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FE. w5 RHTAFE DNA R EBGRE KB, LRBRHGT R Lmiets AR RE, Hh

8 A2 E 3t DNA 8915 A R KB %0, A5 DNA Hids st T fa o eg15 4.
J—AN ) AL B 544 2K DNA Bidh o) Bk it B o4 7

A E R EIA 69 & DNA #ifh ke it 28R,
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DNA #ifh i, SRS TeF. Rffa aTebd, BIT RELEMTHeLER,

XKEER. 2dEsEA; DNA Bl
PESES: Q6l

1 35l
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BEE R HR IR R, i A8y i 70 e
KBGIEANTHEM . WA LR (deoxyri-
bonucleic acid, DNA) &AEWRRIBHEY R, 2
SR AW 2 ROV ST I B T FE 4y F, DNA
RSB ) R — TR B AR A O DR
X DNA JFAT 4547 o (T AT B, 2 ) e SRR
MU ARERI TN K 55— 28, DNA $45 3% 1) S8 45
00 A ARSI — AN i ) T AR B3 1)
SR T A rE 2 4 v UL s a7
SEAARKI I, DA DNA #5345 IR 506 T i
RIVETT « SR PR R A B VPl DA S A ot B 9 4 a2

HLESHR S0 DNA B 5 1R — R R 2%
B IR o W FL B AL M A 32 SR 2 1 g L 7%
(linear energy transfer, LET) #&Yf /5, 1 Gy {17
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strand break, SSB) FI 40 AN A A7 [y X4 Wy 24 0
(double strand break, DSB). DNA [fJ—4c8E7E )L
ARG [ A — N2 A BERT PR SSB. 7
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B 450 o2& 1 Gy 157 &= A A 9 i 29 77 2R
2 500~25 000 AR DT ok, SR &
FEAELNRTEEHE N A 2 A0 (elementary
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sites, MDSs). DSB il MDSs /2 5|2 4l Jiid 56 7 F1 3k
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TWEGT DNA B R E 21, s i L],
DNA & 5 1) = O/t T4 47 (AP 2 fdn f e (f
FEBEWT SR B 7)) 7F DNA % ERIARHA B . R
1M, KZHARN DNA 545 1) SL I A e s it — A~
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[FI R EAN R 00D VRN S V2 o e
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FEASE R B =8B A, IR AR 1 nm 2 E] B
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DNA#ifG %, XMITEAWUANSE. —ERET
()R 40 1 = A PR B T SR ) B E R B i 2 H
BEAS 40 B b i DNA W i B8 CR A7 i 2 D
(base pair, bp) FHAH AW AN 4 70 18] 1) 5 F A i
CRALAE bp) o HrP TS Z 80 A ) 31 &
X, JEWANEA R R . HAh, HikdA
HREWT R AR AN REAE IR B, XA KRG,
(A4 DNA B W 24 i Bl 55 0 m] g [m) )52 20445 . A
CH ALl Semenenko &5 ¥ 4 VEBLRL T HLF- T
Mo KT AL T SRS DNA 5445, JFEAT T
ST HCHER[101AHLL, B I Re X BT,
FHHVUA TR SHOh = AN F AR E S, =4
ZHONSCER[101AH [R] - 5 A& RS g ™ A=
PVEEBT R P HH R EE , B4
DNA FIiiKED, 54— S 40& DNA #4511
SPRIKRE, AT bpe

SR UL, FATTAECL T JLAOAT Semenenko 5%
(ST T8t 1) DNA K22l 5t my G
o) I 2 i 20 B FIEEX T, |
0.3~4.5 keV ¥ K% 0.3~100 keV; 3) PUAN 1] i =
Horh =AM AR S, R T
BN A0R AE R REWT R A E L SR I E A
DNA #5493 (1~ B FE o BT 551 25 RAT Seme-
nenko SRS SAHL, th REfS F AR I S5t T
Hma R,

2 HiERH

J TR DNA #5405 (B R, X b 7 30 75 2 Y
NSH: D) AR 1 Gy 7877 A 1 B T
MEH og: 2) B 1 Gy A& ™ A 124
WA o AT LA FES 1) 5 H A EE B 2455 H (1)
FAE R KR fron/os: 3D B4 1 Gy FlEAEH
(1] DNA F Wit K JE ng,, LA bp R Hf7, X jE—A
WS, AE TS b— A4 & 1% DNA K
B 4 BHrEKE L bp).

