2B 1LY o= K

1036 2007 £ 6 H

k % % #t
ACTA  ACADEMIAE MEDICINAE

Vol. 29, No. 11

MILITARIS  TERTIAE Jun. 2007

SCERE Y 1000-5404 (2007 ) 11-1036-03

ARSI SR T RE E R RAE M A BB EAATT R

Moo, FRin, Tk
#OE: Hm

PRV Rl A1 S 6 1 3 R0 R S R AN

(5 = Z B R 7 g B ot 42 TE P RELA NPT 52 7 , 5K 400038 )

FEERATT . JiiE AR BURE T Aokt A RE

AR L A P P 5 5 0 1 5 2 W0 AP Y AR A A 1 T A A, [ MR e &
o AR 12 d U TR I 04 B T TR T A G PR AROR (AR R (9231 28, 31) mm, B 5 H #E41(288. 86 + 113,13 ) mm
FIAE PR /K ZH (344. 86 + 113,87 )mm A LL EL AT W35 22 0 (P <0.01) [ 00T S8 6 B 72, 10% , W 5 g 125 s 5 0697 44
11.9% (P <0.01) o FEJTT W] WeAT DUBE 5 05 B AF FH o 20 4027 45 SRR BREm R 1 3% R PR S 3 5| 22 0L 4 400 M A 0 1 e o

WA . B A T A T T AL RO ot AR R BT TR T AR

SR NI LA M AR R AT s AN A
o @432 . R73-354; R730.59; R735.8

SCRRARIRAG: A

Therapy for xenograft human bile duct cancer in mice mediated by adenovirus con-

taining Apoptin gene

CHEN Jian, LI Da-jiang, WANG Shu-guang ( Institute of Hepatobiliary Surgery, Southwest Hospital, Third Military Medical Univer-

sity, Chongging 400038, China)

Abstract; Objective
novirus containing Apoptin gene. Methods

To study the therapy for xenograft human bile duct cancer in mice mediated by ade-
Subeutaneous human bile duet cancer was established in nude
mice. Variations of tumor volume and histomorphology, side effects were observed after intratumoral injection of
adenovirus containing Apoptin gene. Finally the mice were sacrificed for calculating the ratio of antitumor. Re-
sults Twelve days after treatment, the mean volume of the xenograft human bile duct cancer in the group of
intratumoral injection of adenovirus containing Apoptin gene was (92.31 +28.31) mm, which was reduced sig-
nificantly compared with that of adenovirus infection without apoptin gene (288. 86 + 113. 13 ) mm and control
group(344.86 +113.87 )mm. The ratio of antitumor was 72. 10% , which was significantly higher than that in
control group(11.9% ). During the whole experimental course, no side effect was observed. The histological

results demonstrated that the reduction of tumor growth was the result of apoptosis in bile duct cells, which was

reduced by transfection of Apoptin gene. Conclusion

The adenovirus vectors containing Apoptin gene may

constitute a safe tool for the treatment of cholangiocarcinoma.
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