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Fig.1 Example of ECG before shock
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Fig.2 Example of ECG after shock
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Table 1 The change of general physiological indexes before and after shock(n=12,x+s)

21 51 SBP/mmHg DBP/mmHg MAP/mmHg L% /BPM KR/ C CRT/s Sp0,/ %
TR 93+9 58+10 709 11712 36.7+0.7 0.920. 1 9742
K5 51+13 " 2247 319" 130+33 35.8+1.1° 2.8+1.0** 9242 **

¥ SRERTH L, © P<0.05, ** P<0.01, *** P<0.001
Note: * P<0.05, ™ P<0.01, "™ P<0.001, versus before shock
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Table 2 The change of blood-gas parameters before and after shock(n=12,x+s)

24 5 Lac/ ( mmol/L) BE/(mmol/L) Sv0,/ % pH PCO,/mmHg PO,/mmHg
PR 5 T 1.91+0. 68 -4+3 69+11 7.344+0. 047 40.4+£3.0 156+25
R3E I 10. 05£0. 63 ** -19+2 " 29+15" 7.071+0. 096 " 41.7+13. 4 161+24

E SR RTH L, 7 P<0. 001

Note ; versus before shock, " P<0. 001
x3I KMEAREERFHVARTEAGELENR
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Table 3 The change of blood routine indexes before and

after shock(n=12,x+s)

415 HGB/ (g/L) HCT /%
PR 7 i 1185 35.9+1.5
[N 134127 42.4+3.2%*

SRR RTA E, 7 P<0.01, ™ P<0. 001
Note : versus before shock, ** P<0.01, ™ P<0.001
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The Embryo-fetal Developmental Toxicity Test of Intravenous
Cyclophosphamide on New Zealand Pregnant Rabbits

GONG Yingfei, ZENG Xianhuan, ZHAO Weijun, ZUO Juntao, ZHU Zhongkai,

WANG Zhanbo, LIU Wei, WANG Yun, YANG Yong
( Center for New Drug Safety Evaluation and Research ,China Pharmaceutical University ,Nanjing 211198, China)

Abstract. Objective To observe the embryo-fetal developmental toxicity of intravenous cyclophosphamide on
pregnant rabbits, and provide basis for using cyclophosphamide as a positive control in embryo-fetal developmental
toxicity test. Method Pregnant New Zealand rabbits were randomly divided into control group (0.9% Sodium
chloride injection, GDI11, i.v), and cyclophosphamide group ( cyclophosphamide 30 mg/kg, GDI11, i.v). At
termination ( GD28), the uterine content was removed by caesarean section. Live fetuses were examined for
external, visceral and skeletal malformations and variations. Result There were no noticeable changes in the
reproductive function and embryogenesis of rabbits by cyclophosphamide. But cyclophosphamide could cause the
teratogenic in external, visceral and skeletal malformations. The rate of cleft palate was 32.95%, the rate of
visceral variation was 10.23%, and the rate of skeletal malformation was 23.37%. Conclusion Inject
cyclophosphamide (30 mg/kg) into the New Zealand rabbits can cause fetal malformation. Type and ratio of fetal
malformations are proportional. Cyclophosphamide can be used as a positive control for embryo-fetal developmental
toxicity test in rabbits.

Key words : Cyclophosphamide; reproductive toxicity; pregnant rabbits; positive control
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(LB 57 70)
A Model of Hemorrhagic Shock in Beagle Dogs

CHEN Jianzhao, CHEN Jiejun, LI Rixu, GUO Qiuping

( Guangzhou General Pharmaceutical Research Institute, Guangzhou 510240, China)

Abstract: Objective To establish a model of hemorrhagic shock in Beagle dogs for the experimental study of drug
evaluation and research. Method Fifteen Beagle dogs of common grade were bled until the arterial pressure
(SBP) reached 50 mmHg, which was then maintained as best as possible. The criteria of the model were 9 ~11
mmol/L of Lac and 12 mmol/L of BE in arterial blood, less than 60% PO, in venous blood. When the model was
established, the changes of general physiological indexes, blood-gas parameters and blood routine indexes were
observed. Result Twelve animals survived, the success rate of the model was 80%. The changes of indexes were
in accordance with the characteristics of hemorrhagic shock. Conclusion The model was able to simulate the
clinical characteristics of hemorrhagic shock objectively and accurately, and is suitable for the efficacy evaluation of
blood products and blood substitutes.

Key words: Hemorrhagic shock; Beagle dog; animal model



