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ABSTRACT BACKGROUND & AIM: To study the mutagenicity of Fructus Aristolochiae (FA) alone and compounded
with Long Dan Xie Gan Wan (LDXGW) using Ames test and mouse lymphoma assay. MATERIALS AND METHODS: Ames
test was conducted to determine whether FA and LDXGW ,which contained AA at the concentration of 20 ttg/ml, would
cause mutagenic changes in the average number of revertants for TAg, TAes, TAip and TA,. LS178Y/dk '+~ -
3.7.2C~cells were treated with FA and LDXGE at a concentration of 5 ttg/ml by the 96-well microwell method. The
plating efficiency (PE), relative total growth (RTG) and the mutant frequency (MF) were determined by the microtiter
procedure. RESELTS: FA and LDXGE were considered to be nonmutagenic to Salmonella typhimurium tester strains TAs;,
TAo, TAip and TAp in Ames test. FA was characterized by marked cytotoxicity and mutagenic activity. However
LDXGW showed that cytotoxicity and mutagenic activity were largely reduced when made into a compound. CONCLUSION:
FA had certain cytotoxicity and mutagenicity while LDXGE could reduce the mutation of tk gene.
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Table 1 Mutagenicity of testers (with the concentration of AA as 20 mg/mL) in Ames test (X +s)
G V[‘A97 TA‘)X TA 100 TA 102
TS S, +S, -3, +S, -8, +S, S, +S,
Negative 1315 129+ 11 27+2 34+4 136 + 13 137+ 11 337+ 21 352+ 11
Standard
aristolochiae 140+ 14 110+ 22 30+4 26+1° 124 + 12 140 £ 17 363+ 15 383+ 15°
Unilateralism
aristolochiae 143+ 16 140+ 2 26+3 32+5 105+8° 150+ 8 343 + 21 345+ 16
LDXGE 107 £ 22 129+ 14 27+3 29+ 1 147+ 2 134 + 18 347+ 15 357+ 15
MMS 1 78028~ 1 580+28" "~ 860+ 57"~ 3 050+71" " 3100+141° " 2 060+57"° 2 450+ 71" " 1270+42"
Compared with negative "P <0.05 " "P<0.0l.
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Table 2 The relation between testers and factors of cytotoxicity in

L5178Y cells

Groups Dose PEo RSo RSG RTG
(rg/ml) (%) (%) (%) (%)
Negative - 75.9 100 100 100
Standard  aristolochiae 5 53.5 70.49  64.56 61.81"
Unilateralism aristolochiae 5 0 0 39.51 21.48°
LDXGE 5 0 0 84.84  143.77"
MMS 10 26.4 38.9 23.4 6.0"

PE, plating efficiency; RSo: relative survival; RSG (relative suspension
growth, RSG); RTG (relative total growth RTG) Compared with negative, "
P<0.05.
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Table 3 Mutagenicity at the tk locus in L5178Y cells after treatment
with testers for 3 h

Groups Dose PE; RS, MF_ SC
(rg/ml) (%) (%) (x107°) (%)
Negative - 87.3 100 147.1 53.2
Standard  aristolochiae 5 83.58 95.74 201.66° 57.22
Unilateralism aristolochiae 5 47.46  54.36 292° 88.33
LDXGE 5 147.95 169.47 11.4 60
MMS 10 22.6 25.8 1649.3" " 63.7

PE, plating efficiency after treatment for two days; RS;:relative survival
after treatment for two days; MF mutation frequency SC small colony; Com-

pared with negative, * P < 0.05

3

Ames

Ames

2,51

‘CARCINO GENESIS . TERATO GENESIS & MUTA GENESIS

0486

Vol.19 No.6

L5178Y/ k)

-3.7.2c-
[61
Ames MLA
OECD ICH
71 180- (1S010993 - 3 2003)
(MLA)
HPRT
MLA
81
(MLA)
[1] )
[J1. 2003,5(6) 68-71.
[2] . [JI . ,
2003, 12(4) : 74.
[3] ) [J1.
,2003,15(3) : 185 - 186.
[4] Moore MM, Honma M, Clements J, et al. Mouse lymphoma

thymidine kinase gene mutation assay: International workshop on
genotoxicity tests workgroup report-Plymouth, UK 2002[J]
Mutat  Res ,2003,540(2) : 127 - 140.

’ ?

[J1. 2005 20(2) 35-37.

LJ] . 2002,14(4) :243 - 246.

Hozier J, Scalzi J, Sawyer J, et al. localization of the mouse
thymidine kinase gene to the distal portion of chromosome 11
[L1. Genomics ,1999,10(7) : 827 - 830.

Chen T, Harrington-Brock K, Moore MM. Mutaant frequencies
and loss of heterozygosity induced by N-ethyl-N-nitrosourea in the
thymidine kinase gene of L5178Y/ TK* =) —3.7.2 ¢ mouse

lymphoma cells [J]. Mutagenesis ,2002,17(2) : 105 - 109.



