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Abgtract : Purpose and Methods: Antimutagenicity of ethanol extract of scorpion and some Chinese medicinal
herbs(SEE) wasinvestigated usng a Sal monella typhi murium/ mammalian microsome assay in the paper. Re
sults:At 25- 10Qu I/ plate, SEE had no effect on TA98 revertants induced by the utimate mutagen, Dexon and
neither on TA100 revertants by the ultimate mutagen, sodium azide(NaNz) . But the revertants of TA98 in-
duced by promutagen , 2 - aminofluorence(2 - AF) was sgnificantly inhibited by SEE at same dosage. The rela
tive revertants of TA98 were 1985 + 483 1232 £ 176 and 792 + 170 regectively at 23 |/ plate, 5Q |/ plate and
10Q I/ plate of SEE with 1% ¢/ plateof 2- AF. In comparason with postive control (3182 +784) , the relative
revertants at 2% |/ plate 5Q I/ plate and 10Qu I/ plate had significant and very sgnificant statistica difference ( P
<0.05and P<0.01) andtheinhibitory percentagesof the relative revertants were 38. 06 %, 61. 90 % and 75.
11 % respectively. It was obvious that the increase of inhibitory percentages deponded upon the dose of SEE.
Conclusion : These resultsindicated that SEE was a possble inhibitor of 2 - AF. Antimutagenicity of SEE to-
ward 2 - AF oould be attributed primarily to the effect of SEE on S mixture.

Key words: ethanol extract of scorpion; antimutagenicity; 2 - aminofluorence; Salmonella typhimurium/
mammalian microme assay
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Table2 The juged standard for the effect of positive 10Qu I/ , ,
antimutation , (P<0.05)
inhibition( %) intensity of antimutation effect (P<0.01) ;
0. 20 negative( -) 38.06% 61.90% 75.11 %,
20- 40 weak postive( +) —_ 2- AF J
40- 60 postive( ) , TA98
60- 90 strong positive( #) 4 SEE 2. AF
>90 dubious toxicity (T) 1 _SEE

Table 3 Inhibition of SEE to TA98 revertants induced by 2 - AF with 9

dose

survivors revertants relative %
group SEE 2- AF revertants of
“irp.) Ugp.) per plate per plate per plate inhibition

negative control 0 0 177 +£12
medium control 0 0 181+11 34+4 32+4

SEE 25 15 174 £ 12 1908 + 464 1985 +482 ° 38.00+9.25

SEE 50 15 202+ 34 1398 + 196 1232176 * " 61.90+8.84

SEE 100 15 198+5 866 + 186 7924170 " ° 75.11+£16.12
Postive control 0 15 180+ 12 3165 + 780 3182+ 784

* P<0.05; * *, P<0.01
1.3 SEE Dexon NaNs; 4 5 , 25 -
10Qu I/ ,SEE Dexon TA98



NaNz 4.32% , SEE Dexon  NaNj

TA100 ) , SEE
, (P>0.05),
-5.33 9.20% 0.82
Table 4 The effect of SEE on TA98 revertants induced by Dexon without 9
dose survivors revertants relative %
group SEE Dexon revertants of
“irp.) Ugp.) per plate per plate per plate inhibition
negative control 0 0 175+10
medium control 0 0 179+9 44 +£6 43+6
SEE 25 50 168 £11 1394 +54 1486 + 58 -5.33+0.21
SEE 50 50 193+13 1431 +12 1327 £11 6.28+0.05
SEE 100 50 190+ 15 1367 +32 1287 +30 9.20+0.22
podtive control 0 50 182+10 1437 + 36 1413 + 36
Table5 The effect of SEE on TA100 revertants induced by NaN; without 9
e survivors revertants relative %
group SEE NaN3 revertants of
“i/p.) Ugp.) per plate per plate per plate inhibition
negative control 0 0 161+ 14
medium control 0 0 163+7 166 +2 164 +2
SEE 25 1.5 162 +£10 1088 + 188 1095 + 189 4.32+0.74
SEE 50 1.5 164+9 1064 +139 1058 + 138 8.12+1.06
SEE 100 1.5 1617 1115+ 252 1129 + 255 0.82+0.18
positive control 0 1.5 149 +17 1039 + 241 1187 + 264
2 SEE 2- AF 20min SEE 2- AF
6 291/ 51/ 0@/ , TA98
, TA98 47.29% 61. 3 ,
70% 71.91%, 3 SEE 2- AF
t , 3 SEE 3-6
(P>0.05)) , , \ \
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4 ’ ’
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Table 6 The direct inactivity of SEE to 2- AF or its metabolite with 9

dose survivors revertants relative %
group SEE 2- AF revertants of
er plate er plate er plate inhibition
eip)  bgp) e P P Pere
negative control 0 0 186 £ 6
medium control 0 0 184+7 34+6 34+6
SEE 25 15 190+9 2167 = 460 2098 + 445 " 47.29+£10.03
SEE 50 15 197 +14 1620 + 94 1513+886  ° 61.70+3.59
SEE 100 15 197 £ 10 1177 £ 62 1099 +580 " * 71.92+3.80
podtive control 0 15 182+7 3973 + 356 4017 + 360
*, P<0.05; * *, P<0.01
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