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Abstract: Cytochrome P4502J2 (CYP2J2) is widely distributed in various human tissues and takes a part
in the metabolism of endogenous compounds and drugs. CYP2J2 can convert arachidonic acid (AA) to
expoxyeicosatrienoic acids (EETs), which have various biological effects, implying the important role of CYP2J2
in the regulation of cardiovascular system and promotion of tumor progression and metastasis. Additionally,
CYP2J2 plays an indispensable role in the intestinal metabolism of various drugs, such as astemizole, terfenadine
and ebastine. In this review, the metabolic function, characteristic of catalysis and tissue distribution of
CYP2J2 are discussed with the latest literatures both in China and abroad. The state-of-the-art methods for
characterization of CYP2J2 and current trend of substrate discovery as well as its relationship with disease are
highlighted. This review gives in-depth understanding of the function of CYP2J2 and its role in disease
advance. The information of ligand (substrate and inhibitor) will provide the theoretical guidance and reference
to the development of novel drugs for CYP2J2.
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Y1 {2, 25 P450 (cytochrome P450, CYP) A—3
WAk I 4T 3 - i B R G B R, R RIE T WM
b R A T RE A AL B R G oK i AL, 7E 2 R
VAL GV A IR 4k 22, MR K% 6 2 i AR
B LR ANE B 25 BUSY . IR BEIS eS
J A AR R T A R B AR . CYP2)2
FIE T HF AN LR, L6 WLAH M A0 3 3 ik R B 1
bRk E R . A CYP2J2 Bk KT 1996 4,
R A AT TR B CYP2T 3 5% A e — % 5
CYP2J2 fERNEZROIME RG-FHEORAS TR, @
A IR S A6 £ DU AR (arachidonic acid, AA)
AR 2 R AR BT RE R AL B R R (ex-
poxyeicosatrienoic acids, EETs) S 452000 L &
S (A B R RS 2. CYP2J2 mRNA KFEFIEE
5K FEE AR A 24 B, 2 590 400
WFEAEERS . TR 2 MM G Y, JRERELR )
(R 5« AKERIOETT) MR b 447 T AR .
ASCH M E T H Arst AJR CYP2I2 4046« Thig K fiE ik
FRAE . AMNEZSYI% CYP2J2 [R5/ FI Al CYP2J2 B
& (RYFIEI R B FEER & CYP212 5 A%
FRIAIME R S0 E BT 4R .

1 CYP2J2 E AFABI DT

CYP2J2 fE N AN 2, BREES T
O RGP, mENL WL K. B RE, iR
T ESM av B 0 4000 KRBUZE. wBDIX Kb
JUH B s Bh I S Ax 2 SH A9 CYP2I2 BRI . Herh,
XFF CYP2I2 7E L IV . BTFHE. faiE . B A
(I AR TR o I CYP2J2 & (AR IE KT 1=
KVF, CYP212 FERE T O M HL, @it it n
PG AA AR EETs 50108 KRGS, 3
RFIE T RENE S PR S BE, AUHSMRE A YA
W1, A CYP2J2 R A MRIE & BAME, H
5B IR Pk BRORE BB A S, LR 4H CYP2J2 #EIX L
e 2H R (1 3 A 1
1.1 OmE

CYP2)2 fENEN EE AT LM HL, Plb
JULEH A e, U S AR Bk A R A e, /> & Ao T
e DR BT H LA A, 32 3 KR AR K. 0
L, CYP2J2 AR AA A5 R EETs, i#id EETs 1%
i A BRI BE 100 M R G
1.2 Rl A&

CYP2)2 BAZ 5 ZMAMEEGY AN, H
CYP2J2 fEfiF. =~ BB A b CYP B &
1%~2%"", ZHEREARE, Bk 1, CYP2J2 —fi

ANSEREHMIEA) B AR RS TR E PEAE T o SR, AR IR
CYP2J2 HIFERELE 259 (an4n 4H i 24 0 s B S e R A
EIT) MR AW R EE E S EMDL. Brid,
CYP2J2 X AMIEAG A P AR E AT AN AT 22040
1.3 5

