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Abstract

Cytochrome P450 is a superfamily composed of multiple isoenzymes, which plays a dominant role
in phase I metabolism of endogenous and exogenous substances. This review included the specific
of probe substrates, inhibitors, inducers and species related to cytochrome P450 isoenzymes, in
order to provide reference for the design of cytochrome P450 related experiments.
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1. 518

i1 4 % P450 (cytochrome P450, CYP450)Z: 514k 90% LA EA ot iAo A A B = 2 P AR Ul
CYP450 FEZ 5201 | #HACH, /3 WIRHERIINE AL S E . 5 SRR Y. . AT CYP450
FEARE 3K, 758 CYPL.CYP2.CYP3, H ' CYP1A1/2.CYP2A6.CYP2B6.CYP2C9.CYP2D6.
CYP2EL. CYP3A4 22 S5InR WA 1 B ZE R [1]. ANEEDIF LA P 52 CYP450 1R, R
SR =R T B R TR M, X IG R AR 25 AH B F (DD E ZL R K. 1fi B CYP450
Bt SR P SO AU 25 A ELAE F T Re 2 U A AN 2530 5. 2i8Rn gtk . DR B A S pLARAR
WIS ATRES 510 CYP450 BRI/ LB . HAl, EZRF Wik P S5 K A 5 56 an okt
B SLEG . HTFANARJEAR ER A M R 1 9% K 2 (CDNA ZRIE) SR A 78 MR 42 5o A R i Fr #0165
HEEA 4 i GRS BT, SR EMmIRNE . SUARIIEIRNE . SRR A A 7 i,
KPURR T VE &AL, BRI A 2 Fhal 2 MUl EJ5 ks, nI R R R 45 R i . (R EATE
WA SR T CYP450 BRI H0HIFI AN SR e B LR — b, BT R —Ffb ST 2 MR T
BEACHE, HrTReRemANE CYP450 Mg TE. RN IG AR ATHE T, 3 FH 3h4 s st sk Bum N A4k & 4 AR
W, ARG AR 2 RS IR A AR MERE[2]. AR R 2 M B BB P A e 2, F5L
JEW L — A ATE VAN, B 22 55 T RE S 8O AR (1) CYPAS0 BT Rl — il 71 5l 5 5 7 oo
HAFEIAEH . wkd ZemnT #H N CYPLA2, {EXPE CYPLA2 JTLiliiIfERH . HULRT W, SE3eshPnit ik
PR S Rom s Ib g5 R HERIE . A SO CYP450 [R] TEEIIERE IR M1 75 570 SR & R 5 Mk
PR ) AT HER , DU N4 (6 5 P40 HOMI DG SEb it iRt 3 2 M4,

2. CYP1Al1/2

A CYP1A Wik E4LHE CYP1AL fl CYP1A2 2 AN TEAL[3]. CYPLAL f2& 75 /&2 K (AHR) Y JR R SE AR,
WS TOREL IRIRRRIE A 2 3 05 & (PAHS) B E FIEUE A 5%, BT, CYPLAL y&MERIIIE CLptgh
NDUAREE I M R m v, S R PR T A 25 W XU PRl A 5 R B 22 . CYPLAL il CYP1A2
HEARFFE. RAEEHFHREZEFBKR. CYPLIA2 FHAE AFFIEREL, 1 CYPIAL £ NPT RIE KT
RIS, TR ANR WG B i Ja. BUSIER. BWRIE[4]. 1 CYPLAL £ KR/ Ma b
B, TENRUNMEHREAL, ERERMRE N LEARILS] [6]

2.1. £R$TIR

F BT SR AR AE AR PET O-25 22364k . nfe[R] N3-25 364k, fhvabk - 3tfb. AECF N-E %
AOANESH, N-25 F AL SN IR 5700k Al CYPLA2 3G 1 o — I L R AE MR B CYPLA2 A SRR VETT
ARUNEAE R A W%, G O-2% L H:Ab B AR U 2 (75%~8000) Al 25 £ 1k J25 Js W AF Jliht 2 5 2. Tk
(20%~25%), HrhE ZMh I S8 f ik — 0 A A G EE PR P 0t B O 2 B[ 7] [8]. WM BRI AE A

DOI: 10.12677/pi.2023.122009 71 2R


https://doi.org/10.12677/pi.2023.122009
http://creativecommons.org/licenses/by/4.0/

