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[# ZE] BM CYP3As 520w AT 49 R N . BRI+ CYP3AS JEH 2 5 201 A I A
FEFBERR T AR AR IMIF S o 12 3G b A T 2P 1 100995 28 )L CYP3AS-6986 3 i i) 5 IR 70 43 A7 o oS R R TR 2 5K
TR BT HE PR 3R K A U TR BUS RN IR X . ik O R A ME6E-FR S 5 B B 2 5k
7715 (PCR-RFLP) J PCR =750 , Krilll 66 5136 2t B i LA 20 B BELE ) CYP3A5-6986 i 1 3

#4341 s QSERT A 5 PCR VARG B4 K B2l L 15 B SR A% A0 M P9 wi-CYP3AS il SV1-CYP3A5 mRNA [1)3535
Ko R OXRRAM S MR )L CYP3A5-6986 225 AL AFAEBF A B (CYP3AS + 1/ % 1) 4K s8R
(CYP3A5 %1/ #3) 4lify 5828 R (CYP3AS * 3/ + 3) 3 PRI ; Q66 f3il47) i 2 1 15 A6 ) Loyt 5 PR 780 434 i %ok L
mRNA 5K EIEATARN 3 28] iy wi-CYP3A5 mRNA 22545 B2 VE 5 X (P <0.05) ; @ALL 41 wt-CYP345 mRNA
RFAFHE 1 ALIT IR MRS T wi-CYP3A5 mRNA J KA #H , W #H L EFA B EER L (P <0.05) ;@X ¥
1] 2 P UA ECL 4 L 2 1 s FEUL I CYP3AS mBRNA 23K /K 328 W 7w, 1 il &2 & Bl wi-CYP3A5 mRNA 3R35 /K
B TS 3 1 4] wi-CYP3A5 mRNA Fikh—H A FHAUKTE , BILE AL TEMRDS . 88 wi-CYP345
mRNA 355 [ 1M B LI AT T30 S B YIARSE , shZS M wi-CYP3A5 mRNA 2%uJ<¥W£ﬁEJJT¥IJ W 17
4k [hE LA JLRIZE,2009,11(7) :549 —554]
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Expression of CYP3A5 mRNA in children with acute leukemia

HUANG Zhen, CHAI Yi-Huan, CEN Jian-Nong, HE Hai-Long, LI Jie. Department of Hematology, Yuying Children's Hos-
pital, Wenzhou Medical College, Wenzhou, Zhejiang 325027, China ( Chai Y-H, Email ; icecream2019@ sina. com )

Abstract: Objective The cytochrome P450 subfamily IIIAS ( CYP3AS) gene is responsible for the metabolism of
many clinically used anticancer agents. So far the studies on CYP3AS5 gene has only been focused on the leukemia cell
lines. This study examined the polymorphism of CYP3AS and tried to find the possible relationship between CYP3AS5 gene
expression and treatment outcome or prognosis in children with acute leukemia. Methods The genotype distribution of
CYP3A5-6986A/G gene polymorphism was detected with the polymerase chain reaction-restriction fragment length
polymorphism ( PCR-RFLP) method in 66 children with newly diagnosed acute leukemia ( AL) and 22 control individuals.
Quantitative real-time RT-PCR was used to examine wt-CYP3AS5 and SV1-CYP3A5 mRNA levels in the bone marrow.
Results Three genotypes of CYP3A5-6986A/G polymorphisms were found: CYP3AS % 1/ % 1, CYP3A5 % 1/ % 3 and
CYP3AS5 %3/ % 3. There were significant differences in the wt-CYP345 mRNA expression among the AL patients with
different genotypes (P <0.05). In patients with acute lymphocytic leukaemia ( ALL) , the complete remission (CR) rate
in the group with a low expression of wt-CYP3A5 mRNA was significantly higher than that in the group with a high
expression (P <0.05). A dynamic monitoring for wt-CYP3A5 mRNA expression was performed in two cases of ALL. The
expression increased before ALL relapse compared with that in CR in a patient, while in the other patient, the expression
was kept in a low level and the patient remained in CR. Conclusions wt-CYP345 mRNA expression was associated with
the treatment outcome and prognosis in children with AL. Dynamic monitoring for wt-CYP3A5 mRNA expression in the
bone marrow may be useful in the evaluation of the disease severity in childhood acute leukemia.

