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Fig.1 The effects of 17-AAG on HeLa cell radio-sensitivity
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Fig.2 The effects of 17-AAG on V79 cell radio-sensitivity

FHZ 0 s B ) & HeLa 200 (1K) 7 — 4735
Hihzk, 31 Do DR 1. WK 1 LS
iR LA, B 17-AAG WREME N, Hela
HHHIT Do FH D fEZ B BRAR, 2% BH 4 AR AR s ek
PEFH RN I, R — 2 WA =K EiPE . HeLa
S AE 25l 25, 50 A% 75 nm/L IS SER 43
A 117, 1.84 F12.10; HILWTLUEH 17-AAG X}
HeLa 41 ffl 7 W 5 (T80 B R84 ]

FH 22 B BB VT9 40 I A 7 — AETs %
ek, f3HM Do D EWEE 2. NG E R LE
, B 17-AAG KRR N, HeLa 402 Do A
D HIEANAR, XKW 17-AAG X} V79 41 il et
U AT 52



53 WHIFRAE: 17-AAG X HeLa 40 M1 V79 40 1 J5C5 U RO 52 1) 183
Table 1 Effect of 17-AAG on Hela cells radio-sensitivity enhancement ratio
Group Dy / Gy Dq/ Gy SF2 /% SER D, SER Dq SERS F2
Control 2.31 1.68 67.7 — — —
25 nmol/L 2.03 1.26 58.0 1.14 1.33 1.17
50 nmol/L 1.79 1.16 36.7 1.29 1.49 1.84
75 nmol/L 0.97 1.08 32.2 2.38 1.56 2.10
Table 2 Effect of 17-AAG on V79 cells radio-sensitivity enhancement ratio
Group D,/ Gy Dq /Gy SF2 /% SERp, SERpq SERgp,
Control 1.80 2.33 60.4 — — —
25 nmol/L 1.78 2.23 56.4 1.01 1.04 1.07
50 nmol/L 1.75 2.25 59.3 1.03 1.03 1.02
75 nmol/L 1.76 2.20 60.1 1.02. 1.06 1.01
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Effect of 17-AAG on radio-sensitivity of HeLa and V79 cells

PAN Yanling HONG Chengjiao ZHANG Baoguo
(School of Radiation Medicine and Public Health, Medical College of Soochow University, Jiangsu Provincial key Laboratory
of Radiation Medicine and Protection, Suzhou 215123, China)

ABSTRACT

In order to investigate the radio-sensitizing effect of 17-AAG, an inhibitor of Heat Shock Protein 90,

on human Uterine Cervix Cancer HeLa and V79 cells, Clonogenic assay was used to observe the cell survival rate.

The results show that 17-AAG can decrease obviously (p<0.01) the clonogenic survival rate of HeLa cells irradiated

by X-rays but not the V79 cells (p>0.05). This indicates that 17-AAG may enhance the radio-sensitivity of the HeLa

cell line and has no effect on the V79 cell line.
KEYWORDS
CLC R811,R 811.5

17-AAG, Cell Radio-sensitivity, HeLa Cell, V79 Cell



