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[ Z]) 8 & Wit B mAR S X EEh KR LS (Regional arterial infusion chemotherapy, RAIC)HIER, 7 & 3R SP G4k
HASMAR T RAIC Hif5 30 4 BRBUZ AL VEGF [ Ki-67 B2, H# AT EIEE . 45 R R RAIC J5 , IJEZHER Ki-67 Al
B 2 A [ F( Vasailar endothelial growth factor, VEGF) W Z IR BN BT, EFE 2 RITH 8 F M (P<0.05) ; e 2 A&
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RAIC, 7] B B (K Ki-67 5 VEGF 315, BB AR HGUR B A A X R 4 IS o BT R P R IR B ARG &
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A primary study for the effect of intraoperative regional arterial infusion

chemotherapy on gastric cancer
XIA Shu-sen,et al
(Department of General Surgery ,the First Affiliated Hospital , Chongging Medical University)

[ Abstract JObjective:To evaluate the effect and mechanism of intraoperative regional arterial infusion chemotherapy (RAIC)on gastric
cancer. Methods: The expressions of Ki-67 and VEGF, in 30 cases of gastric cancer, before and after the treatment of intraoperative RA-
IC,were shown by SP immunohistochemical staining. And pathological changes of tumor were detected. Results:After the intraoperative
RAIC, the expressions of Ki—67 and VEGF were significantly lower than those before treatment(P<0.05 ).Light microscope examination re—
vealed a mild change of karyopyknosis,nuclear swelling, coagulation of cytoplasm in cancer cells,mild hydropsia of intercellular sub-
stance, invasion of inflammatory cells and mild vasculitis in some cases. Transmission electron microscope found that nuclear swelling, nu—
clear heterochromatin agglutination ,nuclear—week gap expansion,mitochondrial swelling, endoplasmic reticulum expansion,and Golgi
complex expansion.Conclusion:The intraoperative RAIC for gastric cancer could obviously depress the expressions of Ki—67 and VEGF
and cause the histo—pathological changes of cancer cells. Intra operative RAIC could significantly inhibit invasion activity of cancer cells
and reduce iatrogenic metastasis and post operative recurrence rate.

[ Key word ]Gastric cancer; Regional Chemotherapy ; Ki~67 ; Vascular endothelial growth factor( VEGF ) ; Pathology
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Expression of S100A4 gene in transitional cell carcinoma of the bladder and its
significance
LU Dong,et al
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[ Abstract JObjective: To investigate the expression and clinical
signi ficance of S100A4 gene in iransitional cell carcinoma of

bladder (TCCB ). Methods: The expression of S100A4 gene in 38
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