[ Chin J Contemp Pediatr, 2009, 11 (7) .549 —554 ]
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At 2e 90 ARAUHE I, 25 ) 1t AL A A A A 2
H S B ATTIAREN 25 W AR 10 188 1% 22 25 1 m] 5 2
BE XY AR BIR T ROV . AT S g2
W] CYP3A5-6986 i mi Y FE N Z 5k A g 5 L&
A I Y S R AR T B A
CYP3AS JEP7E R F I LA 0 2 38 S 5 il
JEBIRER  FHR R NAETG T I B AT B A Y
mRNA (wt-CYP3A5 mRNA ) 3k K- 1 g 25K
TIRIAEBINVIG RGN G AR B F 187K
-, S L R TS I T O SR e AT RERY
LU OREP g o T iDR Y i

1 ®WH5F*

1.1 #HRIHR

P 2005 4F 11 H 5 2006 4 12 H M K2E= M E
JUEE B B i i RHISIR 1Y 66 146 i 2P 1 il 28
JLARFFREX G, 66 i) L H 20k ik B 240 f Pk
%% ( ALL) 34 f4i], ¥ F] DOLP ( 2415 3R/ 2 P A
FLLGR + KW + 1 BEGRG + K JE P/ 1 58
KA T3 G5 FI6IT . 2VERE A ML 1 s ( AML)
32 5], B M3 4 X 4E B R (ATRA) 15 3241, 34 H
DA(RLLEZ + PRI ) 715 697, FEHLAER
S IR AE e 1 20 B i 8 LAE 3o BE A,
AR SR A I I M S5 A ) Lo
1.2 CYP3A5-6986 {i s H 5 [F 2444 )

Jo; 5 G Tt - B ol M B JE 22 8 1% (PCR-
RFLP) J5 % . PCR #7510 5 , BARHRAE 2 B S
BRL1 ]

1.3 BEHZMAMmPA wt-CYP3AS 1 SV1-CYP3AS
mRNA F) 3R IE 7K F 46l

Jof S22 i RT-PCREAG
1.3.1 RNA R HHEPR A H] EDTA $UE, I
FHIR L 4 53 2508 53 25 FR S A% 4, SR A TRIzol 4k
A& (Invitrogen 23 ] ) , #3050 &5 156 B 42 B 40 5
RNA | 84N 0GR RNA (19 /8 FIAEE

il PCR 435 A L. DOFF 1: HL200 L f 48
A 6-FEHLG 14 2 wL;RNA 4 pL,DEPC 7K 9 wlL; &
RIS pL, fEH41F:70°C 5 min 4°C {17, QF
2.5 x Buffer 8 ;10 mMdNTP 1.25 wl.;200 U/plL
MMLV 1 pL;RNAsin 0.5 pL;DEPC 7K 14.25 plL, &
PRFL 25 pL, Q4 2 A 1,340 pL kR,
WR M AT 157 A5 A 37°C 1 h,95°C 5 min,
4CIRAE, MEMREES, - 80°CLRAF# T o
1.3.3 3|4 %3R4 K& GenBank [f) CYP3AS
mRNA J#%]{fi F Primer Express Software 2.0 1% i15]
Y. HBHE CYP3AS, wi-CYP3AS5, SV1-CYP3A5,
GAPDH ()5 | W FEREr i gAY TR AR AR A
A B, AT VYRR ET B P 51 L2 1,
1.3.4 % k%% PCR AR /ARG My 12 M
K562 7 g 42 i) RNA J5 | #74% RT-PCR 3543 514"
14 wi-CYP3A5 SV1-CYP3A5 $i1 GAPDH KL/, =4
afifb iR & (M E R A ) 4ifkf5 5 Pmd18-TVec-
tor (AW TARAT IR 7)) i 4 AL BRI AT I
DHS5a, 5535 BV v B I 42 UsORE , 4lifk f5 - 20°C ff
el
1.3.5 #it/E ey 2% PCR ALtk & A5 S x
Buffer 5 wL,MgCI, 0. 25 wL,dNTP 0.75 pL, Taq [
0.25 pL, Em51# 0.5 wL, K1 519 0.5 L, #iAk
2 L, ¥4 0.3 pl,dd H,0 15.45 L, 20 sk
h 25 L, 4 ROV SR IR :95°C FAEPE S5 min,
95°C A4 15 5,55°C 1B K ZEAH 1 min, 3£ 50 MG,
T2CHRZEIEN 5 min, 4°CORAFY G )
1.3.6 F8FZ % PCR 7 k4 CYP3AS 84 s & 5
A I © &8 7 B SE I 2 & PCR J7 i, % il
£R11 66 11916 2Pk F1 s S LAN 20 )0 B L 2
1T wt-CYP3A5 mRNA Fl SVI-CYP3A5 mRNA FEik7K
AN
1.4 ZitEHE