KPP R EEWAL R B—, ERh ok
BLo> A1 £ DNA [RORUEE b 55—, 4%M— @ Mo
il BN K, XA DNA 19—k
HEE N, BEE, HIEKEA n,, 1 DNA
B0y AT AR, R4 76 20 BIAS [ 1)
AN, SRS PRI A3 200 — e 2 H
JE 2 o KT R HAREE R F

D iE-E R E MBS .

W WA D AE B REAS 40 M 1F DNA B K R
Neo=noeeD o — T8 RS B 7= 2 1) T B B 284 1) 4 H
oD PR EH fosD-

2) MWKJEN N, i) DNA FRI%BE LBt HL35E B 5
I E, BENLEHEL DNA XUBE (1 8% 2), idsAr
Ho

3) HEMIRIEH oD B 1, EEPE2.
L B T A U b A7 A o

4) [FIRERT, J8 foreD AN 545 A 1 Bl AL 1y
I AT BIK R N, 1) DNA B b A7 8 0] LR b
M EES

VR P R iR o o BN [ B B v
2%, JTEE N Ng, bp K 1) DNA B 1) — i R4
2 8 o0 A Al BN DNA 53493 11 8 ok 75 4t
HF| DNA F Wit 55—, 1928 — & 2 H KA
ifiio ARJE % I Charlton 250 43 285 W30 BT 4 %L
H 440 73 BIAS R 2R B ) i v 2 o

TXAN LA T (AT S B R S RN L 05 5
THE RS R, LI VER S E L R A
ZAF: D AR A RO R 2) R
A1 B SSB A1 DSB 1= 1E b TSGR . 25
ANGAT HSCHRTUE S, BEWT RN L3005 5 W et
75 )L Gy 6 Bl A BE TG R B2, W FL3I ) 41 s
AN P ) DNA 25 6000 Mbp, 4 40 Jifd ) DSB 4]
G RRE R R N (/DB 50 Gy) fiy £k M4
s, RSP FLsh A Bk i, IR EVELE L
+ Gy JE R AR . LU AR S D B
i 1 Gy

3 BHMHE

X PP 524 B, DNA #5475 138 1 4590 75 2 )Y
ANRFE IS W iR 30300 40 i 7 52 2K
LET 1B M5 S S, B0 MO 1 Gy A& 2974
1 000 ™ FLEERTZ4 RN 40 N XUEERTZ40, (R SSB )
HNAE 10° Gy 'cell™ o XF T HE45 45 (10 %5 B AEE K
24K H K EEAE £ WardM 2 2.7, 3R G &
KW e nl Lk 258, 4 T2 SE, 9L
TH SR 45 R BEW 1 I Nikjoo 8542308 45 kg v 55
M s, TAIH N LCRE,

