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Abstract  Paclitaxel 54,18 and 6mg/ kg were given subcutaneousinjection on gestation mice from
6th day to 11th day. 0.9 % lution of sodium chloride and polyoxyethylated castor oil ,cremphor
were used as control and cyclophogphamide was used as a podtive control. The mice were sacri-
ficed at 11.5 - day of gestation and uterine horns were removed , Implantation Stes were counted.
embryos were taken off from uterine and examined for maformations and state of development.
The results showed that mice embryo growth and development have sgnificant difference com-
pared with control at the 3 dose groups of paclitaxe. Farther experiment showed that in embryo
homogenate:AST ,LDH increased and AL P, TP dgnificantly decreused at 54mg/ kg. ALP, TP de-
creaed and LDH increased at 18mg/ kg. AL P decreased and LDH increased at 6mg/ kg.

Key words paclitaxel ;mice;enbryo ;toxicity
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) ' 2.4 Vatalab Mi-
Reicherst , cro ( Vita sceintific
, AL T( , 30, )
3 .
Brown  Fabro® TP(Coomasse G—250 )
, Van Magle - Fabry 160A
(4)
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1 1
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1 (x*xs)
(mm) (mm) (mm) (mm)
(mg kg ()
54 18 5406 **+*+ 4.6+0.4***++ 0207 *+* 00x0.0* *++ 01£05* “*++ 01£02" *++ 31x47* "+ +
18 20 7.2+0.7+ % 6.5£0.5"* * 3.8+0.3* + 6.7£0.5+* 4.1+0.4 % * 4.0£0.2* * 66.4+4.9F *++
6 18 6.6+0.6* *++ 59+0.5" **+ 209+04* *++ 54x07***t+ 42+04" " 4.7+0.5 75.6+6.8%
18 8.5+0.6 * * 6.3£0.4* * 4.2+0.3* * 7.8£0.6 % * 4.3+0.6 * * 4.0£0.0* * 74.0£0.9 * *
18 7.5%0.6 7.0£0.5 3.8+0.1 6.7+0.3 5.1+0.2 4.4+0.6 80.0+5.7
6 23 56+04****+ 51+04**++* 00+00**** 00#00***+ 06+08**++ 06+08* **+ 123+134* *++
S+ P<0.005, + + P<0.01; * P<0.05, * * P<0.01
2 (x+59)
(mg kg ()
54 18 2.1+0.2* **+ 0.1+0.5* **++ 01205* *+* 01+02* **+ 01£0.2% *++ 01+02**+*+ 01+02"* *++
18 20 4.0+0.3* *++ 4.2%05 4.2+0.5% **+* 40+05* **+ 40£0.3% **++ 40+03**+t+ 43:06" **++
6 18 4.7+0.5* *+  47%0.5 4.7+0.5* * 4.7£0.5* **+  47+05**+  47+0.5***  47£05% *+
18 5.0+0.0* 3.9+0.2*% * 4.9+0.2* * 5.0£0.0 * 5.0£0.0 5.0£0.0 5.1+0.2* *
18 5.2+0.4 4.4£0.6 5.2+0.4 5.2+0.4 5.1+0.3 5.1+0.3 5.9+0.2
6 23 22+04**+*+ 16+08***++ 06+08**++ 06+08***++ 06+0.8%*++ 06+08**++ 06+0.8"*++
T+ P<0.05,+ + P<0.01; * P<0.05, * * P<0.01
3 (xx59
(mg kg (
54 18 0.1+0.2* *++0.1202* *++0,120.2* *++0,1£0.2* *++0,1£0.2* **++0.1£0.2* **++0.1+0.2* **++0.1+0.5"* **+ +
18 20 4.0+0.3* *++4.0+0.3* *++3.5+0.5* * 4.0+0.2 4.0%0.2 3.4+0.6 * *++3.0+0.2 4.0£0.3* *++
6 18 4.7+0.5* ** 47+05** 47+05" 4.7+0.5 4.7£0.5 2.9+0.2* **++29+0.2* * 4705
18 5.0+0.0 ¢ 5.0+0.0 3.1+0.2** 3.4%05 3.6+0.5** 3.9+0.2" * 2.9+0.2* * 5.0+0.0
18 5.1+0.2 5.0+0.0 5.0£0.0 4.2+0.9 4.4+0.6 4.3%0.5 3.2+0.4 5.2+0.4
6 23 06+08* **+06+08* **++06+08* *+*+06+08* *++06+08**++06+08"*+*+06+08" *++06+08"* **++
T+ P<0.05,+ + P<0.01; * P<0.05, * * P<0.01
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2. ALT AST
ALP LDH TP
4
4 (x*s)
(mg/ kg)
6 mg/ kg
54 18

ALT(U/ g 4) 0.4+0.1 0.4+0.04 0.4+0.08 0.4+0.05 0.3+0.05 * *+
AST(U/ g A) 4.3+1.8* 2.7+0.3 1.6+1.5 3.1+0.9 4.7+0.9 "
ALP(U/ g A) 1.3+0.7 " **++ 2,1+0.6% 3.1+0.5 2.2+0.8 0.9+0.5 ™ *++
LDH(U/ g A)14.9+1.7++ 13.4+1.3* * 11.9+0.9* * 9.2+1.5 11.9+2.4 19.7+7.8*
TP(mg g A) 572+76.5" "+ AB7+21+*189.0+26.7 154.2+22.4 211.9+68.6 242.5+34.1* +

C A

*P<0.01;n=5

54mg/ kg
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(1,2

AST ALP LDH

ALP LDH TP
6mg/ kg ALP

P<0.05,+ + P<0.01; *

(1)

P<0.05, *

, 54mg/ kg

— 287 —



1997 9 5 Carcinogenes s Teratogeness and Mutageness Vol 9 No 5 1997

1 350001 2 630038

5mg/m 50mg/m
50mg/ ml

TERATOGENICITY AND MUTAGENICITY OF CONTRACEPTIVE
DRUG NORETHISTERONE ACETATE3-OXIME IN DROSOPHIL A
MEL ANOGASTER

Wang Yao' Ji Xuewen® Ji Xianwen?
The labaratory center of Fuzhou general hopsital , Fuzhow , Fujian,350001

Abstract  Norethisterone acetate-3-oxime isa newual contraceptive drug whose teratogenicity and
mutagenicity is unclear. In this Peper ,in order to investigate sdfety of norethisterone acetate-3-
oxime,we studied the teratogenicity and mutagenicity of norethisterone acetate-3-oxime usng
Drosophila melanogaster teratogenicity test ,sex-linked recessve lethal test and aneuwploid test. The
results showed that norethisterone acetate-3-oxime didn’ t induce to increase of teratogenic rate
and lethd rate in Drosophila melanogaster at concentration 5mg/ ml

ALT (11) : Lntravenous administration to rats during the teta
AST ' organogeness. J Toxicol Sci,1994;19(Suppl. 1) :69.
2. Soidli AR ,Deseso JM , Goeringer GC. Taxol (paclitaxd)
toxicity in the deveoping chick. Teratology socciety ab-
ALP LDH TP ' stracts, 1994 :49(5) :404.
, 3.Brown NA ,Fabro S. Quantitation of rat embryonic deve-
opment in vitro: a morphologicd soring  system.
Teratology ,1981 ,24 :65.
4.Van Madle - Fabry G,Ddhase F,Fcard J. Morphogenes's

and quantification of the development of post - implantation
1.shuichi KAI,Hisashi KOHMURA ,Eko HIRAIWA ,et d,

. o ) ) mouse embryos. Toxic in vitro,1990;4(2) :149.
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