KPS A ¢ K50 70 4 CYP3AS mRNA
TEAN [ BE PRI R B 11 15 £8 v 22 A e i e s R M
RITHEER % e CYP3AS mRNA 5 383K KA IR 1Y

1.3.2 ¢DNA &% NIAISEHE ABLAR] 9600 B AWy Zefif Rz iR A W im FI R Z 05 220
®1 SR HBOEERF T
NAGEIEY B 519 T

wt-CYP3A5 5-GGGTCTCTGGAAATTTGACACAGAG-3; 5-CTGTTCTGATCACGTCGGGATCT-3; 5-6FAM-ATGTGGGGAACGTATGAAGGT-
CAACTCCCT-3

SV1-CYP3A5  5-TCTCTGGAAATTTGACACAGAGTGC-3; 5-CAGCAAGAGTCTCACACAGGAGC-3; 5-6FAM-AATGTGGGGTATCTCTTCCCT-
GTTTGGACCA-3

GAPDH 5-TCCTGCACCACCAACTGCTT-3; 5-GAGGGGCCATCCACAGTCTT-3; 5-6FAM-CACTCATGACCACAGTCCAT-

GCCATCAC-TAMRA-3
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LL# CYP3AS JEPRIFRIRTFE AML ()45 WAL [A] (% FAB
O3 A 2E R A EE T SPSS 13.0 Siit4k
PEr bR, P <0.05 Wil b= h B,
2 #R
2.1 CYP3AS (i mpERFE B8
CYP3A5 R:[H-6986A/G {if 5 i) PCR ¥ 34 =4y
FBCA 293 bp, EEUIYIE ) G UK RS 3 Rl
B, OB AR (CYP3AS + 1/ 1) : B V) )5 1 8
148 bp,125 bp F120 bp 3 4~ Fr Bt; Qa5 58 A8 1
(CYP3AS5 %3/ %3) ;i) 5 7 I, 168 bp F1125 bp P}
MR BB RARI(CYP3AS 1/ +3) ( BY) 5
Fi 168 bp,148 bp F1125 bp 3 M EL,
2.2 3 FERE B E ST
WAL T A-G AEE N ERR(E 1 ~3),

230
T C T T TCAATATT TOCT

AN

B 1 CYP3A5-6986 «1/ 1 HEEEMNFEE 5L 4
6986137 15, LA A —/MI
230
| C | | I C A C | A1 | I' ( |

B2 CYP3A5 =3/ +3 EFEANFE
MEA G —1 1%,

i Ak 6986 fi7

B 3 CYP3A5-6986 1/ + 3 £ [FH &/ &
6986 o7 sk [F) i iy L A0

i Sk 4k

2.3 3MERBENSHE
66 i 11 1ML 5 L H A 15 B K IR CYP3AS
x1/ % 1,16 | i CYP3A5 =1/ %335 fi| 2}y CYP3A5
%3/ %3, 20 I XFREAH L H 1 R IR CYP3AS
1/ %1, 9 | CYP3A5 1/ %3, 10 f§i] CYP3AS5 %3/ %3,
2.4 IHEE PCR FiERMNEHWEFMRL
BUZRAFRY CYP3AS B iR 2 WL (MREE R 1 x