6=min Z )
i Vi

Hor S, 2 Bk 7 AR R 5 L RFESALK)
DNA #1455 (5, y, J& Nikjoo 258945 5 45 iy A 714
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TR § R ) DNA i 8. 521
YO N HEE 4 AN SHAET 6 Feh, R — 41240
RIS E, e BRI S5
FATHUA (0 H s & STHR[8]H 3 1 & (AN [F]
eI 1 0T o R FELAH TS A B 1) DN AN [
KM 45 (SSB. SSB'. 2SSB. DSB. DSB'.
DSB™. SSBc. SSBcb. DSBc 1 DSBeb) ) #H X
PR (BN ED FIER 2 g 6 Y BE R T T A o
W74 HE A1 Y 5 A2 B 1) SSB R DSB 1) 46 X 7= it
R AT IE Gy leell™) LUK SCRR[OTH 3R 1 FT45 (1)
AN TR e 5 ) F 740 FEAH S A B ) DNA AN [R] 28 2
#115 (SSB. SSB'. 2SSB. DSB. DSB'. DSB* Al
DSBc) [RIAHX; = 45UF1 % 4 BT 105 Y. fig & 1K) L 1
i PR AN )5 A= ) SSB Al DSB 46 % 7= 4. SSB
A A EEM R (strand break, SB) fF 4k 4k
s, SSBTRZ T~ SB {EIA— 4k 4k F ¥4

100

A
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Relative yields (%)

DNA A0 (IR 5 7 491

i, 2SSB 4R AN Z T A~ SB 71 P 45 A [A) 1 i
F{HATE K DSB 444, DSB $57E 10 bp il A
DNA (1P 455 %45 —A SB JE I #i4%, DSB*
f&—A> DSB i b —4%85 75 10 bp Ju[H N A
—AEkZ /> SB 415, DSB*48% T~ DSB [
W ORERAEAE 10 bp FLE M), B 2% ik K
Z4 451 1) SSBc=SSB+2SSB, 4 2% X 4k W 2L % 145
DSBc=DSB*+DSB*, SSBcb. DSBcb 5 & 5 3L it
P sE . BB . R TR AR =5
SSB. SSB*. 2SSB. DSB. DSB* fll DSB* & /5 #i1
i B H I E 4, SSBe. il SSBeb 2 (5 T A 5
BEWI B R BCH I 4y t, DSBe Al DSBeb A2 iy
A X T 24 (1) S B H IR A L

B 1 SCHER[91ER 1 1 v 7 DL R SR [8]4% 1
SR R A R R B RE L VT RE R = P 1A
THEEMICR, WLLEHMBTAE 1 keV T &4

s

0.1r N L
001 f\'\ L
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Electron energy (keV)
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o energy (MeV)

Fig.1 Relative yield of damage types with particle energy. —M—: SSB; —@—: SSB"; —A—: 2SSB;
—Vv—: DSB; —e—: DSB"; —<«—: DSB™; —»—: SSBc; —@—: SSBcb; —x—: DSBc; —®—: DSBcb

DIt LBl B, 5 keV BUFEA FoRZe ik R ok
Ry T o B SRR 1 H o e A B
RL7 RE AL XU B AR bR MO R o X1 i 7
o RET, FIHTEAN IC AR AT 15 21 B v g F AR Y 4%
PRSI FT o0 b, 28R, AR A IR
DAIE R AR A A AR T ORI

H TSRS EL, 0 TR ICAS [F] RE I
A2 1K) DNA 40 135 #0875 70— € WY iy 3 2 Y A4
RTS8 Fe/ho B 2 45 T REE 2 2 0.3 keV
FIHF+ 0.3 MeV )5t 1 H1 2 MeV ¥ o BLT 1] 8
SN REE o, MK R I
(50 H R W 24550 H 1 LR £ X 3.0, AR &% i 2
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FEWT R H og W @R, 78— 0 [ A
DNA #E K E n, AT EFRIBE PSS 5l
19 8 /N AL TTLLE H 8 X o, MR AR BURE,
XF 0.3 keV IIHLT, o {HZIN 1250 Gy 'cell /&
F S W ME. XFT 0.3 MeV ()i 71 2 MeV
o K7, og fE 1400 Gy 'cell™ 22 A7 AT /M .