XKL HER

WA 2 FFACUTERAT: 0l DR -N- 25 B R s AR A I 1) 2- R BRI 7 470 (95 %) T e B -8- 2 FE A s W A
B 1,3,7-— F L PRIR (3%), b2 g2 £ 2l CYP1A2 R, BT CYP2EL F1 CYP2A6 % CYP450
fiffth 2 5 AR, MifE KRR, mnER B CYPLA2 ARG 1,7- — H 2§ HE 04 (3N-25 HH JE4k) Al £y
CYP2C11 MU A . 1,3,7- = FILJRIR (8- Bk Ak ) S i 4%, MOmT ik Al 1,7- = PR B IEE 04 5 B 1 ik 0K B
CYP1A2 FiEPE[9]. fhsibie 3Bt CYPIA2 /- AR I HT AR ER R 2, AT 2 ZRuhgs: ENEH0
Cl, C2, C3 B RAFRFAMIN, A pk 3 i AR =P (1-Fa At robh . 2-F2 K ft pa Ak, 3-F2 At o
MRORITT BRI AT E I T-Fa A oAk, JRiE— DA s B R 2R A 5 7[10]. BT CYP1A2
5 CYP1AL B B RIEME, Fit CYPLA2  F BRE IR mT ¥4 CYPLAL B3 PE[11].

2.2. BESFIFAHIH

CYP1AL F1 CYPLA2 [HZRIE 352 3 75 12 2 AR (AHR) I = FE A4 [12]« & UL CYPLA 75 S/ 5 B 56
i, 3-HEERHE, B-Z5HEHA. 2,3,7,8-VUSE K _JE(TCDD). et T RAFHFRIFEIEY . KE
L2, wneEfRI S . CYPLA2 W53 HAA A 4R S PE o 3-F B AR BE0RT DAVS S e 4i i CYP1A2 HIRIA,
HARETE AL CYPLAZ 1R IA[13] . M AME HF Fi 3 BH , 3- HF B I FE0d i s AHR 5 5 CYP1AL,
MG RIE 25 SR8 . CYPLAL $ AT 1 AHR JE 02 2590175 S AT 8 1 L), ELiZ L
TEAL GBI R IE MR 45 2 TIESE . # H A CYPLA HIHIF AR08 o-25 250 . SARVDIASE o R 2%
B —FhRE S . AESE e PERIADHIFT, BEAE S MERLIIH] CYPLA2, TS CYPLAL, JfHX T AFK
Yy, HANHIFEEEAE: T o-Z% 5006 ) BB 40 CYPLAL/2 [14].

23 MEER

Rz ZEBAE NN R SR 2 Bt ] CYPLA2, TiAHH] CYPLAL, AE M2 HANHI A CYPLAZ2 A
T KRR 1000 1%, AT BE T AR B, CYPLA2 HITE LRSI ANE[15] [16]. 5 AAH ELIREL 28 B
il /N AR CYPLA2 yGHERIME /N, B CYPLA2 Hid S Ml 1E F[6].

3. CYP2A6

A CYP2A W% f13%E CYP2A6. CYP2A7. CYP2A133 MIEAY., CYP2A6 L EEAT T EL, 25/
WEMBTEBUEY e T WAEk) & —Im R AP (st SSEvERE . THIKER), 1 CYP2AT
CYP2A13 7N HIRIE KRG KB CYP2A KR FE CYP2A1, CYP2A2, CYP2A33 MIEAL, Hrp
K CYP2AL/2 A ZER 7415 N CYP2A6 H AT 60%HH) [FIJ51E

3.1. &REtRY

CYP2A6 i VE & 11 FHERET [ N & B &R -7-F 80, el T-Ek. 7-C 8 REFE&R-O-I oA
RV, TR IE Nk CYP2A6 A F 8 -T-F R4k s b R Z R, NI F TR a{EN
CYP2A6 1] “AR N FIARSMREL” [17], HNFRORAA & G R -7- LB (CYP2A6) G 5 2 Bk R P H
HLEE IR, G F A7 7 20 (0.5~50 pmol) ) 7-F8384k, 1 e MDY APkt FEZ5 /) B 5%
TR, HOG IR HI R ROR[18]. Je i T2 CYP2A6 e MEARE I, 75 AR AN AT i@ i ik
A SN AR TG T M R R 7 (70%~80%) ,  Horp il & CYP2A6 it — AR N 3-F w7 [19]. 3-
BRENETSE TR, oS T AREYILERNMR), 2 CYP2A6 iETER 2~ a4