TEENE, CYP2)2 FE A T/ Mg (Fral
L) R A 45 e 1 K T B 1 s R WSORT 43 WA 1
L. R M /NE, CYP2J2 i1k EETs Z4E K, J5 &8
A Na 1is, AT BE T Ca® X i Kk
2 1B SAE HI CA B M) Na KR = B e
TESEAE, CYP212 fEAL2E LY EETs Xf7K. Na HE W
WA Ko s AR AR AR L RSO B IR A A R
Fir LA CYP2J2 X B E A= BRI e, R i) o o T A4 V1 4
J5 i B EAE A .
1.4 %

B 7 AEC IR BRI I A5 20 2 Sk, CYP2)2
TE KW R 2 A f i 5 XA IR & RIS & .
Dutheil %P7, Afirh /3 4i% ZF CYP, ifi
CYP2J2 3Rk 8 K2 CYP450 & &1 20%.
2 CYP2J2 HIThee RAEWAFHE

N CYP2J2 X IR AN A MR AR 6 35 HAT B L
TEALAE FH o AR AL DU R BRI 4 A2 R D, S0 i
T FR G0 I AR B BROR S B R IR AT S AT R o
2 PR AW, K FE ZFE, Wi T
LA B W A i s B3 7 s 12
2.1 ARMEEY
2.1.1 ENKBER AA 2 MAEMENR, 25
REZMMBES ST 5E S@EBIET . CYPLA,
2B. 2C. 2D. 2G. 2J. 2N fl4A W KK S 5T
tH AA “Ef EETs AR FE, HAd CYP212 BTEAN
DI R mRIE, A0 ME R RE AA K
HEM. £ CYP2J2 FIEAT, AA #AKI N 4 Fh A
HEYNEYER EETs, 145 5,6-, 8,9-, 11,12-F1 14,15-
EETs. EETs {EA—FWIREPEBIALE 7, BA 12
PR ARG TR L JE A . R S AT S
S LA LI A AN 6 55 2 Bl AR P iE A
2.1.2 #HEER Dy 4R Dy ARSI
FTEEDD, oTH5 . WERR AR 1A P P A 44 B R .
AJ 2 R SRR T H 7- it S NH ] B 2 AT >k, 7R T EH
HE R 44K Dy MBS IR 32 24k
e AEFFWER R 25-FR AR AT I 0 Lo-F2 GBI
AHARHEAL R P24 B EEAYE R 10,25- X2 5
g% Dy Hidh CYP2R1 A CYP2I2 /& AAR4EAE
R Dy HEAT 25-F2 A0 ORI P R 3 AT . CYP2RI
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(1) 25-F2 4k I MNARAL I PR =T CYP2J2. CYP2J2 X4
43 Dy B la-BR AR B AL R ' T CYP2R11Y,
BT CYP2)2 KESMTH . MMM, Frilik
N CYP2J2 XA IBA L P 4R D, AR S
A EEE .
2.1.3 HREMEEY CYP2J2 M1k i R4 1
WEA+ AR (epoxidation of oleic acid EOA), LA
9,10- 1 12,13-EOA N E. i EOA BB HFLR A
Theeharg e e U A8 ™ R0 B 0 S o
9,10-F1 12,13-EOA HIKZ 283t 100 pmol L™ (GZ 5
TIERAE), KRR T BE W&,
22 INEMLE

H 1996 £ N\ CYP2J2 KL LAK, s FLAf 7t 3= 24k
T AR AL A AR RO L RGBT . ELH
2002 4£ Hashizume 2518 R B CYP212 ATAR UL
H 2R EIT . v 7 B CYP2J2 K3, Lee
s U6IEE 9 CYP2J2 A 139 il bR FH 25 B AL AT
N, RILBZIEME ., Bl B, fhBEpg 25, BR
AR AL QAN S AN 56 RIA S5 B AN R 45 1 BE X
F G RREAE 2 5 T i AR . BT CYP22 25
LR, IR 10 e Ay 2 R
J5) (FDA) 2012 4 (R AH 5% ST WP I 25 VAt 58 38 551
CYP2J2 TEZ5AR b /e Y. 2 ) i 7 R B,

