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Effect of Ginsenoside Rb, on Chromosome Aberration

in Chinese Hamster Lung Cells
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[ Abstract)
(CHL) cells. Methods

Objective To explore the effect of ginsenoside Rb; on chromosome aberration in Chinese hamster lung

To determine the IC,, of ginsenoside Rb, in CHL cells, and to establish the range of doses

according to the IC,; and induction of chromosome aberration. The results were judged according to the positive response

standard. Results Negative response was found at 6 h and 24 h after the treatment with ginsenoside Rb,; and at 6 h after

the addition of S, mixture. Conclusions
chromosome aberration in CHL cells in vitro.
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Under the conditions used in this study, ginsenoside Rb; does not induce

Ginsenoside Rb,; Chinese hamster lung cells (CHL) ; Chromosome aberration
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ml) 5 BE X BB 476 AS S, YR 4 W, i A MMC K
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Tab.1 The inhibitory effect on cell proliferation of
the CHL cells by Rb; and its IC;,
Rb, A A A BN ES IG5
(mg/mL) Survival Inhibitionrate (% ) (mg/mlL)
5 30.67 £3.06° 72.29
2.5 79.33 +8.08" 28.31
1.25 104. 00 6. 00 6.02 3 35
0.625 106. 33 £2.52 3.92
0.32 110. 00 +8. 00 0. 60
%5 [ Blank 110. 67 £8. 51 0

* P<0.05, "P<0.01, compared with the negative control group.
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Tab.2 Chromosome aberration test in CHL cells cultured with Rb; after treatment without S,for 6 hours

%5 1 ¥k First time 5 2 K Second time

YEFImS ] 40 % . -
4151 1 WAL/ W% g THEAN/AS WER A
Treatment Cell ) ZE L ) ZE R E
Groups Dosage Aberrant Aberration Aberrant Aberration
time (h) number Judgement Judgement
cells rate cells rate%
ilepayiizti:|
- 6 200 2 1.0 - 3 1.5 -
Negative control
BHBH C
2 pwg/mL - 6 200 58 29 + + 55 27.5 + +
Mitomycin C
0.84 mg/mL. - 6 200 1 0.5 - 2 1.0 -
AZBAF Rb;  1.68 mg/ml. - 6 200 3 1.5 - 3 1.5 -
3.35 mg/mL. - 6 200 2 1.0 - 3 1.5 -

R 3 ARUBHE AL AR T U5 24 h AZ 24 Rb 4 CHL 20 i % € 44¢ 105 242 < 14 52 1)

Tab.3 Chromosome aberration test in CHL cells cultured with Rb, after 24 h treatment without S,

5 1 Yk First time %5 2 Yk Second time

" wiE Al AE
a5 it PP AR iy~ wisee T
N Sy Treatment- Cell ZE B E ZE B
Groups Dosage X Aberrant Aberration Aberrant Aberration
time (h) number Judgement Judgement
cells rate cells rate
SH 1 %5F R 4
g ri,XT““'H - 24 200 2 1.0 - 1 0.5 -
Negative control
WHTGE C
ZAHR : 2 pe/ml - 6 200 58 29 + o+ 55 27.5 + o+
Mitomycin C
0.84 mg/mL. - 24 200 2 1.0 - 2 1.0 -
AZBHEFFRb;  1.68 mg/mL - 24 200 3 L5 - 3 1.5 -
3.35 mg/mL. - 24 200 3 1.5 - 4 2.0 -
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Tab.4 Chromosome aberration test in CHL cells cultured with Rb; after treatment with Syfor 6 hours

A I i) /b 240 B A %

5 — K First time

5 WK Second

a5 R WA B WA T
s S, Treatment  Cell _ LA , S
Groups Dosage Aberrant Aberration Aberrant Aberration
time number Judgement Judgement
cells rate cells rate
T T B 2 4
/ + 6 200 2 1.0 - 3 0.5 -
Negative control
NI 1S
120 pg/mL + 6 200 66 33 + + 57 28.5 + +
Cyclophosphamide
0.84 mg/mL  + 6 200 3 1.5 - 1 0.5 -
ASHEAFRb;  1.68 mg/ml  + 6 200 2 1.0 - 2 1.0 -
3.35 mg/mL. + 6 200 3 1.5 - 3 1.5 -
T AT, LR A5 U IR A7, B T 47 9% 25 2% B (). B2 K., 2007, 23(2) 19 221,
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