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Table 1. Relatve Percentage of the DMA Sage on the DWA Content Hislogram according 1o

thi Irradiation Dose

Cells pre-G1 Gl 5162
KB coatrol 45 640 B0
KB 2Gy 550 UK a3
KB 10Gy 523 anr 145
KB #Gy 6.6 al 146
RPM] 2650 con'ral ; 27 678 5
RPMI 2650 2 Gy ! 33 520 479
RPMI 2650 10 Gy ' 316 12 0
BPMI 2E50 20 Gy 326 113 52
HGF-1 control 25 ) T
HGF-1 2 Gy 2148 532 177
HGF-1 10 Gy 304 0.0 140
HGE-1 20 Gy 102 526 144
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Tabie 2 Optical Density of the LDH Concentration in Supernatant according 1o the iradiation

Doz (500
0 2 ] I
KB 0,68(0,02) 067003 0,69(0,01) 0600001}
KPMI] 2650 0.61(0,06) 0.62(0.07) 0.6%(0,06) 0.66(0,09)
HGF-1 0.49(0,08) 0.47(0,01) 0.43(0,03) 0,47(0,06)

. D, of the medi= 028
0. D, of the posilive control: 1,65
KB:CCLI7, RPMI 2650 CCL30, HGF-1:CRLZ04
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-ABSTRACT-

IRRADIATION EFFECT ON THE APOPTOSIS INDUCTION
IN THE HUMAN CANCER CELL LINES AND THE GINGIVAL FIBROBLAST

Moo-Soon Park, Sam-3un Les, Soon-Chul Chol, Tae-Won Park, Dong-5o0 You

Department of Oral and Maxillofacial Radiclogy & Dental Research Institute,
College of Deniistry, Seoul Notional University

The radmbtion-induced apoptosis was studied for two human cancer cell lines (KB cells, EFMI 2650
eells] and the Buman gingival fbeoblnst cell line (HGF=1 celis), The ungle iradiation of 2, 10, 20Gy was
done with 2415 cGy/min dose rate using the "Ca ME cell irradistor. The cells were stained with
propedium wdide and examined under the fuoro-micrescope and assayed with the flow cylometry a day
after Evadiation. Also, the LDH asay was done to deterotine the amount of mecrotic el

The ohiained resulls were as folows:

1, On the flunro-microscope, many fragmented nuckei were  defected in the KB EPMI 2650, and HGF-1
cells after srradiation,

2 On the DMA content histogram obtained from the flow cytometry, the peroentages of the pre-0] peak
of the cantrad and 2 10 and MGy Eradialion group were 4.5 550, 523, and 656% an KB cells, 27, 33,
I8 and 126% on RPMI 2650 cells and 28, 218 304, and 402% en HGF-1 cells respectively,

3 The number of Gl-stage cells was abruptly decressed after 25y irradistion on KB cells and 10Gy
fradistion on RPMI 2650 cells, Bul there was a slight decrease without regard to lradiaton dose on
HGF-1 cells.

4 There was po significantly different absorbance in extracefular LDH assay aleng the experimental cell
Eniis,

Heyward: [rradiatean, Apoptoss, Flew Cytometry



EEMEIREES

Figure 1-a. Pluoro-microscops of KB cells (20 Gy Fradiation, X200)
Apopiote cells with fragmentad nuclel and pedunculated proluberances tha
cell surface.
Figure 1-b. Flusro-microscope of RPMI 2650 oeis (20 Gy irradiation, X200L
Apoplote cells with fragmentad nuclel.
Figure 1=¢, Fluoro-microscope of HGF-1 cells (20 Gy irradiation, 4000
Apoptotic cells with fragmented nucla,
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