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M. ACSCRE T I RE AR P I E B (CMO R 5 Car? 485 5 3T s Ha, i DNascﬁ A,
HMET CM, CMCa K Ca** =3 5 5i%t % 30 Gy y £ M8 &% 48 fg DNase.JE i m, 4 R&lﬂ,
CM i & 78 10 mmol/L P} °F %f H,, 40 Jig DNase % #¢ 3% 1 F. Ll 5 mmol/L & 8 3% /4 i it 38, 4&
5 mmol/L LI TN ik & pasgin, BOGfFRRE 2 0, CM L Ca** &4k CMCa Jiisif 4 DNasc ]
WO e S CMOREL, MIBLERE2ZP(p>0.05), CM, CMCa B R EOE R v R BH 44T 4) DNase
TEHEEAH B, 1 Ca? X352 IHaklE 2 8 Hy, 404 DNase 35 L B, LR RAS, CM
Kp kg Cart 54k CMCa JG i X2 I Bk IEZ ME H,, 4 DNase 94 BOBVER . SR E 1h 80 - W
FE 40N DNase FfiniG i in. S50 DNA f S 52 50 Ml By 2R, Al Be R B0y FEFR I 22—

KA EEPEAGH, IR, H., 4ile, Wi St as g

BT M R B (CMD) S R SR 2 WA R ZOAT A B, R 3% & B Bl — Fh i VAR S I S 102,
Z5rF. MIRKEASTRSERBPR, BIEH EF KRB BITNEER, iS5 Ca* 247 )k B R M55
BRA5 (CMCa) il Fl J5 I O R E R, HEMNS F/KFERMIAT CM ik /R4 jiz DNA 54 1k
2428 W DNA 38 &8 6 100 ME RS, thANEMEE B2 A 18 £ R 554 DNA 4
ff) FF W32 5 DNase I5 1 5 £, fE468H CMCa & 3 44477 i i, % DNase § )7 ¢ B2 0t »
KUK Ca** L H iy B, HREBTITH.
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(1) CM, CMCa, Ca*’ W ASHE L AA8Hl,

(2) fape  #EFA/NBUS/REIT B H,y, M08, M BFh 6—7 d py BB RUNRBERBEK S, FIE
RPMI 1640 PH 6.9 3552 ik %—2K, i Tris=HCI 22 Wik[f 1.39% Tris 5 0.03%NH,Cl # i,
e T 1:9Cv/VIBE TR IR ELLMIET . REH 1640 BB =k, EHFEFES BHE
B——1640 BEaRIR NG 911 AR S, }JuTﬁﬁ‘EEBﬁ CM, RAJETE 37T C/AKBARIE L h, ff
CMitE Nl G, 0% 1, B 1640 3555 et 2Kk SR 880 CM 5 IRAIN . MR T
1640 3FFF I PY AL 3 % 107/ml 4o i,

(3) y &4 MEEIET 10 ml BaiRE R, BukKIEH, ¥5°Coy F 100cm 4k, £y &
M4 30 Gy, F|&=N 6.08 Gy/min, ‘

) mpg g X ¥ & ZRABHMEBEELE RS HHEEREFE0.9% NaCl-5 %
WA TE N ORI SR 7Y, SNFKAKI A, M IR T v % 5T 3 W
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(5) #mfa DNase % R E HRO.2ml R, MAE F R WHRERN, ERNEEERS
3.2ml, W& 1ml0.05% /N2 B RDNACLW A M AR ERR AN 4 7)), 1ml
40 mmol/LMg Cl1,, 1ml 4 mmol/LCa Cl,(3¥iAf#7E pH 6.0 Tris-HCl £k N), EIFTF 37CTK
BARE 2h, 1A 0.15ml % 70%HCIO, &) RV, #& K ERNNE 6—12h, JTEIFHE
DNA, 5T 4 CLL 14000 rpm/min 6.0 40 min, BY b7, M 750 UVIS-A R & 2N W4
JE T 260 nm G R IR LRI E BRI B0, IREEAHEE IANEAEREHE
BNRE, GEREAROXSENENSHTFI7CRE 2h FRAE—R, UBREBRIEH
BE R R BR B K f s TR 7 M T 5 R R S IR W X T € 4 s DNase 3% 176 0

(6) #mpnf) ¥ DNA & ¢y & KA FHHstH Burton U,
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Fig 1. The effect of different . Fig 2. The effect of CM and its
concentrations of CM on DNase Ca*? chelation componed On DNase
activity of H,, cell (x+SD, n=9) activity of Hz cell(T+SD, n=9)

KAREERN CM 4RI 5MRESTC/RBEN KL

YE fE M, EL7E 5 mmol/L i X4 BgHY) BOE fE A58 WA

B, # L A DNase 151,00 1 BRAMEE R Sul
WIE CM fERJ5 , 7 5mmol/L By B§ & ) % By, CM ik 3

10 mmol/L B, BENAFME, MESHEANLY 5 |
HIEHBEZP(P<0.0D HHEFYME 20 mmol/L B,  Fx
HEENRTELM, SHBEHBEN 0>0.05. L& 5 | R
HREW, NP, OM A H,, 4 g DNasetr 5[ U
SRR R B 5§
2. CM 5 Ca*? g & /i CMCa J5 3 H,, 48f DNase B8 I§ s R 3 g

F4Ha4y B %5 5 mmol/L CM,CMCa 2.5 mmol/L Ca**
Al S / % / Fig 3. The effect of CM,CMCa and

(HHF CMCa & Ca*? 8)—iBF 37 C/AKBAHEER 1h, 1 Ca*? on DNase activity of irra—
DNase i, WE 2w )L, CM 5 Ca*? 4 & 5k CMCa j5 X diated H,, cells (x+SD, n=9)