3.2. BEEFIFHNHIFH
VD IR (8- T AN B TE ) B — R 2. i B CYP2AG6 M. AW SR I, AFIHEMARE &
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TR TP N AT H R D BRI BRI, AEAS e A B R A A0 - 25 KB (CYPLAL) BT
(CYP2D6) 554 [20] b AME N FFARORL A i = F2 508 P G AT (4 e i 1E 5272 CYP2A6 FRE R 4| 7RI [21]
CYP2A6 FISRIMEI AR R . BREF. — 28 AR PIRERES . M AR ML, HphEE
FREME A S B HIBR CYP2A6 LAAMUEEIN CYP3A4, ZRELELZ . FlAET. MEMFIK SR . BRI EE
A% S CYP2A6.

33. MEER

KA CYP2A AL S HRACUT I s AN A R et . KR CYP2A 2 55 P Il 1 S [ I 1)
FRHAL [ B, Forf CYP2AL AL 2 ) To-F2 3540 AT CYP2A2 61 37 2 1) 150 A1 7o 32554k, T A ) CYP2A6
A H5HMARI22]. AHARY, FTER 7-FRIEBGLE R BT RN RS ARG, 10 286 i ok 4 &)
R A EETE . B R A IAEAS [F M E] B4 45 2 R EOR, BRIk 58 24k F TR 78
FRgRETE, fEN L REAN/IN B AORE A Hhont G vb 55 6- 2 L g % 12 (1 4] o5 28%~40%:; 1Tl £ R AFNHE T
TORLAR A, WXURST IR 4-F2 B BE M I 44%~89% [23]

4. CYP2B6

A CYP2B W fLHE CYP2B6 1 CYP2B7 2 #E A, H At CYP2B6 7 AL AN #MH L (B /M sh) # A
Fik[24]. CYP2B6 HEEMIMNEMFMREE L —, B2 5RF 2 IRKRAG(WKEF . <3k
ol | S35 ). KL CYP2B L& 45 CYP2B1. CYP2B2. CYP2B3 3 #ili A, H:rf CYP2B1 il CYP2B2
FEEE R A S [F) T (97%) , B AL 04 1% . K CYP2B Wik R 45 CYP2B11, H 5K CYP2B1
R HEIR 7 A1 R YRR IL 75% .

4.1. IRt

CYP2B6 iH I 5E i RS NG 2252 I L I N . AR 2 b e b ik REL
SN 7- A -4 =P R TR O-Mibi i [ v . FEAFZ IR v /E N CYP2B6 HIRE S HEIRETEY . MKW
WEARE i CYP2CO AR, HRMIKIE > 1000 pmol B, %N EE i CYP2B6 1R, FHLLEH
FEALFR LR IFHEV A I HE CYP2B6 3G 14 [25]. Z2HEAh (500 umol)fE4A A £y CYP2B6 Rl izt
ez AEMEA[26]. LT CERNET BREMERER 8- R KiET €, MiE 8-REkEfoidt—
WRINIE R 8,14- — R IEKIEF . ERIEFC 8- MNY CYP2B6 & & 1B e, i
CYP3A4. CYP1A2 RIFERENER . MK 8,14-—FHRMKEFH LWL LT H CYP2B6 /i F[27]. AHl
AT CYP2B6 [RTEPE = AE 520, 0.3% 25Xt CYP2B6 [ 3 il F2 5 7] 35 13% [28].

4.2. BESFIMIMEHI

CYP2B6 mJ#i#% 2R (NRs). Zbt X 2R (PXR)FILL B AL & ke 32 /K (CAR) L[R2 . R EL 2 nl %
T CYP2B6 [1iE (1.7 £%5), [FRS 2 CYP2B6 [ iks 357, 4 HIKELAE 500~1000 pmol B, 5 FfH55E
5~10 fi5. CYP2B6  H 115 S A LKA . FIFEFE. BERIRZE—Fh CYP2B6 e thdimls, Afe
FTARPABESE, e ST i AU A B 28 N ZRIG PRI 7C FR Rl CYP2B6 k£ MEHnHI 7, ok S ITne
FIFNHIZR AR A, e IR N7 S PEAH], BARFEIAE R CYP2B6 FHIHI 7, {HIEEF: IR A0 1 55
2 R e G L IE (1) 2 £5[29] .