10° copies/ L), 10 {5 M BB IE J 1 x 107 ~ 1 x
10° copies/ wgRNA Z [f], 43 H k47 & & PCR ¥4,
L5 R UK 1K 1 x 107 copies/ pgRNA , HZ MG
DGR 5 B0, H RS A Y Ce AR

U PR SEE  E R B r =0.997 (& 4,5) o
0.4

0.3
0.2

Fluorescence

0.1

0

40 50

0

2 v Cycle .

4 RUBEH CYPIAS LXK EE D HTE
CYP3AS Gk 10> ~10° 5By W &, woR T HE% PCR §8, ¢
AR SR EERG I, Ct {5 R ISR 7 T OB L

7.5 y=—-0.29x+12.12;

i r=0.997
g st
=
g
o
@ 25
—

0 Lt ' ' ' '

20 25 30 35 u
Ct Cycle

BES wt-CYP3AS EREMRAEMEZE S5 1 G SR
ARG T B R BOR RAEAR G, 7T LU R AR A trwi-CYP3AS
TR, Ry -0.29, HE R 0.997.

2.5 wt-CYP3A5 mRNA fJ5i%

2.5.1 FREAEAEAEILEG wi-CYP3A5S mRNA £k
K AR CYP3A5 x 1/ = 1 FLA APy B p= 4 By
A 7 mRNA (wt-CYP3A5 mRNA) , CYP3AS # 1/ % 3
Fl s 3/ 3 KL PR N A7 78 B AR AL AN AR S AU Fef
mRNA, TGI8 42 CYP3AS = 1/ %3 if & 3/ =3 FH
7 wt-CYP3A5 mRNA F1 SV1-CYP3A5 mRNA ] i
FH, r 43 550,790 F1 0. 847, % JE % wi-CYP3A5
mRNA 7t 3 Fi PR By B REAG I 21, H. wt-CYP3AS
mRNA 5 SV1-CYP3A5 mRNA B A0 ¢, 3¢ H 40§
ik, the 58 CYP3A5 T fE i) £ E & wt-CYP345
mRNA , B MR w36 20k H s A8 L e R R 43 40
JE R H: wi-CYP3AS mRNA Rk K- 1748115041
3 2 [A]#Y wi-CYP3A5 mRNA Rk 54 W& (%R
2) . 66 filw) A UL £ LEY wi-CYP3AS mRNA -
PIKF-h 16,15 £19. 64, 5XFHRZH 14,11 £4.02 [
B, 2ERTCREN,P>0.05,

2.5.2 wit-CYP3A5 mRNA £i5K-F5 FAB 4 & &
A 8K F i ALL 8L FAB 23 BI(L, 1,
Ly) Bk R 5 £, UK AML &8 L) wt-CYP3AS
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mRNA FeK - 15 FAB 4904 W AU F 56 R EAT T
W75, 32 FIPIAER AML £ JLEAS AR FAB -M,
2 i M, 11 5] M 8 5] (M, 6 f5i] My 4 5], X LLIX 73
FRUL G, T M, BB RIIAGT AL
M3 ATLIE 1, My 3R Fdc i, My BAIG, 22
SAEEMN (P <0.05), HAl44%[E wi-mRNA 3£
KK R IR ENE(P >0.05),

x2 AEEFERZILE wt-CYP3AS mRNA tbE

(x%5)

e ik wi-CYP3A5 mRNA
CYP3AS 1/ % 1 15 27.78 £13.25
CYP3A5 1/ %3 16 8.41 +11.23°
CYP3AS %3/ %3 35 0.85+1.73"

