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1. MEREOSTTEYFHIEN

FALAE I E T B A e mr TR EEEHEs T £ B B

m EREESFESE FE A B 1T

B oM

FEMiia & B Mo KB IGE L, Mflaos
LA OEE M2 F 5 —HOBETORE
DHEETHS. Z HFEOMBENY, 5FEY
FoAkXcESICL YD, myc, rasitE DEERE
FRpb53, RBsEDEMAEEEFCBET2HR
DRBERICHEA L. ZORKEER, ThboBET
DAEFR I RE, #l21E cAMP R0 X 5 7BEA
Do T FNMEEREDDEND LMD D
oOhbH. LI, BEOEBZIILDEETFICE
DX SBEBENEL THBHD0, BOBEPEY
B LOBRIZE 5D, ol EAEICR
THBREINTVS. T, 0L 5 KEEME
DRERT|ERTEEFIF LTI, FEOR
BT CEXORERZIMLELT 2BETHLED
5. REWEORBBEESE TS5 7 82— 4
P40RINVEFA VS I VART =7 —En

DERBETH, X 0&FmE (MDR: mul-

tiple drug resistance) ‘fEF 7t & DEEMAEE
FRERTHS. BEFOREYWEIZ b O
R X O EHLI R ) REL S Ao T 55,
ZTOBXWCIBEAELD D T 2o TEL.
fiifE D RECE LS Zh bDOSEIRIZFROK
BEEHOLNCT A ERBESTHOMETHEHEE
CitoTL B EBbhs.

1994 FEE D A NBRERETIC L 5 &, BAEK
BWTHMEBREEREAYEHTOW B DREIET
FRRDOEEY 8 5128 - 7. FlifEICR b 3o
RAEA N =R ZBRERGCHEAI NI LTE 2
TR, Bl O BGR e iAo T A D
EHND, RxIBETFORREROER LD
EEEMas E MR EER T 2R TH S,
LEMINDI S otc. ZDX 5T [HELS
BRRBEROBLE TR THD LOBBIICHES
%, ARTIEAE (19946 A) FTIHEHZRE
LBz O, MERkEcEb2RTFE
D B FoZEL, 2) EHHEETOEN
I3 ThboBETEELETRES 256G
DRI T TR L TAHIeWE/RS.

A, FERECEDLZER KD?

fifife X E IS | X R TERAERETE,
Tt )27 BEF] ELTHESRTIIVWE S
DOBEZETOLEZAHEIN TRV, T
LA¥ %< oWl (EE) BFL&, S R
HF P EHIAEHRE > T, BRI E R
L rflaDRIET, & CERET LTS
BFREEIVEE CHRBICE S EEXZDRTW
%149,

Bl 2 (XHERE, &~ 2D, By A, Rabo
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X1 MERECESTSEEIOATVLAEF CE2 HE)

B, BB E BN > TRB#IA S
2, OBBTEMLE R, DNA BRI ER
FRCHE LV EEMCHEALLY T 5L,
DNA nfHSLER TRAKCEEZTCET 210
LI RBYECI D ES. AR
YERCRETOREEF ISR LES. Zhbd
AR FI & 5 BEFRECEEAE CERLR
BHIebINAAREELADS. FLT, T5L%k
BRERT AT 5EEART GEEwE KRB
* DNA BEEL L) DERINFERZHOMEA
EXEIHLTWBEE LB BS,

BRETOW DM Tr bt vas—v L
TEFEMEACEEL, MidoHEeMbo = v
b — AR EE R LT BB OEE
FThHbB. Lal, TORETFO—HCERII
ThEBEREYRILL, EERBEATLEEMN

BRTHo1ch, RERBADELRZRDZ LT
AR D fEHIR 7o BERERI B & 72 ) FFRCE] 5.
BB BERIEFIRDL A H =X AT
EHALINDZ ERGhTERD. BB v
FRYANVADT rE—Z -V v — K
DEGTEIIN T » b+ v 22— v OREITEA
ShTXxoRAXTILER S, 2) BEFav—
DOHIEC X b REEXTTHET 5, 3) REAOEKE
X OFi @A BRTOME = = v b 2R E
2%, ) RERRERC I 2 - FIhiEAD
BREHLZEIL T 5, 5) B« RKE, fl 2 $E5H
HIHAFOIET, mRNA 0L EHH I, mRNA
Trty v 7OEM mRNA 5 OEERTTE
RET X Y EHERIEET .