Table 1 Exogenous substrates of CYP2J2

CYP212 WIEMESRR: T AR, SFEEHHEAM CYP
i (0 CYP3A4) AR 0 e g MR A0 o] 242 ik e
1) 4 AL FR AL RN R BACA CYP2I2 FEA HIAE A AR
. BAR, CYP2J2 FEIHIEFI I iE CYP Fg 73 A &
AN GRS, R EEA L, (22014 E,Kaspera%[zz]
HESE, KT/ i s i CYP2J2 @42 AR R
&1k 70%. Uehara 252K 3, CYP2I2 £8 AR A4 /N
i i B ] WO A ) R o 2 B e AR
2.3 CYP2J2 B{L4HE

CYP2J2 i Z 540G MHIMeRE . FRAGAENSE
Z P R B2 A  HANR SRR AL S SARAE N : ©
WIEERIAR SR AR NI VESE# (Bl 215 4= 45
M (R, KAASEHFEEZHN, @ Rk XE
EREVE: CYP2J2 i a] T A A G W oK i S5 3 PR A
EELOE A=

B, N CYP2I2 (MR g iRk pt e, HE
AR FLE 0 L CYP2)2 HFHAh CYP WAL 5 Rk
7R CYP2I2 MRMIR A 454 LML SR 1E
CYP3A4 2 HAl KBS CYP2I2 i & & i B i
) CYP. — 3 LI 5, CYP3A4 TEMEALA [F RIS,
RN T B AR R G e i R A b, ETF
& CYP WAL . X — IS, Lee 1Y
JEiL CYP2B4. CYP2C8 il CYP2A6 [ 1A 4h 1 [F]

Substrate Metabolic reaction /pml(i: - /nmol~m1;:i’: S /mL~m(ii1]ji'n~tnmo - Other involved CYPs Reference
Fenbendazole Hydroxylation 0.32 0.62 [12]
Albendazole O-Hydroxylation 1.91 0.65 0.36 [12, 16]

Sulfoxidation 4.23 1.89 3A4
Apixaban O-demethylation 0.27 1A2/3A4 [16]
Astemizole O-demethylation 0.65 1.129 1.14 2D6/4F12 [16]
Benzphetamine N-Demethylation 0.08 [16]
Bufuralol 0.17 [16]
Cyclosporine A Hydroxylation 0.12 3A4 [16]
Danazol 0.29 3A4 [16]
Mesoridazine Sulfoxidation 0.06 3A4 [16]
Nabumetone 0.11 3A4 [16]
Tamoxifen N-Demethylation 0.19 3A4 [16]
Thioridazine Sulfoxidation 0.27 3A4 [16]
Vorapaxar Hydroxylation 0.0306 3A4 [17]
Ebastin Hydroxylation 1.3-18.3 8.2-40.6 0.45-31 4F12 [15, 18]
Hydroxyebastine ~ Carboxylation 0.75 9.86 3A4 [18]
Eperisone w-Hydroxylation 0.026 6 3A4/4F12 [19]

-1 Hydroxylation 2D6/3A4/4F12/1A2/2C9
Anandamide 20-Hydroxyeicosatetraenoic 3A4/2A6/2C9/2D6/2E1/ [20]