a: 5 CYP3A5 = 1/ %1 405, P <0.05; b: 5 CYP3A5 %1/ %3
2H 13, P <0.05

%3 wt-CYP3A5 mRNA %3k7k £5 FAB 48 & T

BRXR (x£5)
43 %% wit-CYP345 mRNA
M, 11 26.53 +6.11
M 13.96 =15.51
M, 6 28.02 +11.28
M; 4 32.01 +4.30°

a: 5 M, BUA L4, P <0.05

253 FAEFERKZFRZA G hmEIL wt-
CYP3A5 mRNA #GAK-Fagibs 34 {935 ALL
T R B H S AR 13 B AR AR 6
], R AE R 11 ], ooy 2440 4 B, 3 2z
wt-CYP3A5 mRNA kK V-2 R Io i k. HEAH
1(1519) (1(9;22) 5 t(4;11) BHZ ALK PIE ALL
L wi-CYP3A5 mRNA 5 1E#AZ ARG LA 22
A WEM(P<0.05), 32 WG AML &L 3y
OAREE I AEIRA A 9 B AR ASARAL 2 B,
TAEIRL 18 ), TC oA 3 il YRR A
&1y AML JL# wt-CYP3A5 mRNA 235 YK 5
T AR, 2RI R FEM(P>0.05), K
TR PG, RINAGAT 0. BRIER 5 5%
W AML ()L wt-CYP3A5 mRNA 2% 5 ¢ I 2 %
P>0.05(34,%5),

x4 FEEHBEAREMNERILA wt-CYP3A5 mRNA
Lk & (x%5)
ALL AML
2151
% wi-CYP3A5 mRNA {50 wit-CYP345 mRNA
I} Ak 6 13.71 +4.83 2 -
Tk 13 17.42 +7.97 9 26.14 +3.35
Mok 11 12.60 £2.51 18 17.56 +3.06

K5 FEFEBEMEZEEE)L wt-CYP3AS mRNA LLER
(x+5)
ALL AML
25
ik wt-mRNA 1% wt-mRNA
IEwRZR 13 16.24 +9.74 9 11.63 £23.77
SEER 6 27.59 £1.32° 11 17.21 £3.06

a: GIEHARA LLH, P <0.05

2.6 wt-CYP3A5 mRNA RiZ5IGERFHHXE

2.6.1 A1 @ dkl wi-CYP3AS mRNA k& ik 55 4%
fRFeg X & KEE wi-CYP3A5 mRNA FihKF,

FEWIE E I LA e R 2 AR R, X
BTG WG W G2 i 2T . 28 AT 3
T REAG ) ALL h, wi-CYP3AS (53R K5 58 2 %
it (CR) %4 33.3% (3/9) , wt-CYP3AS ik ik #
CRE N 89.5% (17/19), S5 H B FEE () =
4.481,P <0.05) . 23 ] #4197 2 PFAL ) AML iR
JLH, wt-CYP3AS 3385 7 B, — A7 R IG5 G2 i)
£ 2 ], CR Zk 28. 6% ; wi-CYP3AS {335 # CR
FoHN68.8% (11/16) , R TBEME ( =3.522,
P>0.05),

2.6.2 iR d wi-CYP3A5 mRNA % ik K-
E¥ld X W36 ) i fe ALL f& L wi-CYP3AS
FBK AT B A W . P R LY CYP3AS =+
1/ %3 JEPR B HR S 55 1, 4E 8 43 0 2 10 %5 F0 11
%o P LRI TRT wi-CYP3AS mRNA K3k 7K 43
ok 48.92 F139.87, £ DOLP J7Z4ky7ik CR J5H:
wt-CYP3AS SRR SR EAR, 730 B R 2 22. 17 A
19.11, A 1 B2 5 A~ H B wt-CYP3A5 mRNA
Fka, B CRETAY 22.17 FJh% 38.68, kA |
Frass,6 SAEMB T E K. 53501 5] wi-CYP3AS
mRNA — A FHARAY, HEMAE T IR