43. HBER
KBARAFRA R CYP2B X EH S 5 7-2 8 -4- =P EEF G R O-Bibe e B, —#HAH
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AL BB ) 2R AE , T 76 AT R4 R, CYP2EL t12 54RI[30]. R+ CYP2B ik R 45 CYP2B11,
5 N CYP2B6 MR 771 [FIYEPE RN 75%. ARFFRKIL, fERH CYP2B1L A4k 47 92V 35F-N-Bit H 4L
SN, AR N Z N CYP3A /- F[31] [32].

5. CYP2C9

A CYP2C WjEfuL#sE CYP2C8. CYP2C9. CYP2C17. CYP2C18. CYP2C195 B A, Z5IkK E4)
16% 25V B AR (R 3E4k), Hrk CYP2CO ARl I 25902 5 i PR FH 2590170 10%. CYP2CO TERFIE. &
B+ 36, BUAIAR. BY A FKIA[33].

5.1. £t

CYP2C9 Wl Ml 5 FH FHIRET S S HU R TR 4-F2 64k S-HRipR 7-Fa kAl L WURUIF IR 4-F2 561K,
Forpr AR 732 B — R T CYP2CO ARAME PRI 2, FHRER T AR 4-F2 &L T CYP2CO A A 14
SREPERIINGE TR IR 4-F2 5640 HAE T CYP2C9 fA4hE P A %E [34] -

5.2. BESFIFNHI

kit X ZARPXR) HEH T2 R(CAR) MEBE 2R M4EAE R D 2R 2 Fii% 2 A& v 155 CYP2C9
ik, H PXR 7S CYP2CO id firhiie B HEAEH . F 2 AMEMEZIMI1E y PXR Bo &m0 1% %
i, TR BRI 5 A BISEEE R S 3) 745 721 DNA 741 1, 11 CYP2C9 [J3kik[35]. CYP2C9 # LI
SHE PR TFRAGYWMRET. FEFCHE, MERGAVUTKZ R, KELZE, CYP2C9 & WL
B EFER ORI, BB, JPEVT. SR R SRARMYT . RS FIGRIRAE, R R i e
CYP2C9 5 A 2z, {EIXT CYP2C8, CYP2C19 #EALHI SN 1A Fil o

53. MEER

H AT O Wt 0ol R T IREEAR AR A E R B 2 . KRR CYP2C Ak FHORME T IR 4-72
FAUR L, AR CYP2C AL KR T IR 4-FRIEA0 IR N, TR AA PN CYP2C {4k FH 2R T ik N-Rit ke &4k
SN [36].

6. CYP2D6

A CYP2D Wijtifudk CYP2D6. CYP2D7 f1 CYP2D8 3 fhili &, . CYP2D6 7E/F 5. Ja#%:. M.
IR WM E RIE. CYP2D6 = 5R I EZMIGRZY. WIRMHE MY MER[22].

6.1. IFRETRY

CYP2D6 Jif PEI & 15 FHERET [ N A4 B0 55 O- 2 AR SEFEIK /R O- LRk 31752 —Hh
HHRXEEIZ 2, BEPERUDN, B CYP2D6 LI MY R ). —MAIEOL R, FE AR A RV IF AR B R
H 2%, BFH CYP2D6 /511 O-2: 34k [ 3 Fll B CYP3A3/4 Fll CYP2EL /i 5 1 N-25 FE 34k [ %2 [37]
HRIPIF O-Z IR R B T8/ Jopoiate, BHatcl iz A TARBEERAEM e .. RITIE/R&—M B
SZARBAWIF, 27 R AL S BR9TY . 7E N, CYP2D6 it ik F AL R-EFLIE IR O-2 F AL X R [38]
H RIS 3038 /K CBCN A CYP2D6 # F ik W iREH 2 —.

6.2. BESFIFIHNHIH

B DLR , CYP2D6 et A I e 1 58 -k 00 ) 0 (T S0 A4 790) o (A A 22 AN T i) 751
CYP2D6 AWk RAEREE T MIUIT. WP VT SR, RrtbZsr . FOREM. SR,
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Hige s, K2R T /& CYP2D6 Kt sa N, Frh T FmaZ 7ayT & CYP2D6 Ham A, 1y fhAk
F& CYP2D6 [ rR 2 A2 FE i 71[39] . H T CYP2D6 )5 S 7 M A # R I . IS5 R I, 7E SH-SY5Y 41
i (o 22 BR £ R0 4 ) AR Ah szt b, 2T 5SS CYP2D6 )3 14[40].