acid Ethanolamide 1A2/4A11
Terfenadine Hydroxylation 0.4-1.5 20-29.4 3.98 3A4/2D6/4F12 [16, 21]
Ritonavir Hydroxylation 0.016 2.0 3A4/5/2D6 [10, 22]
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JERBLBY R CYP212 M4, KIL CYP2)2 5
CYP3A4 BAREAAHPARITEE S A (1420 A 5
1585 A), Ho-#FHEMESBENEHAEREZR. ©
EN CYP SR NP2k I 21 2 37 1 ik (41 455 PR 1) £ W8 e 1 A
A3 BB e p-4 2 18], CYP2I2 i Ve A s B 55 1 (AR
AR 277 BIAE IR 346) N 9.4 A, 1l CYP3A4 iGME=
JEs 55 FE (TR RE 305 B IE 374) N 15.1 A
BT UL CYP2I2 WG M2 s R A A 3A4 11— K,
AT LRGN R IR, BRI a5 0 e i vs T 2 s
b 3A4 %, DR G40 ) T 25 9N A o 3 2 BRIl 4T 3
BRIEVEAL S B0 o Lee S5 %t X CYP3 A4 AT CYP2J2
X TRT s e R L BT RD DR L R AR . SRR IA
W R I e S ) R Ak Ok B M, NS IR AR IE SR
CYP2J2 T[] T AR R A 75 5y 1E N 78 723 i 1) A iy
TEPEAT £

BeAb, FEESE LR 2% CYP2J2 KM AL Ih e ik
SO, — S ILR Z A5 PE, WEH T143A.R158C.1192N
By N404Y ZRAFH) CYP2J2 £ 8 35 PR KT AA AU,
AR BB A . S T RN FECR (W0 AA)
5 CYP2J2 A EH AR F AL, Xia Z5PY5ET CYP2AG6.
CYP2El. CYP2C8. CYP2RI fll CYP17A1 [¥] Ak 45
H, ¥IEET CYP2J2 ) 3D SR, @I AA
5 Cyp2i2 A EAE S, K Gly486 1 Leu378
52 A VAT A5 Sk SR AE B FH AR 1R N R AT B A
(AA) FRFIEFESCEMER . S8 T143A. RIS8C.
[192N. N404Y F G50T Z4% H AT A — &l 2 H 2
Bl A4 b 2 e 0 A T LR R A, 11T 51 S CYP2J2 AR
AA [IZHBESEH o Ak, Li ZPI5ET CYP2CY 1 A
SEMIFIEARE T CYP2J2 1) 3D 458 . MRHE CYP2 K
WA RFAE, I CYP2I2 5 6 NS & Xk, H
JE A &5 G DX 3 1) i 2 DG B B R IR, X TR 0 F AR il B
SEAEEEH (R 2).

Table 2 Key amino acid residues responsible for ligand binding

Substrate recognition

Peptide region Residue

site (SRS)

SRS-1 p' Helix Phe56, Leu83, Metl116 and
Argll7

SRS-2 C-Terminus of F Glu222, GIn228, Leu229

helix and Asn231

SRS-4 Central I helix Phe310

SRS-5 pl-4 1le376 and Val380

SRS-6 A1 Hairpin Gly486, 11e487 and Thr488

3 CYP2)2 BUIRET RN IR
—J7 1, CYP2I2 J7&Z44 T Ak, AR IR
AW O L R G AR Ty, LS MR s DB &R

F L2 MmN RAERE. H—J7H, BRMAESEY
ffy CYP2J2 E 25 AR B 0 M €, () 211
JE A ol A0 G A B T T A5 25 W 1) 32 AR AR FH 3R B
FL AT B8 AE 250 AR U AN 24 49 2 1) A B AR o ke B AR
o BESR CYP212 BIThae S5 2 R . 29 RIAT R
PUH — M eBEE, RIEXF CYP2J2 FOTE MM TA1E
AAER N TR T iR CYP2J2 TR R AR B
29 AR R I, 8 SL m AR AE CYP2J2 DjREKF
MVPAN J7 i B R S