DNase #0% /e 55 CM 5 B3 © 2 5 (p>>0.05), {B5% 4L ZH 3% BF (p<0.0D), TG
a*® 4 5% FR4EAR [t TE .26 25 ) (p>0..05), $87% CM 15 Ca*® 4545 J5%f DNase 5% BOE /£ o T
Ca** 3} H,, 0} DNase 51 T 01 & M.
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3. CM, CMCa, Ca**3}% M H,, 48 DNase 9 {E B
HT H#H—FHFFCM R H 5Ca*? & JF% 2 BH,, 4fgDNase g & H , ¥ 40 45 H] 555 mmol /L
CM, CMCa, J} 2.5mmol/LCa** g %), F 37°C{RIE 1hFF 0 C/KBNEE 30Gy, r#s
0 DNase )& 77, & 3 FI W, 32 30 Gy y £k fE 41 /5 DNase 5 /1B B & . SATERAMLL,
FEFEEFELR(D<0.0D), HWEAECM, CMCa, K Ca** ibE5H HEF30Gy &, DNase {&J)

BHL 48 B X (B RZ CM, CMCa, Ca*™ 42 {H R M 4DHAE, #HAME M £ Bl LE
(p<0.01),
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TEFRF 547 DNase IE 1 fE IR, BT HWPHRERTHE 1640 B35k MERRHEEE
A= Y PE TR BEL# CMCa %0 Ca*® 3% X\ 40 fia (N , B W4 DNase 35 7 £ IR VR 22 5 R 5 9% T 48 i 1k
MRS 1 M. RERER, HFKS KHEHIERS 1640 B3 9 1(v/VRMHK bR
REWIEHME 1 h BUREEF, GWZERERELRA, REMBRET.

B REN, E—EWREEEN, CM3tH, i DNase F#I5(FR, 1l 5mmol/L Bl
YEARFI SR, 5mmol/L LIFREZSM RN, WOE /i B B 2 ¥ N, M0 CMIREEE
10 mmol/L i, Byt BOE EF MR BRI, 5853 Bk 4k 5238 % 20 mmol /L i, BEIEJIRTGT
MeE AR EKE, XMAR LA, BEHT CMkEE R 4L S1ER, Hit, A6
By 22 46 e R VLA T AN AE 08 o, B RIS M R IE 90% B b, ERAR R MRE K, B,
CM %t H,, #Hi}s DNase £ 0% 15 F 1 55 — ARBREO BOE TR BL, F7E 25 W Ry f itk .

HTEFHLE CM REE Ca*? 454 FRURN 2 M4 DNase 3 i M, A Xtk— %
R RIANFIR I ' :

Tab 1, Comparison of the influences of equal concentration of CM,CMCa, Ca*? and y-ray
irradiated H,, cells on the DNase activity, (x1+-SD,n=9)

Treatment (_Jdntrast . M CMCa Ca+t
Contrast(DNase Units) 8.85+2.4  21.,26%+3.6 21.97%+3.5 11,77%2.7
P : <0.01 <0.01 >0.05
Radiation 30 Gy (DNase Units) 18.924+3.0 32,27+1.4 33.20%2.8 21,21%3.6
P <0.01 - <0.01 - >0.05
Radiation/contrast( % ) 113.8 262,00 275.0 139.0
P >0.05" <0.,01**

* CM 1 CMCa L4, **CM i CMCa 5 Ca*? b1,

CMR 15 Ca** 445, %t Hy, 4N DNase 805 (£ ORI 2 Tk 1), T .40 451 F x4
BRI R K, SR RAELL T G2 20, I8 30 Gy v S 415 H) %) DNase it iy
s SRR PR S R, | -

B 3 A3 1 7L, S AUMIAAL T4l M, CMCa % DNase 15 J13L6 1 Ca*® B RAB4T A
LRI IR, ZRIEHBHED<0.0, 4 B4 30 Gy y RIBHTE, Br Ca™® 24 DNase
W4 UK BIRAT 4K FSh, CM, CMCa 41I5LGH R 1A% CM, CMCa LBRIRADT, ¥
FLFEWDH. XRBMIECM, CMCa RLBFA I v LKIGH R H,, 4558 DNase 15 4L47
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STUDIES ON THE EFFECT OF A NEW RADIOSENSITIZER
CM ON THE DNase ACTIVITY OF IRRADIATED
"HEPATIC TUMOR CELLS

. A .
. Zhao Fang and Zheng Xiulong
(Second Military Medical University, Shanghai)

ABSTRACT The effects of a new radiosensitizing ccmpound-metronidazolamic acid
(CM) and its Ca*? chelation compound (CMCa) on the DNasc activity of mouse he-
patic tumor (H,,) cells were observed  The effects of CM, CMCa or Ca*? at same mo-
larity and their combination with +y-rays. irradiation on DNase activity of H,, cells
were also observed respectively. The results showed that CM could activate the DNase
activity to be increased as CM concentration increased below 5 mmol/L. The highest
DNase activity was activated by CM at 5mmol/L. The degree of activation between
CM and CMCa had no significant differente (p>>0.05), whereas free Ca*? alone had
no effect. The activation of combined CM or CMCa and radiation groups were greater
than that of each given independently (Fig. 3), they possessed a coordinate activation.
However free Ca*? still could not activate the DNase activity after y—irradiation. From
all the above results, it is suggested that CM or CMCa improved the tumor radiothe-
rapeutic efficiency probable due to its activation the DNase activity of cancer cells
which enhanced the DNA damage. It mlght be one of the radiosensitizing mechamsm
in tumor radiothorapy.
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