—77, ERHRETFIZO®EED DV IIREL
DR RET D L 5 b UDOBIETFTHS. &
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K1 METHS5h2EEET, EHEEF ORE

BET Hfalk BEOEE HEBFE

c-myc 8q Hig, EABEIRE

L-myc lp g, EEAFXEE RS, FE NI O —IRiIc B

N-myc  2p I8 HABERE

K-ras 12p RRRER FENRIBE O —IBiT, NI

bel-2 18q REE, EHBFIRE N O—c, /NIl O—MWiz b

erbB-2  17q  #4IE, EABFRH FENfEIE O —Eic

c-kit 4q  EEAREE /INKH B o —ic

p 53* 17p  HZERER, K%, NREIZ S, BF R %
HMAHE 2, K mRNA

rb* 13q k&, HRERER INRIFEC S\, FE/NERERE O —IRi B

e 3pr 1 Kok IMRE DO KIS, WP LR %

p 16* 9p K&

MRS A TH B 0T, BIHEEFORNGE
L@ 7 v v (allele)ic & b e R A B %
DLERDD. b, —HORELICREKCEEMH
DBD, BBEVEIAFTOT VAT TIRERER
DEELTVWBRETT, EHIE2DERER
BB D7 YN BE - e BERFRIETH I

5. The~T7rgEEMDHESL (loss of heter-

ozygosity: LOH) & .8,

BAEE Tz 100 B oS ET, EiHEE
FrBREEIRTWS. COBISHEILIcHE,
PR T 3BED 15805 50 Bl ki
ETHLELRTWSY 205 bIERA 1
bBoTWBHEEZLRTWEHDRE] KT,

B. BEEF

1. myc

myc BEZFD=2—FLTWAEHAIBEARLCD
> TDNA AL, BETHIEOHME, &E0
HEBI5 L T\v5. c-myc, L-myc, N-myc @
3HET77 3 ) — %R L W54, JiliffE s 0B
bOIHAREIRTWBEDIREL L Te-myc TH
5. BreigE/ MBEETO c-cmyc 0RBEIZ X B

BIZTHEE R 0B CRDHRBY. X big, c-
myc IZfR 53 L-myc, N-myc O3E&{EF D HiE,
B %\ NLRIETFHIEZ b e\ myc BEF 08
FRERAETTED D L, myc DEERIE L/
fafEtk D 5% U Lo bh s &5, HEkb
5T kX, 20~76 %L\ 5BE e c-myc BiEF
DHEIBEZRT/IERBCEZAYV TV 247
(variant type) &™iXh 5 Dh% <, WHEE
BEA X DR E PR WATER % 85 7o 3 R 1 i
HTHHREDHET, BED c-myc B FHEIE
BRDDB7 Ty 7 #2447 (classic type) &X
AMER B Fi c-myc BIEFOHENE L/ 40
BRI D SH{BDOID T Enb, T
TROEELTHIHREDS D 5.