LV

3 it

i
eI 7 AR AR AR 160 7 WS B —
FE S AR ALY T 25 P A O S i 1 2 15 7K
S HLTRTE R R K I W RAL ST U5 58 19 22 3
R HAE, IR B T8 /R A RS PO 25 4 ik
FFAEZE S N AEAR o, IR SCBUMR ALY 7 9 ALK o
HATA BT C 2 AR 1AL BT K i 259
T 2N R PASO(CYPAS0) o FEIE IR
IR EIVF S AN RE 25 ) 2 m . CYPASO i 4=/
S EACHE = Wi A AR o X CYPASO i 505 L
FEY CYP3AS WV JK, J2 B A B PR /0N 200 i A i
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i TR ) AT L R I U B U R RS A
Je G a0 A 4 T TR SR AR X B 2 TR T
CYP3A5 25 20 A s A 09 H AT 32 22 BR T 41 i
RSN ST, FE 0 R J7 T 5T B HT RN 25
B IR AT J X CYP3AS BEH B 5%, B 78X I IR
RTINS A S Bl 26X I A
TR 7 I LA 2 B A 880 0 2 e R 7 38
FiUS 48T

HRTXS T CYP3AS TE35 Il R G2 3k, & J7 M
(8 JE AR — %L, Janardan 277 F1 Asghar 2510
HAENZSA A I HAZ 20 i b RE A A 2] CYP3AS 11y
53 {H Furukawa 255 (RS8R E S0 128 A% 20 A
K% CYPLAL 1A2 1B1 2A6 2B6 2E1 2F1 4Bl
MJG CYP3A Wik ARWF5E I 96 & PCR 1)
JrEAERIIA I I A5 LB B A% 20 v s i 3
CYP3A5 mRNA [/)3235, Nagai 25 ffF5% & 3 CYP3AS
7E I MOLT4 Fi1 K562 41 & A S Stk ik,
ARSI MR AR B B AR T4 Fh i 3Rk
TP B A T 7, 56 B PCR B AR fRj 5, T
BVELE R e .

ARSI % FAE CYP3AS = 1/ % 1 LR HAs
N F] B A 71 mRNA (wt-CYP3A5 mRNA) | fii CYP3A45
1/ %3 Fil CYP3AS %3/ % 3 Je R 70 Py 7 76 B A 78 il
A SERIPIFF mRNA . A [R]E R R BT 33K 1 wi-CYP3AS
mRNA 225247 .2 CYP3AS * 1/ 3 f] wt-CYP3A5
mRNA k5 F CYP3AS %3/ %3 3T 4 £%, Lin 27
FHEZ I & PCR Y J7 ¥ XF 24 491 75 J 2 JH E 19
wt-CYP3A5H1 SV1-CYP3A5 mRNA #E47R I, 25 5 5
ARSI — S0, F Y SE IR 45 R & I A i R L
CYP3A5-6986 {37 5 KR/ FE Ay + 3/ % 3 FL R 0
{HRPf R RIFE R B R CYP3AS + 3/ + 3 FLH A L
#, wt-CYP3ASmRNA §% 5% /K P AFEAR K72 54
Fi[(0.032 ~156.886) , [m]#F: 5L K AL 1) & )L CYP3AS
mRNA 45 5 5 Fl & K, Z B M T 5 R A L.
CYP3AS [ 3RikBR £ 252 CYP3AS LR % IR %
BRI Ah AR N AP EE I 2 R (Ink
B2 HME A F55) 2 5 R IKRKER
ﬂgjﬂlif[&ﬂ .

AR 66 FIRIIE 14 I LS %) BR2H L
H) wt-CYP3A5S mRNA FRIKk7KF- 3047 H AL, B I
LY wt-CYP3AS mRNA SF-Y7KF- 500 BR2H b 22
SIC W E R, I Y T 4 R R i e R LY
wt-CYP3A5 mRNA 7K ~F 2 AK T %F B4, M i
CYP3AS PGP FEAR , 5 2506 A AL 3R 858 55 1 0 T 1
ffBERE J1 T, DAt — 2D IE S8 CYP3A5-6986 13 ki

