T 2R 25077 R 2 DR T e, R LB B PR b, W] DO MR IR T AR
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JRHEER « SRR, ATREZ

HEEEIT PRt EeAKHE .
3.1. fTRBWITHS HMGCR EES S

HMGCR XHMtiyT IR A 230 2 0 2L, WL R HMGCR 454! 7 (H7)H rs17244841. rs3846662
H1rs17238540 =M FAAZH TR 22 A5 1 (SNP) AL s i fidh , FLASE 7 5 AV T SR 25 W I BBURK M AIK[16] [17] - Alejandro
s N R[18], AER A ABEF HMGCR rs17671591 £ 231 5 BG4 AR 1T VA7 J5 M 22 AR 25 g 2K (1 E
[ i 2 S5 BRI, e 2 T R T Ak P T v A OGME . Ruth 55 A [19]49N 100 44 PG 3E A N (Bl ATL X
HEAF 7 278, HMGCR ¢.1564-106A > G S5 thyT R 25497 8 AR A #5251 . HMGCR ¢.1564-106A > G A& {4
IR BT, IR RNA R ZAME T 13, AHNEIE E R S AT R4 &, I B At
VTR FEARTE 201, 25 EFTR, 520 HMGCR 3 P (AR 1 06 SR 2> B M th 7T S 259097 38

3.2. fSTAZMITS SLCO1B1 EE LM

KFNEABTT R I RAER B A, WSOV R I DhRERERG . WURSE[21]. SREARTT R
ZiWe] LA BB CVD R, T HERRIERRE, B84 BT, Rksmib T R4 007
. SLCO1BL KT 12 F4utafh, M 14 MM, ZIEE LA WL 1518 & A S5 I TR = 1%
M, R—MEREn, N SE2FNEE SRR PR, SLCO1B1 c.521T > C Z&M 5T
K551 RS RSSO AL B AH G [22] [23]. FEIRITIRZREEE T, N FERX MK . 25 FRTiA, fih
TT25W7 SO S RISt 2 B PEAEE B, SLCO1B1 FE PGS F B R TAE S, 1E NPT
KU IR, R PR A BB AR 77 58, HE N AR A M (9 R B mT JR 5 2 2

3.3. fITRAMBYM S APOE EFEZ M

IR 1 E(APOE) 2 FLEEORL « AR A2 FE R B RN o 2 FE IR 2R (1 I R AL o, 5 R A it
PIAHG . APOE T 19 S 4tk I, & 299 NEEERR, A& Ik & BORI 73 e 340 E H . APOE
SRS, FEN FIBERRL, PR R E AN mEEEEAS LDLR MEsRM4s, S8URE
IR ISORT B A, BRANIREE 1 i = BRI IR i 2R [24]. Mega 25 AR 7T Ex, APOE2 ¢.526C > T 45 574
T T 2R 25T RO . R E XHEMESE A FC 7R [25], APOE4 ¢.338T > C A8 by &t yT 2524
MIANBUR, X5 RS N[26]0F L 45 R —5. SIS, APOE2 ¢.526C > T A48 w45y & il il s B
5 LDLR 4545, Wiz NS ik LDL Biki it &4FFH; APOE4 ¢.338T > C AF S ikffkayr#
SRR E 0855, R T T 2259097 R [27]

3.4. fITREMITHS ABC Fik

ATP 255 B (ABC) iz B F /&2 —Fh ATP IRBN K A% 12 8 1, 6045 7 A\ ) 241 ABC1, MDR/TAP,
MRP, ALD, OABP, GCN20, White. ABC FI|f] ATP /KR fe AE I L iks KM/ TH, i
TT25245%) K AR P~ m i JE AR BHE S, ABCBL BRI T 25 WA i = ) T4 s s B R
Z 52915 F[28]

Koya % AW 7T 7R [29], HA ABEA ABCBL 2 [K] rs2032582 fif s J [H 22 A5 P 5 B FLA%AB T T S B AT
JUE 75 4 4. 35 AH 55 (P = 0.00068, OR:2.59 [1.49, 4.50]), G 2 Ao J K ] GE A2 Aty T IS 249 5| ke B A 253 1 1) IR [R]
o XA[RER M T G S LR 3 A0 ML g PR IR e MR, SR T R MTEIF N E N, 5
SHF#ETE. Michel 25 AHFT 275[30], ABCB1 #:[A] rs2032582 fir i CC FE R i 5 TT/TC 23k A Y
FHEG, BOFEAAR T FEARIT BB AR (P = 0.034), T LI 1) & A 28K (P = 0.043) . LTI 5 2, ABCBL sl
TR BRI A 0B IE FIANHE, IR 2 451 5 808 B B Th RSS2 S MR 25097 R0 ) TR B 3 25 3
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TN EIE ) & A 2R B8 0
3.5. fbiTRAWMTH S EEEREE EER(CETP)EEZSM

CETP % fith JIFL [ W Pk o Bk 10 1) 6 8, IEL ] W e B A7 AE T I 2 v, 02 5 ] T s A o % FE g
EHMLEREANER . CETP AT 16 SHOK, H 17 M4, EMNER I HZ hm Rk,
Gu G £ \[31]#F 5t B, FREPUR AEE CETP ¢.629C > A £ 25 5 Ly R [f l /K SF AR FE 4% Ay T B g 1
F#EDE, CCH:FMEF LDL-C A& A (/K- FHEAK, RIUWHELFHIFEEN, X5 GaoJ % A[32]# 7
SERRE—BU . BT CETP LA 7 5O MUE B AR 2 ] (1 DG EE, CETP kiRl im th, (H bR 7E I
PRI I P R AEE 41 [33] . CETP JE[H AR R S mafth VT 259097 280, SRy T A BUR A BHE B A& 12
YL S e AFERE A AE CETP #IIA 3R a8, IR Bl 75 Bk — a5t .

4. INGE

S BN Z2 A VERHABTT R 2597 B R AH KA AR 2, B T AR SO R kG i B R A, B 48R
TVFZ AT RERS A YT 22597 AUk 3L IR, W(LDLR, PCSK9, LPA, COQ2, CETP, KIF6 %), {Hih
TANBEMEZE S, RAINEAE, BESRAH —AFR AT DU SRR TT 25997 Jo e 4k, s
FERE A BN R AT 2 R A 2 A Wb B LA TR V6 T 7 R [34] o 45 LTIk, Sty AL o] PR AL
EEIE L AMNARRE DG R R AR S T 28 2 (T AR ‘2 ARSI AR K . 24 280 0N ] LA 254K 80 0 2 R8s
FEAE, A RT DU 2 R S AR A A, TR IR PR F 20 R v, P R RE DRI AT A, KA [ ik PR RN
FHEPEEIE M2, 43509153 204G R 10 R I IR e Ji /D 4 2= 0% i

E&UH

% 3 S8R5 42(81970380)
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