H T, NH&ATZ AN 8 A Ihae K87
gt B B AR R R e R, e )
40 A= RS BRSPS ek S TR B 1 RS MR VP o AR I —
R, R A H AR B A DR RS . B
SRAFSCHE L LB 78 CYP2IR2 M E £ 45 &% 5+ .
{H CYP2J2 EREH AR FENIRIES 2, 75k DL Ry
W ARG R S5IIE. BT, RET. FEEE .
o] ] MK P 60 G 24 JA WA A 5 FH ) A AR Ah 2 58 R T
RAE CYP2J2 W& 1 I HREH A - 1 =35 $4 R IR IR 24547,
TR AR S A RIS Y00 368 8 56 1 T A A B 22 BN R 5k
. B2 51 CYP450 fEAIEFEYET 5. Kk CYP2J2
Ah, R EHITIR S0 AF12 AR, el 4 A0 ey 4 ik
o 3A4 XU, TR A KL BE 2D6. 4F12 A
AU X 2k B T 5, Lee 250250 98 ¢ R i L 22
CYP U2 A2 i N-25 23RN 4 AL FR AL FRAR U =4,
4 f IR — A CYP3A4 251 CYP2J2 AR
I B ke B T DA 3A4 AL, (H 4 BLER Ak RN
3A4 JLFAZ Y, IMNERRZELILE N 0.36, & Hjik
PR AT VAN CYP2I2 VM AR OB . 75 B
B2, DA b Bl TR A 00 R s A= 4 R I
JE BT OB R . VRORE S K TSR A I A AT, AF
TERERT . BRAE BB, A ReEAT i I8 B A I 45 ] R

ARG T 9O CIRE IR B T H A e vl L R
B BRI & T Sl E RS M, 58T
B Ah 2225 B2 R R BRI — . R 1
LR BT TP BE 77 98 B AR5 Bl o R IR BT IR, AT
T2 3R A T H AR S VA I A4 2 P
ZE SR AL WA R B SR I i R I, BT
RN AR U B Th A8 5 A\ AR R AR R & TR 1R 26 &R
Gttt A I LR T . HEl, 5T HAREN
TR AR M B L Al 407 JE< 40 11 65 R R AAE Sk 18 THAF R AR
it S R G IR T O RO % AT ) SRR . i,
Dai 257K CYPIA BEAEALIEVEH O 2 2 MR ix—
FEME, DLROZBG W LT 1L 2 307 R B Em 0-%
BEHE [ BIX — 4R, DL 1,8-Z5BEE i R4, @it X
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RN 1,8-ZE R JZ AT AR TRt A B AR AL, AT
HlH T CYP1A R F I XUOE T R 6 #R % NCMN; Jin
28I S SRR TG 2 (carboxylesterase, CE2) % 17K
PRI /N . TR K B D IR IX — HRRAE, 43 31 DA 25 Tk
S Ji FORY B i (— FhaT 4 A a A N R G R T
RYNERRATEY), B R Bk CE2 MAUET
7 CHRET Y NCEN AT 21 4ME 4T DDAB; Lin 4512
BT %) B % R ¥ 2 B8 1A1 (UDP-glucuronosyl-
transferase 1A1, UGTI1AL) JRYS G X £ & FR 5T
PR IE IR IX — R, UL ROZ e O I A 2 36 55 R 2
AP O-F % FERS BRI I SIX —HEAE, LA 4-F2%k-
18- ZE W W i Ak e, B kR EMRMAKBT
UGTIAL ¥ e S R 58 SRR« LR ARG 1) 2%
JCERE R O T T B A AR IR AR b H AR )
TREPEAT « LA B AR 40 1) 70) B 15 790 ) v i 7 12
SIPM SR TT, NAEYIEE 2 AR SRS L T 5 A
M LHRT. B, ARRATEEE S CYP2J2 AL
5 B FL Al e JER A 11 285 R RS AR SR LI C Y P2D2 (1)
R PEPRET R, FHK LR T CYP202 i) 5] B v
% K& CYP2J2 DyRe 5 1 55 K AR R R A (1 26 &
I
4 SNEHIFT CYP2J2 RIEFIhEEHIRIE(E A

