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Figure 1 Several natural products non-covalently bound with DNA
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Figure 5 Hydrolysis of yatekemycin alkylated DNA by YtkR2P*
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Figure 6 Unhooking of azinomycin B-mediated interstrand cross-linking DNA by AlkzP
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FYCHE DNA, B e X 45 473 007 st B30T 170 A 1 4
PEATEIE], FEOUEEMIR, SRS NER 25
B R ; RAF AIKN 5 B R0A% iR N I 51
FHAIPE B — R GRS LR SE T i 1 S5 FRE
SRR, X KEEHE 25 DNA &l H
NG s At A b P A A BB A [ Bt 2
Y DNA £t 2, DNA 4 ia) 55 B 1 5 e
—ANE RN R, W R Z R E A EMEVER . I,
7E AIKN P15 DNA J5 , Wi () X% DNA 220
A8 S A PRl — A 5%

3 BEERE

DNA it hid: R BAT s SN R A ek, 3%
TR S 25 TR RGOS 1, S 25T A B Y
VEPOT L R B R B A AR 2 P B s
SR 25 SEARERIT . B S S LE N 1 — Pk
ZAPitENLE, Hh DNA s =LK 754
(1 A DUPEOR I ARG Pl 5 455 F A AR A
T HARBT AR TE2E /9 A BTPEALE] , HTA4: 207 4=
B ) DNA S HLE i A58, HaTidA1R
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Z ) BUA R TSE . B, BAAY DNA B kg
YtkR2 Fil AIKZ 55K REM% I 1o = E A5 Bl 4% AL DI B
PGIESL T 18 B0 RDE = P 5 RS 1%
4i BER W T IEHR SR, HEMRA
B WARARER RSB, AR ATEDUE R AL v 2
EAFTER: S A DNA S B E iz 2 55
s . Hak, R4 YIkR2 #l AKZ #()& T DNA
WESEALES , (A | = 5e 2R AT RIETE, &
F 2 AARRZEE, BEAEARFZETF) DNA #ifi2
LA R A R B AETEAN A Y DNA BEIEALIGZ
S0 . 1Ak, NER B#72 5155 58 DNA
B 1 A S8 R 0 4 . 22 Bk DNA #iiE &
RIS 2%, i S R A 4 R PR 5 A
BRI R AziN D] Azinomycin B XUk LK TE i,
[5CHE DNA, 755 NER &R E K Hifh , Sk AziN
5 IR VTR TC IR . 558 NER #8428
BT i B B S R U AZIN )R YIS
YSIREEE , SR A 27 W R S A A
B AZ R B S R 2 50348 52 55 [m] A
T . X, AL SHRE GBS E TS
SRS W RIE LR RS B AR ORI L 4
P& S 4% b 1 T e DNA i 852 . 55
Sh, WATLGESE A SEAEME . ET5 DNA
YESE 57 DNA B 25t 2 A i P i e 2 5
PGB . GRS LRI . PR
STHYE . BERAEYSFEEAR R, KRR
77 A Y DNA BB 5 A PTrEL R 2 815 2]
f#HT o

B T fg oA R HorEpL T 350 (14 5
SR X TiRS 2 ) 2R DG EEBE . PP 20N 5 DNA it
Bt o%, anfal B 1 A4 DNA 45145 J2& s AiG 97
PG ) T e v 7 1 O3 o 25 A T P T T
DNA #1315 52 8 11 1Y & PRI 7R 2 16 A Py ik o] R
FEAEFAD ) DNA B E N, X 5T B P
FIERIE 55 BYR 7 S TR S AL T 07 S i, [ Bsf 4y
A RO B R A2 B R SR 7 S e A

BRI L TN AH DGR ARy B A= TG A T T 1 4k
filto WAL, BHCPERYIA R AR e &, R,
X T DNA B i HiENLRI o, o 5L R ek
T R TR B RRAR 5 DNA U258 hi Ak it DL
FIHG A 00 T 5 OB B BT A R TT R T8
) S8 % o

Bift: 2000 4 9 A 1 B (UC-Davis)%| 2003 4 8 A
15 B (UW-Madison), &R ¥E 4B A A LT
FAL A IRAABIF L B AR . 3L 3T 2, &
RARET AT, FFRET B RK A TRA
LGB R T #)  BRAVE ) R T R AR S B
JpaT AR R B R eEAT S — T R K. (B
7 #))
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