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BIE, AMLFHFATRAEEL O EHKET 2> TV 2 HABY R OKEBEED O — 2 F L
FT7=ZY=DNAAFNVI}F7 A7 27— BIZHETAHMEICME T, BEHE—EMLMFHEL
HF ALY & KIGHE D8-0x0dGTPase DAFZE & Fos, Jun (2 & 2 MIla4E 8 o HIH 2B+ A B
KT EbRLTWD

ANFEE T B FOMRIAALAN914E 4 A 1 H & 0 A RFAEGRFHEFTOHRM & L TEEH
L, BIFFAEER 2 S BEM— 2 5eE & LTinb - 7.

A HEEMBRVUABED O —XFILITT DNAXFI L F2RXT 57— EICET
3R

DNA 35 & 5 W IHIBANICHEET 27V FMEHNIC L - THA DEE %0 5.

BlziE, 772D 6RODODBAFMEENRLO = AF NV F T E3COMICT & INE
TELEIILY, TOMEGC—CHENNOA—THEH~OERERLE XL T,

COGCAT M v PV a v 3BEEFTHLras DEHALOFERD 1 2 ThHhsLELLRN
Twa., BIZEHRTH L2 DNAOBBERLER 2 VEBITIOL) R BHshEE+BET
BYATAREYIFL TS,

Bl ZE, LRz 0 —AF VT T =y 3P E > TWE O — A F )V 77 = —DNA
AFNVIT VAT 2T —BIlLoTHBEINE. COBRIRBELOL NIEL T THLRE
ELTBY, BEEBEROEFOLDICH VTV IEANLBEN VD EOTHELEELZLRTWY
5.

TrlZe b, YIARPI Y b HLID0O —AFAT Ty —DNAXFV I VAT 2T —
YODNAZ 7 U—=V 7, LTS, ThETIEFRFROERET 2REL, I —F
ENTVEY UNRIEDOT I JBEVPHEETEZ. ThOOERIBETTICHEHIIZERT
WEMD O~ AFN T T =V —DNAAFNVII VAT 25 —EDF—5LLBIZRKIIIRL
7-.

B PETTRARELTIEEHIZDNAZ KIBRACREEE S EREELT 2, Mk sy~

NOEBmEBRBTVD, BRI POBELHC TS FA2REL THROLEFELHFETBY
TYAOBRIIMT AMMEBOERPTHE. CNOE2ELIIT 74274 —BEL THELR
mFE2ACT, BARMICHEICHBNOBEREXHET A LN TELZVIAREFTHE. 2
NETOMELL O —AF N7 —DNAAFNV IS Y X725 —FDORIBEEEOERE
HRBENTEY, BELREEVSHELTENIEENZEEOY X7 RFEAL X)L THIEH
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DBIROZXEOHFI IR LD T EHEFEL TS,

EhETTALELCREGRTO 70—V b #ATEY, £REN150kb L EDOKE %
HEFTHLI LN bhoTWVA, JU—= Yy FENLEEFEHCTE P TIIEBEERIENE
LBAN=ALEEIEERHOLARVTHIFTHY), LY TATREY -V =T v 74
VI EBWTO = RAF LN T 2 —DNAXAF VIS A7 25— ERBEWEERPTH L.
BEMIZO—AF VT Ty =DNAAFVIPI VAT 27— ¥52RELIEZTT A2 HWAE
COBEORBIMEICBITABENTEoEYLTLBEEDI, LMIBIFBH0O =X F LY
TZYy=DNAAFN T VAT 27— EYORBERBOBBRIBELDPII L > T H5DTIE%R
WhEEZTWS.

KBEICIZAdat Ogt ) 2HED O —AF VI 7Y —DNAAFLVIT VAT 25—
EHPHFEETS (F1). 0I5 Ada BHERBEBZL L ToBEi2ma T “7 v F VLA
T ABERE” LW BESFE AT LAIBIAEOEERGRETF L L TOBEDL L > T
W3, ZOEHAER2EOAFVESZHFRUEL-TEBY, 209 b CEKMA2IFHO Y 27
AVEREFO—AFLITTZoRODAFVESZET L. NEAUOFHDO Y A7 4 V3RE
BO = AFAF Ty TR, VYBENAFUEENTTERAFLRIEN) AT
Ao AFNEEZETS. COAFVEAKRMNIZATFUDRLDAFVEOZTEN Y 7 F IV
Lo T AdaBEHREREERHRT & LTEHILS R, “TVFUEERIIHT 2FICLE" T
FEINDIBEEFOTEE—Y — (adaBZTFRakABRIZT) OLRICH 5 AHEBRICHEST
X591 %bh. ZOLICLTHALZADAEBEAZIXESICRNARY AT - YO T 0E—