63 MEER

Uehara 558 N [40] R FH SR ATI IR B RAT RN ACEL, NS o /NSRS AR IRk & CYP2D it 5
AL R-SEFLIURK O-EK WAL N, 1 & BORANK AT okL iR o CYP2D 2R e fiEtl S-554Ei% /K O-
LI R-FEFLIE /R o-F2 5646 Thorn 558 N [A11R FI A S0 S5 AF R BT AN A L, 48 FFIRKL A% CYP2D6
AL A VDT O- WAL SR IR BR A2 A RURLAR FH ) 10 16

7. CYP2E1

CYP2E Wi AEFE (N KR~ ADNRAR) REHE CYP2EL 1 FpAEAY, HAENFIE & BT AH 20 &7
FIHR A it 3546 338 . CYP2EL S 5ARMARX 7r T 2B/ SRR S AT EUE M —IG R 259 . KR
INER LR CYP2EL 5 A FIE A% 80%, kS5 A CYP2EL [ [V 4 ik 96%.

7.1. {RETESD

CYP2E1 # MM 3 MREHERYZ &b 5% (Chlorzoxazone, CZX). X4 4R 2K -} (P-Nitrophenol,
P-NP)AI N-V i 5 X % (N-nitrosodimethylamine, NDMA). S Mvb 52l Al CYP2EL MR . 1R AME
Bf, 1M P-NP Al NDMA EAEESUSME, WA vTH TR i [42] . SV SRAER N 3 EA R 6-F2 A
Meybow, AR IS R H A 2 CYP2EL M5, &MV RIKFEN 10 umol B, CYP1A2 Al CYP2EL
FIEAL RE JAE 2, H HIRFEIA B 500 pmol I, CYP2EL i 4b#E K Lk CYP1A2 & 10 £ . AEEMEVD 52k
JEE B v I, A AT SR 1 S it CYP2EL 3 14 [43] - UM YD 52 /F N CYP2EL MR ET JEE W A7 E — L& ] L 1 -
TE AR PRI I 1 AR R A 250 5% 500 mg B, 3 6-F 564k I B A AT RS 1 S B CYP2EL s, 455l &
KT 750 mg, T 6-F2HAb S AR BRAS Bk 1, ToidR FHARET I &M VD S5 RSk A6l CYP2EL (1)
T [44].

7.2. ESFIFaHNEI

TEARAMIE T — 238 AR I IR IR ER + FE CYP2EL FymifilF, B AR A1 NADPH i #i1,
MHIKRE < 100 pmol B, “EX) CYP2EL i 14 (4 AR ek« XU & vl s it 259 Syl CYP2EL,
A AR ) 23 TR E I P RIRER A1 AL H] CYP2EL [ TE, (HHACE A ik
Wb AT i oAt CYP450 FE§[45]. BRAMBKIEMES . SUFFMEME . STALANFE®Y . M N BSR4 0 5 R wT 4 )
CYP2EL {iEtE. FMAME. CBE. PIEA. mbwe, mtrgsEn] 5 CYP2EL WyigEtE, Hb s, e, W
i, /& CYP2EL & i 57,

73. MEBER

H BB B A AR 2 B CYP2EL /v 3 AR MHA77E M g 2 5% - 1H Rebeca 25 A\ K F N [A) ¥k B Al 2 2%
AbEE N FIK BR 5 2H CYP2EL il j5 R IAE N CYP2EL h 7-H 48 Jk-4- = J B & 5 O- 5 H LML AL 3R
ELAE K S A P i 45 15, H 3R CYP2EL W fEA7A7E Mm% 57 [46].

8. CYP3A4

A CYP3A i35 CYP3A4. CYP3A5., CYP3A7 1 CYP3A43 4 #r#Y, H:dr CYP3A4 2 CYP3AS5

DOI: 10.12677/pi.2023.122009 75 2


https://doi.org/10.12677/pi.2023.122009

XKL HER

FENEIE & B A E . CYP3A4 TEAEMEHRIL, ZH5ZMNIEY. ATSUED USRI IR 2
(38 3%, %1150 Fh) AR .