CYP2J2 52 Py (¥ kA R J& A7 16 % V) If Bk
o —J7IH, SNEVIBTA] REXT CYP2J2 18 AR IA A
AL THREREAT TR, IR CYP2J2 ZENLIA (I Th e T
i, KRB, R, NEYIT AT REXS CYP2J2 M
IR IE R AL DR HEAT 7S, K CYP2J2 ENL AR H
(T REF-1, TR IR A R . Rk, BIRGHMR
Vit CYP2J2 3Rk 5 ThRe A #E X T gk CYP2J2 7
PR R A I JE AR BL CYP2J2 SAHE 55 (138 24
KETTMBAAEER L.
4.1 SNEHIXT CYP2J2 BYIESER

H T, X CYP2J2 i 37 i AH A Fo i 3D .
WA R CYP AR R SR AR 2, 22 %W
AR S CYP2)2 £ik. Lee ZPUHIFTAE LI
THERBRIEE AR (butyl hydroxy anisd, BHA) Bi4F T
FXF IR Wy (tertiary butylhydroquinone, TBHQ) &
ST AT ANAE 24 h J5, RBLCYP2J2 JE R AR A RIA
ARSI B TR 2 5. (HIE, BARFEXT CYP2J2
7SN RG0S S HROE
4.2 SNEYIFT CYP2J2 BOHDEI1E R

2007 £ Lafite 20" R I —FiRp AR A0 2 MO AT A4
Ykt CYP2J2 A AT bl e I LAR, 2 Bk & bk
W AR SR 2% CYP2D2 P /EHHIME . Lee 2511 B

138 FliEEZYHEE 42 %t CYP212 ZHLH B &
FIANEIER . HAT, SRR CYP2J2 il A ik
oM HARTHERPY, B E LT, #ok
i_E[M, 35]\ iﬁﬁ[%];ﬂ]%@ﬁl HA[”]%, WJ% 3[30, 32738]o
B K VD HH A SRR G 2 1 ORI CYP232 R [A]
WA PE MG 259, JF B e Ak B R A 3
CYP450 Jl 21 10 fif. [HARE S E, XL CYP2)2
{440 1) 700 B B O IR AR P o K B Bk
CYP2J2 S5 Bey =] Ik na A i L A I 35 By 4 il 4
BT CYP2J2 5 B L3 T A4 AR 0 5 AR 1 9
B IR R AR ER BT 58 406 CYP2J2 X pay 2K
M ] ] IR R TR A R AR, A T AR B
THRAKAEIERRIE. BT CYP212 HIEMES I
5 CYP3A4 AL, 7EUERAF TR I C A CYP2J2
a0 PR A TS TR e % 3K o R Tl i [) B A TT A4 DRy
CYP3A4 4 7). BRIk, 4MEYIE CYP2J2 AH H
VE R T 7 Edt— IR R
5 CYP2)2 5&FEHXER

HRAE CYP2J2 78 NAK I 43 A1 1 6 S e B S AR
FEYNRI A BRTH Y, CYP2J2 550 I 5975 « Je AE AN ZR
DRI ERRE B 5 B B A O . 456 CYP2)2 5 H ik
R P AR 75 B 25 & R i, — J5 T n] U K
CYP2J2 i e MEAREH R AL AR N CYP2J2 FiE PETI
ARG, & 7] LAAEARSME R CYP2J2 Hfil5R], FF
R HT 2
51 OMEER