#1 DNA methytransferases
methylphospho-
methyltransferase amino acids M.W.  O°-methylguanine triester methyl
methyl acceptor acceptor
Escherichia colt
Ada protein 354 39,385 Cys-321 Cys-69
Ogt protein 171 19,082 Cys-139 ==
Bacillus subtilis
Dat protein 165 18,755 Cys-130 =
Ada A protein 211 24,302 o Cys-85
Ada B protein 179 20,127 Cys-141 =
Salmonella typhimurium
Ada protein 352 39,217 Cys-320 Cys-68
Saccharomyces cerevisiae 188 21,502 Cys-151 =
mammalian
human MGMT protein 207 21,618 Cys-145 -
mouse MGMT protein 211 22,438 Cys-149 ==
rat MGMT protein 209 22,247 Cys-149 -

YHEET/0—o VAN TV AEBEDOEIET (cDNA) 375 —54 Y TRLTWA,
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¥y —~DOREEEREL, FOTUE—F—HhL0EERFHNSE, BRELTZOHEEGEFH
I—FLTWwW%DNABERBR» FEINL. BfE, AdaEBEPHKEET S 2 2DRIZT (ada,
alkA) OFEHER LB L, BEELEDODN LRI HERERLZEA LI 2V P TOE—
¥ —%2<K Y, AdaBAZ DS, BE~OBEE % in vivo, in vitro @ﬁﬁﬁ‘%ﬁ?ﬁi,flﬂ
5. AdaBABREERSZU kL, LVEXROME B2 IXDNAFAM2Y) %2
LTWAMEESEX DY, SHRESICHENERT TV LENF D 5.

—FRKBEORNARY A5 —Fida, B, B, cbW)4TEEOY 7=y DL L% BD
INLDIa—F v PERACEBEN»S AdddBHE R e 722y PETUE—-Y - ETH
EEALTWAILAHLPII R >TEL ZORCHLTCLELEEHO V-7 L #EFT
FVFELVWENEZED TV,

B. HALEM & KBBENDB-0oxo-dGTPase NIAZE

O —AFNF T2V ERMULIICDNA RICAELEREREDRER L 2 258 E M b M
ENTWVAE, ZHRTOTTZVDSMOREIZEF VEIDOWA8-0x0-G RREHICEEE2 S
T3, 8oxo-dG iz dC & 3 Th < dA &b xtET 5 DT, DNA A H 2 dA:8-0x0-dG X
FTELTHDAERAZZDEERE Box0dG) WBEINEZVWRY, ATCG TV AN=Y 3 ¥
DERIZZ S, $72-DNAH®DAG:AC X7 D dG »'8-0x0-dG 12T 2 &, BHEICH 2HE
T8-0x0-dG IZx L TAAFBNAT T, 4BEHEICGCTA NS v AN=TY 3 v 5| &R
ShbEFHINSD.

AKBECTRIEREREREENLEFTS23I2 -0 (3a—F—%—) FHLATVA,
FOFTHLGCTA NG VAN=Va vEELAHEENER TSI 2 -7 — % —mutM E £,
BIUOZOBETFEYOBKT 2L, ZOEETFEWS DNA LD8-0xo-G Y HITN~-7Y
25— EiEREBETAX LA F FEOKRARTY I AT VEA UM TAZ L FX 2 LT —
CiEBEEGDLEROBES LI eFRES LTS,

—%, BAZAT-CG +5 v AN=Y 3 Y1000 EER T 53 2 —F — % —#IEF mutT
kou—=vr LT, BERVOBN T 57, BRLZORGFEYMuTEHE 2 EHL
TEOWEEBH LR, MutTEHE L dGTPase /&M 2B L dAICHTHdGD I X1 ¥
TI—RKL—TarEALIONE (BF5synfl% &5 dAGTP #MASET 5 2 L12 & - T)
THHIT A2d 0w L 7.

LAL%HS, DNAABRHFICIARTELTEYATIN 2B IGTPORICEROH B 2 &
o, —HRORAEINDET V=T ) —F4 v 7L ko THEES RV EBBTE RV &
Hot. LIhH, dGTPIZEH 2RED80x0-dGTP # & ET N TH Y, 8-0x0-dGTP Z Z A7 Z
NETOOHTHEIN TV MUTEHEZOTELREETH S, LT hid7F—5 % L h &<
BIRTELZ LG ho7z.