8.1. ¥Rt

M5E CYP3AAL FE VLN FHAREN IR N A WKIAWE S 4-F2640 . DRIAME S 1-F2 564K, SEH 6B-FRJEib. 1M
FHT - AL ER N-L R P, DA RN ARSMEETE R CYP3AS IR SEERER, 24
HUKREE <10 pmol Bf, FEAERL 1-F2 FEBRIA Ly, FER ik FE I 5 AR il A-F2 BE KA Gy o AR ARk
P 7 58 v U A P AR ) Rk St CYP3AA BEIKEE, HILAh CYP450 Mg 4n
CYP3AS5 1 CYP2B6 thr] 2 5HARUI[47], 5 IHABIRES ZH0AH L ks e B e 1L . A= 4F) A
S ABAEAR AT FURT AR AE — 28 SR R, 0 R Re SR HGH k45 2477 X LB i 18 CYP3A4 AR 4[48].
S NARTEFS ) B, WA ME Sy CYP3AL IIIREFIRY, HAE/RNZ CYP3A4 R L 2B-. 6p-
B 15B-FRAL 2. & CYP3A4 4b, CYP2C9 1 CYP2C19 1 5% 6p-Feib B, HILMRBHENA
CYP3A4 [t 1/10 [49] [50].

8.2. BESFIFHNHIF

CYP3A4 (s FEH A X 20T, Bk, 2kt X 2ARiEwnr Tl B ANEMEY) B CYP3A4
(5 FALSE . FIFETAE CYP3A4 (S F77, % FDA i NE SR B 5 7. — BN T, 4
FIAE P BELE 10~50 pmol B, HifFEHCN 4~31 £5[51]. HALE WA A QR 2R RS, ¥
ZEIE . HIERAS RS, B MR N . RAMEBHE CYP3A4 B B, (HIH X CYP3A4
(R BEIER 22 . 4l FEPEAT CYP3AA (K471 2255 3] 95%0T, T He Mk k1 B < i 35 401 CYP1B1. CYP2B6
J CYP2C9/19 [52] [53]. HoAth ' WL B H0fiR G 4E Mok . e . fr h R 45

83 MEER

PUTC TR 25 DI R AE N L S R 2 CYP3A M A, E S K BRJCHI I /B FH [54]. Jana &5 /& 3L
FEWEIRFEN 0.05 umol B [ #IH| AN CYP3A4 /T B KB, 16 R VERH .« thahd &I
CYP3A 7E NFIE (1) - RCRAA 1 2 5 TF 1 S8 1 B AR 724 11B-OH-TES, {HAE R T AZ5[55]. Hb/R i
ELAE R B A ¥ a0 CYP3A A0 B, {H Zuzana %5 K I L 7E & B A6 4k 9 fE 2 A1 3.9
f%[56]

9. FIRERE

1S TEPRIANE CYP450 RIIE IR 50 RAMHIR . BEEF AR, RIA BRI
VI Re S VEAD R BUEAN R, XK 22 RN CYPASO0 BEE MR e M HERAIE . BRIk, B IURE e R R EH IR (&
B —[A] TR RAF I B RN 75 255 FE AR BE . A0 & I8 (8] A AL ARSI LG ], o
BIEN pH SR A B SNPGRS, 2 SRR Rt DL S 175 T B ) 5 B X S A6 45 AT R
R o 2K B B 2 AT [H] 5 S CYP2A6. CYP2B6. CYP2C9 Al CYP3A4; fififi Kt M f& CYP2C9 fx
AR, (A% CYP2C8, CYP2C19 AL I S B A HIH] o bAh—NE BRI S0 S MR () ik 45,
AT B T4 Se I O B R M . nE CYP3A4 B VER R A EA LS RS NFE A E
CYP1A2 yGVERTF, A BGEH RAE B .

IAER,  NIRACI IR S 1N BB A B S o a3 . A I 038 BH R N JRAL I PR kG 270 B
ORI o CYPLAIAI2BI2CI3A HEALZ A AR & PEARRL, (HXTT CYP2D 4L T R /R 1-F 284k
SOSERIE BEER 4-32 TS0 R SIS R, PRSI R BOR 22 5. BEARBR T CYP2B6 Ab, AR JEALAT
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Table 1. Common substrates, inducers, inhibitors and animal models of CYP450
%< 1. CYP450 £ RKY. ESH. IHIFIREAsiEsy

CYP450 7 7 W - %57 S B
AEIRTEIT O-% 2.3 3 e
DR N3 3L B W 2B B Rz A )
CYP1A2 fih TE MR IR FEA, B-Z5 T il o-Z5 FE Y|
SURCT: N- 2 -4 L SR B g
SET N- A W
T ET B HEET DA
CYP2AG BT - B FET =R N
7- 2T T O 2K Hy S Kb o)
SR % A
S, e S L2 MR
CYP2B6 WikFH I b FEK AR IE S UL /INER,
-2 R R T 2 Ol FliEF SUH A
=
R TR 4-FAJEfL FIET e
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