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B, 5t 200 F B JE T 99, 5 B 11 4% B/ A0 5 BN AZ IR FD T B Wi, 520C 0237 C g
24h, 150Xqg B USCHCAIA, I PTG 2 i 30min, Ji X AHAI{Y (Coulter . EPICS —XL . 3%
D) W 4R A5G Tk AL B, 4B VA T (PCD) 4B 8, BUR I 5T 4H WRE g 4u i 1<
107 4t 5mlL, 2 60Gy FESHEEI 45400
1.5 BER&EEEES
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HAIIR EE, BRETA R 2}X10°/mL, TE# XHIRZE K 1X10°4/mL , i 60 mm 53R M, 58
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4 EcoRV B, FotE— AT e A DNA SUEEWT 2L, @it FaR g ik . g fL A Sy 3
[N ik, K BT I05 pPMHL6 IR DNA S NZRA AR, 07 B YR 3557 48h, 52 96 FLH
FEAMTEEFLIE RO  IE 3 6 B 1}X10° A/ mL BRETA 2 X 10" A~/ mL. [R]HEfp 110" 4~/
mL #FR AN, Bk C W TR SR 15— 20d, 1158 G418 FalE SAUE I IZE gpt BEH 1Y)
D W, kSR 1od, HilH) 3—4d #eilg—IK 11 5HEPT XHATM B 528 (FET wiEL G M iE et
g ), HA GALI8 FIXHATM PIRM Tt Ay A se BRI b7 43 GAL8 Bl swbEr | 733, Bl h
Z A gpt HEK BA R BB R,
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HER TR SRE DNA BES FIRTSE A 95°C 251 Smin, P #RiC DNA #5F FZ232 2h,
NN AT B0 2438 > 2438 12h, VEWRE I T B A B e R Al
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/NERIBS S 2h & 20 WRE 4088 PCD 1B B EH A B 2 (R AR T
B A I AR [ AR R < 2Gy AABRGTE 12h: 4Gy 4LHST IS Sh, 4Gy BT @ {H I & 7>
BB s ISR ZLAE 36h AT B BOS T IE R 5 B e, MG E 10d, 4Gy
VAT SRR IA R T 2Cy 4UX A JAT 2N 4Gy 41y 1/2. AW FEIL AR X I 4Gy 41 WRE
MBI, AR A TS RIS DNA XUEERT S 18 52 8 Stk ] LA Mt
SRR A LSRR S R, R SR AR IR 1,
2.2 4iHf DNA M AV S B st

Y15 pPMHLG6 BUkr DNA S5 GL SR B AN R GT /N WRE 20 h £ 47 Ras v] &
BIEHI(WFK 2). RIS WRE QIMAITT G418 Hfk 5ake 69. 75004 gpt FER Rk AR
T S ) gpt IR B A8 SR 52 2Gy (A Gy SR R T O WRE 41D A4 % b S e L4736 0500
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Tab-1 Analysis of apoptotic WRE cells with FACS at the different time after irradiation

Apoptotic rate/ /0

t/h 26y 1Gy
16.32+0.33 22.3740.58
25.264-0.23 42.334-0.61
30.604-1.13 48.22+0.76

12 40.70%0.29 33.6141.04

24 27.35+0.36 16.14=+1.27

36 14.13+0.15 3.4040.36

72 10.23+0.09 32.3240.45

168 15.45=+0.87 40.65+0.17

240 3.8740.09 49.30%0.57

n="06, Apoptotic rate for mean normal WRE cells is 3.5040.67

21. 5090 iy SERERE IE I35 gpt JEPH TIAE. DERA WRE 4 M8 5T /5 DNA SUEEW 240 16 2 B 3%
T IEH A0, ELRIEBOR, B8 2 00 8 S At (I 0 A 5 A G20 2 18], 2Gy
4Gy Mz GEit-Eb MR AR B35, p=0.001), 3% 3 BoRAR A 2 7L 77 i5 2 R 5% 5 Bkl
DNA #JIEH WRE iR DNA B LUK IR PR T 5 B B3 35 R 45 R EE A A ]
Gt FA I E R,
2.3 pPMHI6 BTy E RGN

HIH DNA B3 KB #e 4 pPMHL6 BB AY DNA SRRV T oA G4 o 2 2
PRAXT IR AEIAY DNA SRR X AU T pPMHL6 BObiAE WRE 4 i b % e it 5 » ] i
WUESE T AR A 40 S N BB gpt ZERIASE T1E K,

Tab-2 The rejoining efficiency of gpt gene in the linearised plasmid pP MH16 which

was transfected into mouse cells with lipofceamine

Exp- 0Gy 2Gy 4Gy

No XHATM /G418 %™ XxHATM"/G418 %™  xpATMV/G418 %™
1 8.1/11.4 71.1 6.3/16.5 38.1 2.4/10.4 23.1
2 8.7/13.8 63.1 7.3/17.2 42.4 1.3/7.2 18.1
3 9.1/12.0 75.8 4.2/14.7 28.6 1.2/6.8 17.6
4 7.8/11.3 69.0 5.9/16.8 35.1 2.2/8.1 27.2

PE 69.7542.56 36.0545.653 21.50+4.49MH

M The number of colonies found to XHAT M (gpt+)among the total C418(neo+)colonies scored ;
(2>Persentage meant the proportion of the correctly rejoined gpt gene A p=<0.001
Tab-3 Comparisin of the rejoining efficiency of the gpt gene obtained using

electroporation with that using lipofectamine

Expt- Lipofectin Electroporation
No XHATMR"/G418R  %™® XHATMRV/G418R %™
1 8.1/11.4 71.1 9.7/14.8 65.5
2 8.7/13.8 63.1 11.3/15.4 73.4
3 9.1/12.0 75.8 10.4/14.4 72.2
4 7.8/11.3 69.0 9.2/13.2 69.7
PE 69.75+ 2.56 70.242.25

D Dgee the legend .in Tab- 2
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R r kAR A A R WRE 4BMIAE 4Gy BEGTE 4— 12h RYE T mlg, RATEHEC
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THE EFFICIENCY AND FIDELITY OF REJOINING OF THE DNA
DOUBLE STRAND BREAK IN THE IMMUNOCYTES OF
TONSILS OF IRRADIATED MICE

WU Wei QU Changmin WU Daimin
( Chinese PLA 306 Hospital, Beijing 100101)

ABSTRACT  To examine the efficiency and fidelity of rejoining of the double strand break
(dsb) DNA of the irradiated mouse Waldeyeer s Ring Equivalent (WRE) cells- With lipofec-
tamine or electroporation: the linearized plasmid pPMH16 with two marker genes (neo and gpt)
were transferred into the WRE cells from irradiated mice- Through ordinal G418 screen and
XHAYM screen: the rejoining efficiency of the broken gpt gene wes evaluated- The rejoining ef -
ficiency of gpt gene was 69. 75% for control WRE cellsand 36.05% for the WRE cells gotten
form the irradiated mice 4h after exposure to 2Gy 7 irradiated and 21. 50% 4h after exposure to
4Gy 7 irradiated- The results showed that the fidelity of the rejoining of dsb of DNA for the irra-
tiated mouse WRE cells was lower than that for control. and as the radiation dose increased. the
fidelity decreased- Both the lipofectamine or electroporation could be successfully used in gene
transfection for primary culture of mouse WRE cells- And the wrong repair of dsb of DNA in irra-
diated mouse WRE cells might be caused frequently -

KEYWORDS  Fidelity of DNA repair, Gene transferred, Waldeyer 's — Ring Equivalent

cells, Radiation injury
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