2. ras

1993 4F (X MBI o 7 F WM ARER B ORI
Lo TRERINEDETH 5. T3 Ras s
DETLo THBRER TS, ABoRIfaREE > 7
FAEBANMEET HRBEOLBNHLNIC X R
e, ZhiIcs|EHiE, € Hh VY FrAvtevys e —
TH5HCAMP F & Ras £ & 0 BAR A VR X
) 2Ky S FAMEERNES T B I
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cAMP: cyclic AMP, GTB: guanosine triphos-
phate, GRB2: growth factor receptor-binding
protein 2 (adapter protein), MAPK: mitogen-
activated protein kinase, MAPKK: MAPK-
kinase, PKA: protein kinase A, Rafl: proto-
oncogene product (serine/threonine kinase),
Rap,Ras: proto-oncogene product (GTP-bind-
ing protein), SIF: sis-inducible factor, Sos:
proto - oncogene product (guanine nucleotide
releasing factor), TF: transcription factor,
TK: tyrosine kinase.

Fote. Fhe, XhEEMNC, EHELTHLED
BRcBE L DNA KBS LTy 7 F v RIGET
BT ENEE (SIF: sis-inducible fac-
tor) 3 EHOMnsTWAEY. ThHLDOEKRT S L
AL, BIRIERWMBC T EEHEO 2 H =
XAWMERI B E LT, X RUVWELREY
AT b CEEREREYEA S 2T NS
LDE 25,

ras OEETEY Ras 1 21 kDa o G fE&&H

<, MBEEAACEEL TV (K2). Mg
b OEFER TR AL E VBV £ 7 5 —ITHE
&5, —BHECODFrYVFF—H
ESETY vEkT 5. Bl icr e 2 -k
— o7 X725 —FEATHHGRB2 (growth
factor receptor binding protein) /AL T

Ve 7 &

Sos (GRF : guanine nucleotide releasing factor
»—) NS T B SosikRasic A L,
Ras*GDP — Ras*GTP (J&E#:#) &\~5 Ras ®
F7=vr VAT TP RETS. EHELL
f-Ras i3t V) vV-AvA=vFF—E¥O—ETH
% Raf 1 ¥ EEMHEFRC X > TEHILT 5.
AL L7 Raf 1 1 MAPKK (mitogen-activated
protein kinase-kinase) #{&EHALL & LI T
» MAPK (MAP-kinase) #i&E#{b3 5. £ L
THEMAL L7 MAPK 38BN 085 R T I HE >~
7y FAEEET B —7F, Ras GTP 2 GAP
(GTPase activating protein) & & h &AL h
#- Ras B & » GTPase #& #£ 1= X b Ras » GDP
CGEEBHEDES EBHR~D ¥ 7 F ViEFERXIE
7519, cAMP % PKA (protein kinase A)% /" A
L Ras 75 Raf l "D 7 F MREXHHIL,
LI o MAPK # 2 7 — F o iEHL B E T
B,

g LB 0 FEVD X K-ras T, 73 /B
BErE 12F 2 FVORRERZTCRES
DRETRDLRBY®. A1, 61F =2 bV
DERER G I/MfgE THREINTED, VY
REEEBOEERE L OHBERRD LY. T
Dr>57%7 3 /BOEILL i Ras 13 GTPase &
MaEF, Lichi-> T Ras*GTP o % T HhE >~
7N EBRCEY TS LITiRs.

¥ie, <9 ADLFFHEERTI ras DRRR
TRAL— VICHBEBRERD D EIRENT
w3, b citK-rasn6lF=2 F VITA
> TOERERZLRBDIK LT, HETIXH-
rasD 61 FE2FvVicCo>ADERBRALNIS L




W50,

e/ R & BRI, /NMRalE Tk ras
DRAERIFEI L Tigw. i, BRA
rasiCXBbr S Vv AT z=v 7= R CEETH
e IRECH B Z 3%\ &, v-H-ras &
EA U fo/h i I N ifdE b 3 5 & £ 2P0
Ehb, ras 23/ NMlRRE R A E B Bl » T
WAHRREMESTRBE I N B,