CYP2J2 Rt AA 724 EETs, EETs 7ML V1
JULZH M o B 5] L B Tk R A 4E B A AR
At B R (R4 TR RAEEA
FIE BTGB 5 SO R P B
(O EETs @ 0% 5 K7 NF-«B [3#0E, )
WA EE-2 4 ZE B 2T (cell adhesion molecule,
CAM) FIFIE, ) A% 40 i ) o 55 BE BB, A& 4%
FRAEAPY, @ CYP2J2 @it s & I A $TIT
PGS POETE (ML P T LG R A Y 3 S T
EIE), AL KR N IR 2 R UL R 2 Ak,
T 00 1) 4K e 5 30 3 98 T 1) 4 28 1
WA ME SRR © EE RS, —J7m
EETs AT 3k 57 40 P A R0 I 8 A2 s, 5
— 75 TH EETs #0058 P35 L 40 B3 5 . 36 o e gk
110 2 23 0L A A s R 40D ) 24 38 B A 5 0L fR 4 1R
H; @ EETs i&F HAh 2 Fh s\ BRI RIS, 052
FRISEEER s VR T 0L Na'y Ca® e ia Al
o WLEH i f e 4 h RO #10
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Table 3 Inhibitors (ICsp <25 pmol) of human CYP2J2
Inhibitor Substrate /;mll(;lj ~()L" /pm]()<1i~L" Type of inhibition In(}ilcb;zlin I%f:f::z;gz )P s Reference
Decursin Astemizole 10.18 8.34 Uncompetitive inhibition [30]
Terfenadine 1.8 15.8 Uncompetitive inhibition
4-Hydroxytoremifene Astemizole 8.4 11.1 Uncompetitive inhibition [32]
Danazol Terfenadine 0.07-0.34 Competitive inhibition CYP2CS8, 2D6, 2C9 [32]
Astemizole 0.07 0.02-0.06  Uncompetitive inhibition
Albendazole 0.05
Ebsatine 0.18
Terfenadone Albendazole/Astemizole/ <0.21 CYP3A4,2B6 [32]
Terfenadine/Ebsatine
Hydroxyebastine Astemizole 10.9 8.34 [33]
Terfenadine 2.03 15.8
Flunarizine Astemizole 0.94 0.13 Competitive inhibition CYP2D6 [34]
Telmisartan Astemizole 0.42-0.85 0.19 Mixed inhibition CYP2C9 [34, 35]
Thelephoric acid Astemizole 3.23 [36]
Ebsatine 532
Terfenadine 3.27
Tanshinone Astemizole 2.5 Uncompetitive inhibition [37]
N-Desbutyldronedarone  Astemizole 0.55 Mixed inhibition CYP3A4,3A5 [38]
N-Desethylamiodarone ~ Astemizole 7.4 Uncompetitive inhibition [38]
Dronedarone Astemizole 0.034 Mixed inhibition CYP3A4,2D6 [38]
Amiodarone Astemizole 4.8 Uncompetitive inhibition CYP3A4,3A5 [38]

e, CYP2J2 AU AA AE R EETs 15 & i
BN K SR A, Co ML AR I P98 3 R0 U T e AN 42 50
LA 995 15 3 AR R AR AR R AR A . IR, 202
PR R 2 SRR, H G50T MR 5 & H -
R 5N TGRS, HILREE 5%
ik, S EETs & &K,  EETs 1A 25 /EH
55 R H e, BRI 3G s R B Rk g e A ey i s

KEEH, B cyp2)2 mILLE S EETs & &,
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5.2 JEIE
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521 HUEHEA  Let-7 fEisofe s durh il KB
—2% miRNA, Let-7b #& Let-7 Z KK 72—, A0
il B FIR AN R A, & — Bl R 3 47 . Chen
DM@ I AW (5 B2 T RIS PR Let-7b 2 551
FEREA R CYP212 B H R IA &S5, 1 miRNA
Let-7b 2 F#{ik CYP2J2 [k, R4 K. &XiE
BT CYP2J2 S¥ i (vE (eI & o HAHT#A KR
Z AP A] LS 0] CYP2J2 3 P Sl A 14t I s
il S8 240 L P T B U (U . HLR IR CYP2I2
1 EETs — 4@ EEPAT & Bel-2. Bel-xL

FIZIEF IR TR E Bax MIFRIE, B 1R 40 i
AT Sy —J7 @Rk o iR e B A DGR R (R,
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FERE S, (R IR 4N Y R, L CYP2J2
VB NPT B S 05 VR PR 4 4 C Y P2J2 Y R IA Bl AT
il fefRg ZH 2 CYP2J2 13 1 35 mT S R
522 MBEMEAYINITE CYP2J2 o] LA £ F
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B Je MR B AR JE SE PR 254 o A iR X e 2454
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CYP2J2 X Hifi s 25 ¥ (AR E B A8 77, Narjoz 1
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