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T T 225 26T AR 50 S sl ikoks # ff A6 14 droxy atorvastatin, o—ATV) FIX} 52 FEFTHE AT (pa-
O A5 0 — S W A WP 34, FT4Efk ra—hydroxy atorvastatin, p—ATV) , CYP3A4 Al
fl177T (atorvastatin, ATV) ST 26259 h i )12 CYP3AS A AR BRI . oA s aod bR
M2 BRIA T L B EATB A e e S — AR A AR R A RS TG Curidline d'PhOSphate‘
Fo R E BE MR ] 70O A BaRs O WPy #yG 7 thdyy glucuronosyltransferases, UGTs) #E47 I AR AQ & 4=
TR (BRI  ETEATV B 1M iE TR Ab RN o A I Tl A 5 1) PR T R 22 Pk (single
PRI BLZ 7 5 I W g A 25 5 4Ry e nucleotide polymorphism, SNP) 5 Ho A py i 2 45 A
ik SISO RE R AT A g . O

PO R IV G ATV Y :: 1CY215P?’)iﬁ§ CYP3A4*1G (20230 G>A) 7E .
a; . . 1. * > N
ffﬂ;fﬁi;zi i\igﬁfg;:ﬁ;;?ﬁiﬁ; HM% Hh GRS IRA  , J H T CYP3A4 JE R 2 A8 33
LAV LN 2 S P 5T kIR AT 25004, LIIYI O - jjlilj\ﬁfé"]ﬁfk ?T/O%%K,:?f%%%ﬁ
ATV BB L ST TR R 5% SNP Al 4 5 ATV BYTRAR R o {5 He 55y [/ I
TS 055 AT CYP3A4*1G X ATV 25 8l ) 2 (1 3%
1 5H9REHEXHERESSNE M AH SCHTFFE S 7, CYP3A4*1G/*1G 4li& T B 35 ATV
1 24 e B — i 8] il 28 F 1 FH (area under the curve,

ATV AR T 280 AT E , 40 (03 AUC) | IR IR ] L) R e e 32 B4 40 - P 2E T sl 2 5 1
P450 if (cytochrome P450,CYP450)#F47 T AHARHS, M, DIRIE R R LB AR R B w1, 545, R4
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FW],CYP3A4*1G SNP 5 CYP3A4 [ IiG P55 i A1 6 o
R, #5447 CYP3A4*1 G A5 o 55 K Y 5 vl g s 28
R ATV A A HARIGTT K-

VLAFR , [ T3 & A SNP CYP3A4*18(A:
20070 T>C, B: 20070 T>C, 20230 G>A) 1 ff X1F .
XU IR W58 15 H CYP3A4*18A A2 ATV Ifi 25
e B KT, T HEHE CYP3AA4*18B JE[H i i 437
ATV IR Y7 I I 24 e 35 B, IR 7 A8 T d 2%

1.1.2 CYP3A5 CYP3AS5 XFF ATV AR Y 52 i 5k
JI A4, Kolovou %57/ 3 T CYP3A5*3 (6986
A>G) 4l & F 226 T A I AN RET ATV IR AR,
CYP3A5*3 5458 A] S50 CYP3AS Jifi ¢ 35 FEAK , A [R5
(10,20 F140 mg) ATV T FEAIK CYP3AS5*3/*3 4li &
F B B HIh =R (triglyceride, TG) 7K, i X T 24
HFEHE 20 mg 4 B EA . Wei % MIIA K h
BB CYP3AS*3 SN 285 ATVIAYTY 5 19 I
JEZKF-JE A Bk

1.1.3 CYP2D6 DIfiA5 & CYP2D6 XHl{T 254
AR R M AH DG L (R T R 3, SBTFE A AT
FHIE MBI 5 85 /0 o e 3 X0 48 kAR Ry b RN
CYP2D6 H:[H L S HERT ATV 7R S8 AR A2 AL 35
() 5 i) AH DG AF 98 45 R 7R, CYP2D6*4  *5 . %10, *41
L7 B 2 AR 5 AR R A A AR ATV L o—ATV Al
p—ATV [ AR i 3 2 78 #5747 CYP2D6*4  *10 ol *41 4%
7 HE R 2 A5 AP rh ARG, FE #5717 CYP2D6%5 5541
FER AR AR A THE R R B (B 22 R G
B, REZWU RS e N CYP2D6 A 1] fig
Z 57T ATV IR, TSI o-ATV Fil p-ATV
AR IR R (H T RS 5 H 22 % o ge it
SR P M SR A EA SRR B S A R R
1.1.4 CYP450 EiEJREE CYP450 A 1L ik )i il
(CYP450 oxidoreductase, POR) & A5 CYP450 I
7 A it 1 i — R R A4, L L PR 285 1] 5 i) CYP450
it (4 35 1, HE TR R ATV 0. BRTAF RS8R £ 1
SNP 2 POR*28(1508 C>T).,