3. bcl-2

bel-2 XAt %\ i3 B-cell ¥ v < fE
TIEHARRD DI IEBEIETFTHS. Lirl L
DO, bcl-2 DFEBLULT A b — > 2 IR @
T ENRFEOMBTRENLD. i coOBLE
TXIE/NAIKEHRE D 20% T bel-2 T A A58 < R H
LTEY, FALOHTRFEILRIFTH-Tc &
DHENRD B, —7, /IEE TO®RE TIIES
EHO6ED S bIBTRIABED L. c-
myclic X D REI B 7 F b — > 2% bcl-2 A
HHT 2 E O HEEFERSBEI NS, i
bel-2 7 £ — b > RAE MR T 515
MEELEBOBLEZNLcd D& OPRER L H
HEIRTWBB), X7 A —v 20K
5T 5ER5BETIE, bl2iirEry —%
LORDBEBETTH S & OHE S H B3, EMl
Rz 31} % bel-2 REOBEKRAM T IS EORET
HbH5.

4, erbB, c-kit &

erhbB-1izFrovFr—E¥REofEr 75 —
EGFR (epidermal growth factor receptor) %
2— FLTWBEBEETTHH. I/ MlaEask
TOEGFR OB X FAXS &, 32461H 1741 T
B, 55 FTEMiast 21 vo—Enkk
L7 EGFR TH - 7. ZDEHEE EGFR ZIEH
FiAEMIC 3R bRV DT, FLWEREOE
FELTHHIFI B,

VL B - 45— 1. EREOS FEYFENET 203

erbB-2(HER-2, neuw) D &= TFEH X EFGR
theErT—%ETEFr v FF—EREL &
7' & —T, [iifE C bR o &R T3k e
TOBRFRBBZD AT 5. o fEIC
WTTFHERLHIMMEDO~—»— L LTEAMS L
Hig®, Fihe, SV TCrFvRrR7Z2—=2 LK
b RS LR erb-2 AN 2 —HEA
LR —F~v ACBELCHESR BEkoEREY
R LI oHEDS H D, #AFExerbB-2 DF
BrKELZ OB LT 2 TREM 2R
5.

REIEROBLEFORENERL RIS D
DTHY, BEREFHEOBEIZOWTHBEILA
FlehTwa®, srovir—YiBT5KEE
BRI VvEFT & —%a—FT5ckit() v FiX
SCF: stem cell factor) 23Z63, L T\ % /Nl sz
T, N-, L-myc OFIIFED b 55 c-myc
DRBIFZDLRIEVWZ EBRBEIhTEY, £
BcmycODbrF v AR7=227va vk ->Thc
kit DREBELIAFE I i3, SV 7 b2 AT
BF 5 cmyc BETREOHEMEE 2 5bE 5
&, ckit 2RIl O EREICK & s El %
Ho TWBHATREREZTRERL TV 5.

—7, BHHEHRED 5 b c-kit DFEBLEAN
MR IR bR T 5%, Fi, c-kit OF
B/ L T B/ ek T st 2 b o SCF ik RS
LTFreyvdr—E2HOY vBLL, EE
DI L MG | - I ™. Ll Eofs
REhb, c-kit DRE REB /RO BEE Y
B HAREMEATR I, £D DD SCF/c-
kit 1z X % autocrine loop DHFEDHE I T
5.

T ARR P NORBOEM R ER SR &R
T LRALRTWAY, Fv b OfEMiE
TANRR P EHICHERLILERTEIT AR ME
B LT c-fos & c-jun DFEH 2~5 5 EH
L, L2d 4RI ERRRLA-E WS, Z0F
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E7ARAMEI=A b vELTEZ, PKC
(protein kinase C) # /A L TR <l fa 18
e 7 FAEBARGBEL TS EE DR
6 39)_

