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Table 1 Effect of NAC administration on SOD activity, MDA and GSH contents induced by 2C% jrradiation in

the liver of mice (x £s, n=28)
Groups SOD(U / mg protein) MDA (nmol / mg protein) GSH(umol / mg protein)
C 2.39+0.53 1.78+0.14 2.72+0.77
IR 1.68+0.08 ° 3.06+0.92 ° 1.28+0.20%
NACHR 1.80+0.23 ° 2.70+0.83 2.59+0.65°
NAC 2.47+0.50 1.85+0.19 2.39+0.60

Note: #p <0.05, °p <0.001 vs C ; ¢ p <0.05 vs IR. C: Control group, IR: Irradiated group, NAC+IR: NAC + irradiated group, NAC:

NAC group
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Table 2 Effect of NAC administration on SOD activity, MDA and GSH contents induced by '2C*" irradiation in the lung of

mice (x £s, n=8)
Groups SOD(U / mg protein) MDA (nmol / mg protein) GSH (umol / mg protein)
C 8.77+1.09 2.90+0.99 2.46+0.45
IR 6.14£0.88" 6.66+1.35° 0.910.27°
NAC+IR 10.41+1.84¢ 4.08+0.44°¢ 2.17£0.57°
NAC 8.93+0.78 3.55+0.79 2.33+0.33

Note: * p<0.05, ° p<0.01, * p<0.001 vs. C; ¢p<0.05 ¢ p<0.01 vs IR. C: Control group, IR: Irradiated group, NAC+IR: NAC + irradi-

ated group, NAC: NAC group
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Fig.1 Effect of NAC administration on DNA single-strand

breaks induced by '2C®" irradiation in the liver and lung of mice

Note: *p <0.05, ®p <0.001 vs. C; ¢ p<0.001 vs IR

C: Control group, IR: Irradiated group, NAC+IR: NAC + irra-

diated group, NAC: NAC group
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Table 3 Effect of >C* irradiation and NAC administra-
tion on cell apoptosis in the liver and lung of mice

Groups The percentage of apoptotic cells in total cells / %
Liver Lung

C 1.27+0.07 7.40+0.21

IR 6.42+0.28 * 32.20+0.63 *

NACHR  3.85+0.42 * 14.97+0.50 **

NAC 1.42+0.09 7.49+0.33

Note: *p<0.001 vs. C; bp<0.001 vs IR. C: Control group, IR:
Irradiated group, NAC+IR: NAC + irradiated group, NAC:
NAC group
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ABSTRACT The present study was designed to evaluate the effect and mechanism of N-acetylcysteine (NAC)

against from acute injury of mice exposed to '*C®"

ion beams. Pretreated with NAC (200mg/kg) Kun-Ming mice were

exposed to whole-body irradiation of 4Gy and were killed at 2h after irradiation, and then their liver and lung tissues

were quickly treated for further experiment. The Superoxide dismutase (SOD) activity, glutathione (GSH) content and

malondialdehyde (MDA) level were measured by chemical method and DNA-single strand breaks were determined

by single cell gel electrophoresis meanwhile the percentage of cell apoptosis were assayed by flow cytometry method.

In comparison with the respective control, NAC pretreatment can significantly alleviate DNA-single strand breaks

(»<0.001), cell apoptosis (p<0.001) and obviously enhance GSH content in the liver and lung tissues. Moreover, NAC

can prominently inhibit the increment of MDA level (p<0.01) induced by '?C®" ion beams and can augment SOD ac-

tivity (»p<0.01) in the lung.
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