2014 4F Ragia 1% A i AT 419 — 53 BA 51
WF5E e B 56 T POR*28 5l 7T 25 25 W97 3006 R 1Y
5T, 15T IR POR*28 254 F: K 5 i ATV IR YT
6 1 H J& MIH [# B (total cholesterol, TC) K% FE i
M B [# B (low density lipoprotein—cholesterol,

LDL=C) K F-FIREARTE K o HAH A5 X} 185 7
R T i) POR*28 Z2 25 PE 5 ATV IR IR 7 %UHH 5%
PRSI, ATV 20 mg qd 1697 30 dJ5 , TT 878
4G FU LDL-C /KB E LT CCHF AR A, oAl
JI e i 45 3k DR U 1] 25 57 TEGe T2 7 3L, POR*28 JE [
ZAEMTRE R S EATV IRAIR/E 22 53 8 1 RN 2
— o JRE N POR*28 5 ATV 252441 5¢ , {H Dro-
gari Z Y R I Z ATV IR YT )G POR*28 #iF %
TC I LDL=C /K -1 V-3 A & 43 L BA s /b | Rt
#EHF POR*28 45 (v 3 [K] 1% £ 35 7T BB 7 B2 40 51 ATV F
TR ARAS T AR TT AR . POR*28 5 ATV 2531
KRR TN R A R BRI Z —
1.2 UGTs

USTs J& AR B 2Ry ARSI, B AgiA ok &
FUGTIAT HIUGT1A3 &5 ATV N Es4E, dE T 52
Wi ATV (ST R0 . Cho Z87E 23 i 6 37 18 3%
HE ST A3 UGTTA3*2 #5415 #5397 J5 19 ATV N g
C,. LAEHE B B TH &, LB TC A LDL-C Rk Bl 5
FHA W AR, PE—AE S UGT1A3*2 22515 ATV
PN TR Ak 38 0 AH 5€ |, I T BE s e LR AR AE FH . S 4k,
Stormo % BIFST & I, 5 X BE2H AL, WU 4L R
UGTTAT1*28 8 {7 Jk U TG, 11 5 5 1 WL P 1Y
ATV N 5 . DLE IR 9 A AN 2 =22 Ak 2 B
A PR, B8 T/ INEA ST, 25 75 T2 B 18 1 75 K
RERIEGE I LA IE

2 5EYECHINERZ SN

ATV I Z PRI =B IR 45 & &
phosphate—binding cassette, ABC) % ji% 1 45 #IL B &
+ % iz Z Jik (organic anion—transporting polypep-
tide, OATP) ZJi 4% 2 11 #4 ML iz A ey , HLAR
FERTRETEZ W Bz B e iz 48 1 B A 2 38R 52
2.1 ABCHIRHIZEH
2.1.1 P-#EERB P-#iHE M (P-glycoprotein, P-
gp) A& A A5 B i —Fh 25 AP HEER 1, T A g n A0
JEL P ATV SR HETT 52 0 I W, AR I 255, P—-gp th
Z 2 253 4 1 (multidrug resistance gene 1,MDR1)
(th Pk ABCB1) 4, H RIRF S48 £ i) SNP 322 ik AB-
CB1 rs1128503 (1236 C>T) .rs2032582(2677 G>T/