C. BMHEZF

1. p53

b X < Bl & oBIE 2R S T B IR
BETTHBH HARpSIOEEFEWIXI3
BD7 s 7 Bdb e AEAER TRIEFTXTOM
Btz B LTHEELTED, D BE
NEHA (mdm-2 BEFEHRLE) R4V AE
B (SV40 o THIRE) LOEEREE, 2) %
EDOBILT O EWICAIE T 5 DNA BFI~OfE &
LA bRRFo. BB pO3ERTH
Bravie—a$+5 [BERT| oREIXE
ThFER, MEOEALOHEELCE > TLo&
NIz b h B, JEEEF mdm-2 X pb3 &
CDXOBBDT 4 —F Ay 2 =T EHHL T
W5, Bl ie» T, p53 (XAHAQHETE 2] 3
LBEFWAF1/Cipl (BAIZY A 7 V) VIKF
HFFr—XYiBEAEL 0B EEHIET3) D
BERRELTVDHT ELAHLMT IR, pb3
X DRBEHE DA H = X ABHENEHICHEA
HE!

BE, EEMBATOp3ORBIIMEY LT
»5B. —F, p3EANVBRCREI T 5 LAk
BGl7VAMYHBENET K- b Ricas. M
A DNA #BEL2Z B p 53 RH O EF
Abharzd, p53/ v 27V b =Y ATIRE
BWEML A LR D T T EV b, pb3 ik
{DNA BBt > ZAER o MBI~ Mla s
PO RREROER I B 5 EBE i HY)
% “Damage-control specialist”*®& 4 £ — 2 &
N5, FE VERYANLARARE > THAR
PO3HIEMHIBICEAL, TR —vAEFEL

TEEBELL > ET2EA IR T
59, Fi, BAEBLT PV T7T<xAv v, =&
v K iz EOPUEFIC O IC BT 5 p53 DB,
b, ThbicX 2EEDROFRICITEER
P3DHENLETH D EBG oo TE
e

I 3\ T p53 DEAERIL50% Tid b
h, KBRED 70%, FHED 40%L785 A TR
ETd B, Fic/RECE W TIREIT70%T
Ao bh, FNMEETS 23% ORF kB>
) wRHbh Y. Fie, Flickds TIEN
HIPaE IR BI D T5% p 53 DREHE #RDIE L
T\W55, pE3RARERD AL —vELTRT
7 BOELE S WHEBHRNLE L, LobiiET
2G:CoT:ATHAHZENE . 220D
BEEhbREHWEX YV O DNA~ND
HEBEOEEND, TOERERERBEST
BHES I T L5100,
PO3DEBEFETH S 1TERAEMADPII.ID
LOH 7 50% D i THRD b TR H*, i
LOH L ZERER p53 DAL &2 80~100% &\ 5
BEVHBIER R L TW®0, Zh3RECET
JERIHEEF 0 “two hit theory” #EBAH1T% b D
Thb.
FERAp53DOFERLMBEO TR E OBEE YR
Che#Eixs . FRE p53 REFAT I~
BN ZE L LEREL, ToRFEABLFER B
TEB X5 s. TIRMEEBSER ) v
TORFN TR p3BEHFATFRETRTD -
7o805283  F - ZERF p 53 1LE/LOED TH
i (R LBALE ~ BRI OBRE) » bIEMR
BTBRERARINE DD Y, RV EEED
BHAZWICIG AR S h 550,
ERAMp3XFIAL TEEXERLL> LTS
HKuxdbeIhT\w5b., Yanuck Hike r R
pPH3EADT I/ BERT S R BFU 21 EORT
F ¥ %\ cytotoxic T-cell xFBE L . T D




= ©° J e T VN ay

\‘n

A\

)V ABRIERR pS3 HHB L T MlaD &
WERELTHE LI L5,

2. rb

b BRI & hicEElEETF T, £0
BEFEYHRB)IZ110kDa OBENEHTDH 5.
MR cRFAL Y w8k, By vRRLL, &
BER¥THHELF LofEaxN L RO
HEEFT> T\ 5. BB RBIZG1 Iy v
BBILLTE2F LEAELZOBEEAELTSE
ETSHI~DREAREIELTWA. RB2Y v
I35 ELE2F ZRB OB TERRICE Y +
ivvFEFr—+, DNAKY » 5 —+, c-myc,
c-fos 7 MM EIE  RE T 5 BEFOEF LV N
N LRI B,