401
30r
20F

10f

?000 12IOO I 14‘00 I 16I00 18I00
Number of strand breaks (Gy'cell™)

Fig.2 Dependence of 6 on the number of strand

0.3 keV electron;

2 MeV a particle

breaks oy, —m—: —eo—:

0.3 MeV protron; —a—:

34 0.3 keV THL T 0.3 MeV 11
TR 2 MeV 1 o RL7-11) S B B L5405 15 B F1gE
WrZd 5 H I LA £ A8 AL G R AT 0.3 keV 1 HL
F og fHE 1250 Gy'cell”, X+ 0.3 MeV )i ¥
12 MeV ] a Ki T og B 1400 Gy'cell's EH %
RUBTE—ZJu[H N 202 DNA 81K ng, P
IS L A S ET 45 6 B M s T ELE 3
S R/DBE £ A8 . & WA IMEVEALE FEN 2.6~3.5 2
[ o Nikjoo B9 [¥] 12 75 &f 4 11 55 0 f 1 o | ok
2.0~2.4. Ward® 53 £/ ME N 2.5, KR & X

20t
18} Ay, . .
16}
14}
12¢
10}

W

-\._._._.-—-/""'/./.

24 26 2.8 3.0 32 3.4 3.6

Base damage to strand break ratio

N AN

Fig.3 Dependence of 6 on the ratio of base
0.3 keV

AT

damage to strand breaks [ —m—:
electron; 0.3 MeV protron;

2 MeV « particle

SRR, BRI 7 BT o R 1) LA
Gt f=3.0,

Bl 4 24T 0.3 keV IIHL T 0.3 MeV [
TR 2 MeV (1) o K111 & BEB G T 3K 1 1)
LUK FR. fH3.0, T 03 keV FIHF oy, [EHL
1250 Gy 'cell™, Xf 7 0.3 MeV Jii ¥ 2 MeV «
KT og BU 1400 Gy'cell. &% fiAE— & U [
N ECAE DNA BE (K ng, 8753 6 /NI A, Al
W, & 76 W /N E B 3 BE 1 AR A K. BRI X T
0.3 keV IJHLT, [ ATEAEL 7 bp; %1 0.3 MeV )i
T-F1 2 MeV (1) o FL T & IR AMEHRLE [} 12 bp Fff
I, "Ige—H =12 bp.

p \/
181

16r
141

12F
101

Average length of DNA dmage (bp)

Fig.4 Dependence of 6 on the average length
! of DNA damage. —m—: 0.3 keV electrom;

—e—: 0.3 MeV protron; —a—: 3 MeV «

particle

LENS R FIRE AN, DNA W 1R K 5
N BRI XFFRER 0.1, 034 0.5, 1.0 Fl
1.5keV KHL T, LS L ng, 7001 58, 42,
45, 42 F1 48 kbp, HAN=ASHIUE L og=1 250,
f=3.0, I=7.

XFF e 4.5~100 keV 1T, AL S En
T 04=700, f=3.0, [=7, ng=53 523+105xE,
(4.5<E.<100, "0 keV)o ng, MEEWE 5 7
Jis, BEAR SR FREREECR, HPE N
HrREs, 470 keVo

X T REE 0.3~4 MeV [T 1 Mg & 2~10 MeV
o K ¥, ZHWF: og=1 400, (=30, =12,
Nne=38 25549 178xE, (0.3 <E,<4, H.AI MeV) ik
19 779+2 495 xE, 2 <E, <10, ¥.{i MeV). ng,
BEA BT MR EBE o BT IR B IR G
R QE s fis), i EL E, 05 R o R
THIRER, $A4 MeV,



i 6 3] DNA A 1 FRIBEALLAT 347 493
70 B
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= 50+ -
=
&
40 -
|
30} - L
20 1 1 1 1 L I 1
0 50 100 O 2 40 3 6 9
Electron energy (keV) Proton energy (MeV) o paticle energy (MeV)
Fig.5 Optimal values of the segment length ng, as a function of particle energy
4 LERFNTE 0.3 keV Hi F ) 2SSB. 0.3 MeV Jii ¥ () DSB**