(adenosine tri-

e DD .
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A)Flrs1045642(3435 C>T) ., Prado %5 "*'%f 127 5%
I R AR A8 HEAT I R SR 2R B, ABCB1 (1236 C>
T) 25 ATV(10 mg, 4 J&) FTE RS VE 58 B JC K,
X5 Alzoubi 857 #E 25 H B v Jir 4408 F 9 245 SR —
. ABCB1(2677 G>T/A) W RES ATV HHC i
X, Fukunaga %"/ 78 H A ARl 5% & B4 G 4%
P IERAR AT BB ATV MG IF B T e R . & F
ABCB1(3435 C>T) X ATV 254 By 520 H B £ 75 3 Fh
ARIZER . Alzoubi ZF" 7 AR IT W 2677 G>T/A Fll
3435 C>T Z &M 1 TT R H B B 76 ATVIRYT 5
LDL-C 7K F-AH#% T HAth 3L P Y 5 % 5K . Shabana
AE0IBFSY 5B ABCB1 3435 TT 4lif 75 % d B g
& 1 0[5 B (high density lipoprotein—cholesterol,
HDL-C) iy 3£ 2R iR I7 Ji K 7 & 3 T CC B AR AL
DL 85183 R 3435 C>T 28748 n] BEfili ATV 245303
58 o (X IR A A b DU A R UEAT BT R
3435 C>T Z M AR ATV I 253 B K HI7 38
Satacka " 7E I 22 ABETP T SY & PH 3435 C>T SNP
i T 2547 L 5 ABCB1 mRNA FIE IV B R A
X, TTAE T B E B CT. CC R M B F e %
ATV AT G 29506 BT FEAIC, HDL-C K V- B E KT 5
ML .
2.1.2 FBREMAER FLIREN 258 H (breast
cancer resistance protein, BCRP) i ABCG2 & [H %
T, ZE 25 0 i th S /N AR AR, O Tk
S [T AL AR . gk ) 551 IR fGE T ABCG2
rs2231142(421 C>A) istfe Z 8 MEXT rh E K ATV i
BITRCAIRZIR  BIFSTHE T A SR N5 3 4232 ATVIRYT
J I3 LDL—C 7K V- [ i s AF 457 5 B (3%, % SNP
af i ATV Y7203 5% . Tsamandouras 25 1 97 & PR
ABCG2(421 C>A) Z M 0] i 58 it ATV HiRA=4)
FUREE M m 5 ATV Jlo-ATVIRETHE . 53 4b,
Mirosevic &5 1) — T 9 ) X B 5% 3% B, ABCG2
421 CABLAAJERIHY 85 A ATV R SR AN R
N (AT REE L 421 CCIEF AL RS = 2. 9% . el
UL ABCG2 7] g 5 ATV (1% 25 & FAS B[ by 34 5 1F
FHIG
2.1.3 SHMBGHEXEL AWM LEN
(multidrug resistance-associated proteins, MRPs) 47

Z /51, H ABCCs 2% K 4w fith, EE MR BE 5 ATV 253K

2255 25 225 AH G 1 MRP1T AT MRP2 , — 3% 494 R #b
HEHe 2 3 A AT T 28 250 i W ORI HE T . Behdad
SRR B A I RE IR AT A 5 R, ABCC
rs45511401 (2012 G>T) GG B A4 B 47 & L BE X
KA HAE ATVIGIT 4 JA J5 LDL—C 7K - Fe e o K
Becker %5 WF 5% F W ABCC2 rs717620(—24 C>T) .
rs2273697 (1249 G>A) #l 13740066 (3972 C>T) 5
ATV J7 85R IflL 24 1% B TG b 28 A 6 o {H Woo %5
WF9E & BT [ A E ABCC2 1249 G>A HY A KL [H #E45
FAEATVIAIT G 48 h 9 TC FI LDL—C /K PR 72 BE
BT GG alis T4,
2.2 OATP1B1

OATP1B1 J& I 41 e 5 5 M 2R a8 i — R A
RIS R, ATV S IS AR = W3 T S ks ik A
JH 40 B 2 AR B VE L dm i 25 X R SLCOTB1., SNP
W98 245 7E SLCO1B1 152306283(388 A>G) FI SL-
CO1B1 rs4149056(521 T>C) ,(H&5 5 A —3k .
A7) S SLCOTB1 388 A>G #1521 T>C Xf ATV i
YT 5445 0 B 255 o {H A 1 5% 2 W SNP X ATV
A NG J7 BAFAE B, 41 Prado 254K S SLCO1B1
388 A>G #1521 T>C 5 ATVIAYT 5 LDL-C (1[4 R Jo
%, {H 388 G 72¢ 5 HDL-C By 34 & [ T+ A % ;
MiroSevie 252 B, 5 SLCOTB1 521 TT JL P A4
FHHLE SLCOTB1 521 TC 5k CC HL K A #7447 34 & 4
ATV M A KRN Y AT REYE R 2. 3 4%, {HFfJ5 Jiang
LRI Hou S8 () RGP WF R Y R &30 521 T>C
5 ATV B R AAAEGE T2 G0 . Liu 58 %t
E AT AT 5 X — 450 . T HAAL A,
Woo %5 fF 57 Kk B ATV W& ¥k i B % SLCO1BT
rs4149015(=910 G>A) H A S5 {3 J& K #5717 £ H 14 Jin
M FFE , #E417 SLCOTB1%17(rs2306283 .rs4149056 Fll
rs4149015 )t Al Uiy BE AT AUC T o