FitiE N MR RE D 95% B B, & 7-FE/NE
fagETbd 26%Ic 13 B RAEERBOKRK L DD
R#B, REGEEYERERBOMEALRD LA
59, foi2 LIE/NfE Bl Tk, DNA, RNA »
HNIEAD YD, WThORELXRIET 50
IO HBERIZZES2E2R1 DB, i, e
fafE Tld b ONFLRTFEAROIBEL 1) 5
BEDHELRINT WIS, BEDIHhKER
BetAg (194 B TR TRERKEER & DB
FH LA TEEh T & 5%, Iods, germ-
line Vv _ATD rb DERIZAD LT 7o\,
F7-, MEMETIE b 0BACBELLL E W
5B T,

3. 3p, pl6

3EY ML 3p) ORKIFEE D/
MEcHEDLRS. T, FE/MRENE T
RELBETCOHEREWEEND, 3p LITHF
e T 5 P B R R IR AT L T
XhTxH, Houle b3RF EEEME~D b
SVYRZ7=7vavORERIY, TOEFHD1D
LLTves/ —ABrve7 2 — BEEFEHT

VL & - 48— 1. BgRE0S TEWFNMN 205

TW5A, 3piciiz ofiicd erbA-2, Zn 7 4
vH-SBERETF, Frrv) VRILER v &
BF R EEBOBEFOFENEEI LTV 5.
Hibi b X % & FiifEBI#E 3 % 3p kol
BETE, i &b 3@HE«Ric- BIETF
B (3pl4, 3p2l, 3p25) THET S & W
5 53,59).

1993 HEh, Hic iofEilHEEFpl6(MTSI:
multiple tumor suppressorl) 23R & X 7%, pl6
BETEDZ MRBAHLzES RSN CH
b AEERBED—FECDK4 (cyclin-dependent
kinased) &HFRMICHEEL, MR AFHET 2
BE&% L T\v5. plEETORKIMESL L
LbEABEC W3 AEEOBEECED bh, i
M TH 2% TRDHNHDT, pl6idps3
LW ATERNIENFIEEFE L TERES R
580,

D. RERZM & EHAHER

1. BEMEREFATRBEEAS

i DFE R B ULEEN R F L REN 72
RFEVBEHCESE L DT BEELDRD
B, 2% ) KRR OFICIE 4« OREWE
DA REETEERTWAD, ThboWEIR
%< XY LA, EEAOEYRBERICL -
TEHixZF 5. EPRBMIAEL 2208
FFbhsd (3. 123 IHORIGTHY,
FELTF b2z r—2aP450 (CYP) % RIBER
LT HABETHEEROERFCI > T3 T
5. ZORGIMCFENCARESSEEBC1 5T 0
BEYFATHE A *> % F—+ (monoxy-
genase) KIETH Y, L ORBHFOREYWE
BohieX - T hWRIEHZERTS. 5
1 2EINHEOKIGTH B. TORIGEDT 5
BRI, 2 1 HORIGORBRAER L IhRE
NEMDOWE XA IR, X KB THREEL
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14 SEMEE

BEPOILFNE

EmtEEnR | UCHER | mamkn | KEEHE

EILE oy}

— it

(P45075 &) %

DNALDEFEE

3 LEYE O KBHRER

FTUWHETHE LB LTS, ThbOBERN
BREWE R EDBB b TR, -7 1
7R =R —ERBRDODINEFF VS FFVRT
=5 —+% (GST) hrxchiegihsb. XY
RahcBb 2 BRI, BEHCHE S hIE
AMEA X BERHUENFET 5 L2 Fbro
TETED, ZOREREHENE LB 2T WHE
B (RERZN) LoBEIAXLhODOH%.
TR L o DEWRBEER O SR LI
DB h i\ THlEST 5.

