AR SRR RN, AdPREEAER
B, REXHBARTHAENRE, #ZIHVE
MR Z, E5EHR, BRI M K &
P, HLW 1omeg/keCP L B B B A iR
M, EAREREGT, BRESER,. &
W AR B B, RLSF 2 IR T 28 1 AR F
A TR TR BE 1 B )

15 T W 40 0 A T T 1 S R SR 0T Vg
SIETE, M E P A A7 26 BORH S F Ak 52
Byes, TTLRIAR 10mg/kg & CP i/
ol g, M, @T CP pyBmal JEH Ik
%, RMRTEE T, T RE13 N B0 4%
B, HL, 10mg/ke & WS A A 3R 5
5"-.0

FERR TR AR 17 T8 B X — T sl o 4
2 HURTAL, 742 A i B 8 T 1) 0 A
HIB RN, Wilson A4 9-11 K 9K
WA BOR BURS, TR 10K Dy e
B, BE 10-12 K, OERCEE KT
10-12K, i JREFFEM K14-16K, 71
Ay gy, B0, 11 WRESLZ),
WO RIS RBERG, TG B B R

AR« WAL o A 19944F 6 6N

1, BN G A BB R 5 K
VREERIIN, SO FATET, TG T R
IR BIN, A AU IR TE f T e
Woo LB RIIIEIR, AL A B I
A RTINS R R
R 2P RZE, X5 Wilson i3RI
S

$% ik

1, Manson IM, et al, Teratogy Test Method
of Laboratory Animals, Jn s Hayes AW , et
al eds, Principles and Methods of Toxicology,
Raven Press, 1982; 141-124,

2. Mirker PE, Teratogen Carcinogen Mutagen,
1985, 5(2) = 75

3. Schardein JL. Approaches to define  the

relationship of maternal and desvelopment

toxicity. Teratogen Carcinogen Mutagen,
1987, 7 :255-271.

4. Khera KS, Maternal toxicity : A, T'ossible
ctiological factor in embryo-feial deaths and
fetal malformations of rodent-rahbit species,
Teratology, 1985, 31 :129-153.

5. EM. TASERRAREMI E. W H 3

AR MR, 1987 = 171, 175.

MERELERHNLRBRCER AN E LMK CLHME SCE 55

£

oW KA R HER
(R R 2R A T BT AL
100021

100094 'FREEFHFFEIEMIRFTN AT

B B R AR, DI TR R 22 R S CMMO)YE & AR ik B4 i E R 2
{5 B84k B ¥ (Sister Chromtatid Exchange, SCEYR M B M L84 710,94pg/ml (43,75,g/ml 175,0ug/ml 3

ATRRRFIR 41, DMSO JFFIXTFRAL, MMC X AL 28 e 3 R AL
AR, MMC v 22 ThRR SCEHR S T4 ILE,

MMC % % (kb A SN MMM SCE #TRMTER, 7

« 30

LEACRR IR BE M T R OFI B AL, 3



Pl

HEEGV B (P <0,001), AR
$2 B FEC(MMC);

RKERIE i TIREs SCEIRs A

TN AR e A R

A

Engeiy

R =

THE EFFECT OF CIMICIFUGA DAHURICA SAPONINS ON SCE
FREQUENCY INDUCED BY MMC IN PERIPHERAL LYMPHOCYTES

OF HUMAN

Lin Xin, Cai Youyu! and Xiao Peigen

Institute of Medicinal Plant Development, Chinese Academy of Medical Sciences,

Beijing 100094, Institute of Laboratory Animal

Medical Sciences, Beijing 100021,

Abstract The effect of Cimicifuga dahurica Saponins on SCE frequency
by MMC in peripheral lymphocytes of healthy human was studied, There
10,94pg/ml, 43.75ug/ml, 175.0ug/ml Cimicifuga

six experimental groups, i, e,

dahurica Saponins, DMSO control group, MMC positive

negative control group, compared with each of
Cimicifuga dahurica Saponins groups showed dramatic changes (P<0,001),

fact that Cimicifuga dahurica Saponins effectively
induced by MMC in peripheral lymphocytes

Sciences, Chinese Academy of

induced
were
group and

three control groups, all

control
three

The

the SCE frequency
that

inhibits

human indicated

of normal

Cimicifuga dahurica Saponins is a potential antimutagenic agent,

Key words

Cimicifuga dahurica; Sister Chromatid Exchange-frequency; Mitomyein

C(MMC); Mutagenesis; Anti-mutagenesis,
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Tab 1. The effect of Cimicifuga dahurica Saponins on SCE frequency in

peripheral lymphocytes of normal human

Group MMC Cd-S Numbers SCE/cell s
ug/ml ng/ml of cell

Negative control 0 0 25 9.41+1,863
DMSO control 0 0 25 9.68+1,725
MMC control 0.05 0 25 36.08£3.559
Cd-S 10.94 25 9,72+2.622°
43.75 25 10,04+2,188"
175,00 25 10,96 +2,189°

Cd-S - Cimicifuga dahurica Saponins, * P>0,05 As compared with Negative control and DMSO control,
» P<0,001 As ompared with MMC control group,

-SOFV BRI, DT BREK 4] SCE
WURZBERWD, PRy EAHNGG = -
0.7194, P<0.05), WE2KEE 1,

J5 LM CALSCEF RS, H&IRE R
Xf 2, DMSO X4 f i MMC [k

% EASCER R LR, WHIEREBFMNET
MEFFE(P<0.001), B BT B (C

Tab 2. The inhibitory effect of Cimicifuga dahurica Saponins on SCE
frequency induced by MMC in peripheral lymphocytes of normal

human
CGronp MMC Cd-§ Numbers SCFE/cell 25
ng/ml pg/ml of cell

Negative control 0 0 25 8.00 12,500

DMSO control 0 0 25 8.33+2,872

MMC control 0.05 0 25 31.64 £6.658
Cd-S 0.05 10,94 25 20,16 £3,671°
0.05 43,75 25 16,08 £3.265"
0.05 175.00 25 13.40%£2,799*

Cd-S=Cimieifuga dahurica Saponins, I’<<0,001 As compared with Negative control group, DMSO

control group and MMC control group,
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Fig 1, The inhibitory effect of Cimicifuga
dahurica with different doses om
SCE frequency induced by MMC in
peripheral lymphocytes of normal

human, C=MMC control group,
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