3 BERAGHEIHNERZSME

REREX i A LR
¥ L I R S A L R B (B —hydroxy— B —
methyl—glutaryl-coenzyme A, HMGCR) B J2: P4 i 1
L i P A1 ol ) IR S I, ST AT T 2R 25 W R T RE AL
MR S L . Cuevas ZEPV NI FT 45 R FE 0T,

3.1

e 23 .
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HMGCR rs17671591 (C>T) SNP 5 i 2 1] =5 JIEL [ it
I E £8 2 0 ATV I8 I8 97 20, 1097 J5 HDL—C 3 i@ Fn
LDL-C R IRIBIER Ir R, Chung 58 & B wt [
ABEF HMGCR rs3846662 (A>G) GG 3[R 7 £ 2 1)
LDL—C LRl /KB B ATVITRLE o Yue Z5°Y 1yBF5E
7R, HMGCR rs12916(T>C) Flrs3846662 (A>G ) X}
U T2 7 T S i 2 o R 3 ) ATV 7 880E
RN
3.2 HEEEBHE

# I % M1 E (apolipoprotein E, APOE) & Z 7
JH JE B 20 8 5 1, 2 5 08 B 1 R e A R
JIE W7 0 005 A AR B g% R YT 5 R 2 S0 a5 Y SNP
(rs429358,rs7412) 774 3 Fp &5 (v L K e2.e3fle
4, HZ 75 VEn] 58 ST T 2 25 57 AE QT . BRI A
SED o R A BE APOE 3 R 2 7851 5 il 7T 28 245 38056
Z IS SCHRBEAT T Meta 208, 45 SR 200 ATV IAYT
Jei v R ILE N IRECo 95 B v e 2 A5 67 i PRI 85 5 3 e L
O B IR IR T 8, JUIL L LDL-C R TC /K-
e 3, /R B APOE £2 JE DK (14 H 3% ] E T
AR ATV B TR IR 6T
3.3 WIEARNKBREREERI

2R M % AL B AG 50%5 7 2% 9 (proprotein conver-
tase subtilisin/kexin type 9, PCSK9) J& 7 Jif- i il i il
B R IA I 22 AR A I, T LASE LDL 32 AR B A
PCSK9 5 5 1 . IfiL 24 TC /K -4 22 [a) 47 76 AH ek
ok #3508 S LDL-C K F T+ &7, PCSK9
rs505151(2009 A>G) 2RI A X2 22 1) SNP, 5K 4if
5T e B OB R AA LR RS L AG
GG B HXT ATV (1 B 7 2408 M sk, LDL-C K-
FEARTE N %, 2 R H A %1% & X . Anderson
U R B VY AN BE AL H ATV IR 6 .
554 BF 5% 1 7% PCSK9 1s562556 (G>A) 157552841
(C>T) . rs17111557 (C>G/T) 5 ATV 14 ¥ 18 J7 3k

4 INGE

UTAFR , BT 25 W N 2 35t AT ML T 2545
SRR PR T A HOR B K . A IE ATV Y254 2E
22 ASMEWT 5T e O A 20 K 316 A B AL 35 97 il

AR5 18], AR SR XX — R R TRD A A A S AT 5 2 Jr it
7 R4s . i L, B B i1 R R T
— PR/ INREAS B 25 T I — Rl LA SNP B 52
Wi, k2 25 W) A | ez 2 A O 2 Bl 2
HEE MRS BT, HATFE S5 e LUA M — 2. A
TRTEARRBIBI I, B —FE D Z 2SN 24 S 2
R GNERTFE, Wl R ATV AN AR FHHAT B S2 PR 45
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