CYP3AS 3/ + 3 FL AR 5 L 38 200 1 10 1) ) J8&
PR (SR BRI W] B A S RN
JERBES MR AT 5620 Bl IR AL L 1 il
R A CYP3AS 1/ % 1,9 5] CYP3AS5 % 1/ % 3,10 £
CYP3AS 3/ %3, PIMEA G D, FLEE R o A
WA HA AT, SR 2% 5 Sk 1 43 Bt
FEAE R o AN UNEG TR, R Y AR EREE
ZHNE WS 5 CYP3AS RKik/KE-MRT . I ESE
DR R SE il | AR — A5 i 5 L PR 2 3R /K 5 1 I
(1) 5 BNk, T B KA &

454 B I RBOR AT, AML g A\ rf FAB 437!
Il PR T A XT84 1) M3 4 wi-CYP3A5 mRNA ik
BB T MS 41, 22 5% Wk, B 1 6 M3 &L
PR v(15517) By Air, 7R 1) PML/RARe il
G MHZE LT IE A HI2E H R e DA J5 %4k
T, B M - H R, B T R 2y, K
wt-CYP3A5 mRNA Rk KF-J8 — H AL T8 K.
ATRA i 25 AL H BEAAS 70 15 4 H 2 Fn i AT
REMLIIELHE ATRA S0 ACH e (e IR 45 &
F 3 5, PLZF-RAR @il 5 25 ) RAR P& % G480
GRA L IR 5 T o P R 0 e AR 5 R B
ATRA 755 NB4 21 i S Stk S 40 S 4 M 1 19 s 5
FHE PRI ER S 0t T 20 S kA B A Y S TR A A 4
CYPs 5" . Tkezoe 251" %3 CYP3AS (14151 71
FIFETABH REAZRH L% ARTA ifif 2 /) UF-1 4HJfa 3458,
BRI, DA 2SR HR ATRA A g i
P4 CYP3AS JEDAY R B S pg Q. B &
ZHJLI wt-CYP3A5 mRNA 2535 7K &, %F ATRA
(AR B BE T s, i 245 v B R 7 558 {1 M T 532 i
ITIT R YT My 1995 N, B TR AT O A
FTR A LR R, 25 D CYP3AS 1 3636 hAE
TR I H |, LUEXS My 8L AT R #E 4T
T

L 35 1 2 T, AR IR SR AR e IR e AR ]
RN wi-CYP3AS ik KPR o (HL Y (iR 7 el
55 wi-CYP3A5 mRNA ik H %, LA (9;22) .
(1;19) 3% t(4;11) AR 6 Flw)iG ALL &L
wt-CYP3A5 mRNA ik /K IE #4258 ALL LW
BIE . ERJUMERL R B e ALL Hi 451 o &
fE 2, 1M wi-CYP3A5 mRNA SRk /K3 5 5 e £
IR S AT % U0 A AE S, st M5 b —A> Ff
FEULHT T wt-CYP3A5S mRNA FKiA/KF-5 B LGRS
J&E RT3 A G o

W AT AT YT R4 B R0 IE 1 iR L A
wi-CYP3AS &5 35 3k J% wt-CYP3AS (k3535 41, ALL 4
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H wi-CYP3AS & R H — A I7 R Ja Bl A8, wi-
CYP3AS fRFIRE R, ME W EF A B E
o FRATHENRITE ALL L i 40 wi-CYP3AS
mRNA 3K 1) 25 572 3 805 FA0I 77 U 7E R 1R]
ZEF MR Z —. WIAE CYP3AS RS 3Rik Ry ALL
BILEA —E M358 1 5t (i R S LR s I 1Y
BRI ) FI/ BRI R R (IR 2590 R 5 ) o
H ik CYP3AS [ I 40 i T R XS ALL {7 v
AR LT S I R g R KB
VP16 % Jay 3B A% 1 37 B BE 1 ok, DT 52 mi Ak 97 o7
o Goh 45 PHATLMEEZG 0B J124 5 CYP3AS J&
RIRIBESE L B Kishi 2605 B 58 % 8L ALL fLAS [H]
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