SR G, ] LA DNA 34 3% 147 B
WHE, 140 T EREEERITE 0.3 keV 1 HL
T 0.3 MeV 5T A1 2 MeV 1) o L1 1) % Rl 46t
193 14 77 4515 Nijkoo®947 28 45 Fy A 84 il Stewart 5.
ETFE SRR, SRERE AT

MFTFIEE FTF Y, A5 =B S AR LT, i
FERE P8 > O LA ZE 8BRS, e i mT o g
ZE A ORI B, W5 Nijkoo B9 45 I AH Lk

2MeV o i1 2SSB. DSB*+4%, 22 5ilik 70% LA
I, 5 Stewart"1 45 BA L 03 MeV i 1-#) DSB Al
DSB™. 2MeV o fi T[] DSBTHI DSBT 4%, 25
15 60% LA b, JRUDE AT e A A 1 22 18] 23 A hl R
HARBENLIEPE (Rl DNA 123 [0 45 M9 % 2D
GAF . JyAMNX L2 RN R A SR B R AN e
PEA G, B U AR A AR A 25~ B
P AE R AL I . S, XM R I T
PRI AR T3 AU 545 21 (1) DNA 184013 o

Table 1 Comparison of DNA damage yields obtained this work with Nijkoo” and Stewart!"”

0.3 keV electron

Nikjoo® this work

SSB(Gy'cell) 9750  957.2 858.0
DSB(Gy'cell’)  89.7 81.4 136.5
SSB (%) 26.5 31.6 26.5
SSB* (%) 3.3 2.8 7.1
2SSB (%) 0.4 0.7 1.5
DSB (%) 24 23 48
DSB* (%) 0.9 0.7 3.6
DSB** (%) 0.09 0.05 1.3
SSBe (%) 12 10 24
SSBeb (%) 52 60 70
DSBc (%) 28 25 51
DSBcb (%) 68 72 90

0.3 MeV protron

Nikjoo™ Stewart!'” this work

879.0
130.6
329
52
1.7
3.5
1.6
0.8
17
75
40
87

2.0 MeV « particle
Nikjoo!® Stewart!”  this work
841.0 663.0 675.8 659.5
137.8 156.0 156.0 169.6
335 23.0 329 32.8
5.7 7.0 8.2 8.0
2.0 2.0 3.6 3.4
3.9 4.8 4.6 5.3
2.6 6.2 3.0 5.2
0.3 5.7 2.8 0.9
19 28 26 26
77 75 85 86
42 73 56 54
88 96 94 94
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RESEARCH AND SIMULATION OF THE SPECTRUM OF DNA DAMAGES

CAO Tian-guang', MA Yun-Zhi'?, ZHUO Yi-Zhong"?
(1. China Institute of Atomic Energy, Beijing 102413, China; 2. Institute of Low Energy Nuclear Physics, Beijing Normal
Unwversity, Beijing 100875, China; 3. Center of Theoretical Nuclear Physics, National Laboratory of Heavy lon Accelerator,
Lanzhou 730000, China)

Abstract: lonizing radiation does both simple and complex damage to DNA. Complex damage can
induce cell death and mutagenesis, which effects the DNA repair. Track structure model is the only
method to simulate the spectrum of DNA damages presently, but it is computationally very expensive and
may be impractical for some applications. A simple fast algorithm simulating DNA damages spectrum
produced by ionizing radiation is proposed. This algorithm captures the major trends of DNA damage
spectrum predicted using detailed track-structure simulations. This method is fast and can be generalized
easily. The parameters used in the damage simulation algorithm is provided for electron, proton and alpha
particle.

Key Words: Track structure; DNA damage spectrum

Bigt: O R. D. Stewart (Purdue University, School of Health Sciences, West Lafayette) #4%{E1E WA KA CEESLHLLTAT.