2. CYP1A1 % B ¥ R4

CYPIA1 B3RV YELVVYRIILDEZ AN aDE
e ST E W BRI B HRKALKER OIS
PALICBIS LT\ b, £ & Theed THE &L BAfRD
T igEoREL, CYP1A10LE L Db Y
NARLRTE. CYPLALIEBRZT Y VRAL
KFERBLESR (AHHDEE 2Fo 5, 19734
Kellermann 5%, BHMmERcKF % AHH EHED
FEAE L, WEZCRTHME L OBEYERE L
750, wBIc kT 5 AHH 0 EFERE O E G 1%
5% TH-TeDICK L, fiifEEE TOEFEED
&b TNABTH o, Ll Z ORI,
HEODREZX L D> T, TOEOBRTI—HL
TRERN B TWS IR Wik,

1990 4E, Kawajiri 512 CYP1 A 1 &=zT %4l
FEEZSE Mspl THIL L= & Zicax b s DNA %
L fiERA L OBEYBELTW5%. 0

DNA %% CYP 1 A 1 &= F D I KumfllicfF4E
FTHEEBRICL > TELBSDOTHY, &EMK
BEREO~=EAH (AT, ~7 e ESH
BE), EFEO+THEAR (CE)D3>0DE
EFRsTbh5. TORSEFIKEZECL T
B LTk, MEEETICEOEE,LNR
L BRTH2EE N ENRERTVWS. 2O
Mspl iz X %483, CYPIAI BT DHET =2
VVIRKITAT I VBOBR L FEETEEL T
BT ENTINK. EHRIDEHIT X b ER
SHEPFEOL I/ A — 7T, BN -
BEECHMERYRIELRL TV LB RbRT
W59, ZoREREOBRIIEKTLIThhicn,
FAT ERRRIT LI 2 h b oFE TRAHEBINR
dbhlchote. EHAALAADHEICERT
FEOENFET A EIEALNLIL R -

71-\:66~68)

3. CYP2D6 % 8! ¥ i@kt

CYP2D6 BBEEFITHAHT 7YV v FvigED
f, # N2l EENIHLEDO=1 "
+IvofREBCIBEETIZ EBALRTY
%%, F7Y v FvoRBesuwTERBED
Btk L EARBE o BEEOFIELURT BB T
Wic, ORI, NEOT 7Y v F v RHERE
S L, RbPcditshs s 7y vev e
ZORBMED O RDSHZ L THBR B, 1984
4E Ayesh & X ifE A FZ B 1 5 EAAH I
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84

1.4%ThH by, SEBDIYICHENTEWZ & &R
L. &ECYP2D6 BT ORMBEATR
Tlickh, v TCHEEROEHHEROER
BEFRHD, ThieX > TREHOXFINET
TWB I ENbho TEk. TOH DML
CYP2D 6 0% H oIz oW TER T T
WBD, —BLIHRICEL T g,

4. CYP2E1 m% 3! & iR

CYP2E1 R, z2-"an@PeRREFPICSHFET
5=t r V{LEY T L OES FRIEWE ORI
EM LB LT, b b CRECHFBCEE
T35, McdEALFLET LI L5 HENDLR
T\ 5™, b b KM M DNA % A ol BB 8% &
Dral t#H{t+ 5 itk »C, CYP2E1®D
DNA ZH hkeh &, AEEMERED €8
&8 (CO), ~T R (CD), MHEED+ =
B4 OD) eobhsd™. Zo%EIIE6
A e vOlEEBRIZI > TELDIDTH
D, M T CD R OEIE D 46% & R D 29%
KL TEL, ABEENRDLRET™. fiifEE
BRI DR & OB R & AR RE
B (>20py) LEBER (=20py) CTEETH
DOHTIEEN L b, FhomMoi, BYRE
B0 S ARRICKT A5 ML b, CYP2
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