EBEI28-0x0-dGTP 2 L T MutT EHE 2 ER &€ 5 &, Z DOEFK 138-0x0-dGTP % #) &
& £ 8-0x0-dGMP IR GRS 5 & L AP I % - 72, 8-0x0-AGTP 1244 5 Km {13 dGTP 2
HRTH20005 01 TH Y, MutTEHEDE D HE138-0x0-dGTP TH 5 Z L AFR TR S M
Fo. AHINGORRERKE MutT, MutM % &) B0 THRAEREROERICB 1 5 8-0x
0-CGDBRERFDAHZALZDOVTHARTVE-NWEEZ TV,

SHIlFA I, ZD80x0-dGTPase EWN KGR ZT TR, e M2 Y EEEM O HFET
BZLHERL TS, b D8-0x0-dGTPase I L TREEMBEEMEBICHAVTIOBED
BHEZIZIEIETLTVS. 8oxoGrRKBEOBEENDI 2 —T -9 —BEETOEGTEYOE
BThH)ERERERIBL CHFCEELFSFELTwELEX LN L I L, 8-0x0-GAERK
DERE 2 HEEBRFIEEMRANICBNTHFECAERL TWwEILaERS, SHMBLEDIC
BT H8ox0-G#HMBEERLEROFERED 1 2L LTELATIVOTRZVWAEEZTY
B, INHhLRIOBED DNALBEEFEZLMNERTIADIATI ) —hbru—=rrL,
=y =T 47k T80x0-dGTPase RIE~Y 7 A % {E> TEERE L BEOBERI
DVTHARTVWELWVEEZ TWED,

C. Fos, Jun (C& 3 #lRESHOHMICET 2%

M E U B AR 1 & ) BEFEY £ 2 v R BERL L - MR, M MBEEE T el T 5
EERHICHIAHECTH AR LMRERLERT 5. &G TFHE O 22T, fos, jun,
cmyc FFEEMEEFOZ LA MBEREELRENIIHET2EEZOND. T T TICcMyc
N B IFHEIRBEICL ), IFERBKEHOMB2ERLT 2T THESATY
5. LH»L, Fos R Jun # ¥ X7 BICBE L TR I h b B cikiEB o MR 2 &8k T x 5
PEPECHIINR TR Y, 40, LWL, Fos773)—0% U2 EVEMTHRIEEH
ML 2 EELT 200 2BHOP T H 20U TOEREIT -7 (F1).

(1) FosBZx A tbul 2L 7y —LORMEI N7 B LTRIAT LT 7T AI FEME
B, FosBOMfE T A ba Y VIKGEME L. COFF5AI FeratlaflifgicEAL, @
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1 T ZAbadx AKEMN FosB, AFosB 2 & A4k EB#RE o M2 E 545G
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EY N B RS AMBAREB L. BES v N7 BRI A Y 2 YIEFET TIRIE
BURRECTITLALBREBECTER VA, A MO VBIZXVEERY V2B ELTH
Wik &7z, FosBREIA Y v/ A RBT 5 Mg 2 B RE k& "I HLER I £ b R
CHBAL, ch2z X oy v CRBLAEZS, BEY NI E0FEILIZE b 2 WillE
BRSPS L. ZOB, KIEHOMBO®H0%»FHAL TSHICBITL, 2fRARZzET

L 7.

(2) #4132, LETIC FosBMRNA DA T 54 3 v 7 DEVIZ L > THELAFosBY v 827 &
#HERL, Th?t, FosBERUBICMFECHEINLILEHLAMIZLTWAD. AFosBid
FosB D CER#M1017 3 VBRFEE AR 720, Jun ¥ ¥ X2 Be~Fu s 4 < —%2FK L AP-14
EEAMICEET A2 0D AP-IMKERE e E— % —2E ML L 2w, FEIZ, FosB, cFos, Fra-1
yUNRZETHHIE NS cfos 7TUE— % —DRBE2IWHIL 2. AFosB ¥ ¥ /37 E & Fos,/
Jun EBROEEREEEE A F T 1 7ICABHL TV L) Thbs. I THRHEBEIINT A
FosBD&&#HOMTAHMT, (1) @Ry A7 4% Hv TAFosB 25Kk 1E 8 o #i fg
EVEBALT 2B, AR L. FORKE, AFosBidKiEE o ratlaflife260% L EFEH L T
ST, HoaMlAM+R2T &7,

DEDEBFERMS, Fos 77 3 —® FosB ¥ 737 B %% c-Myc [Fl 4 B <k 1k # o i fz
REMALL, MIBERZBEGT S L EH Sz, BIC, Jun/ Fos &K O E@E &6
BATT 4 TIZHB T 2AFosB bMIIER AR Y 74 7ICHAB T A L FHL NI o7z,
MmE cEEfbsn - RIEO MRS ER 2 MBEH 2 FET % 0I2, FosB &£ AFosB i cMyec
ERBRICEERBREZH TR LEREND.
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