I AT 2 3 2007 4E 5 45 16 %5 5 ] ] Intervent Radiol 2007, Vol.16, No.5

— 353 —
(1] b %, MO, XA, Zobe sl bk o8 ) e 5 1k 4 i i 45 1 5% g (], SO 2 24, 2006, 22: 76 - 79.

AT A A2 24, 2006, 15: 315 - 317. (4] REEE, BRIENI. b6 Bk F1 3 2 B 8l ki 42 17 5 IR 2 ik
(2] & %, & 5, @, & 2bah ok shikis % 618 4 S Ee o i (1], AP [ R O A& 44 3, 2005, 29 26 - 28.

R4 AT [J]. S A BE 4443k, 2006, 22: 800 - 801.
[3]1 ZEE, B T, % &, % 83 k&R EmE ALy

Ol H 18 :2006-08-31)

mRIFSE Clinical research«

BB RS 7 X i R 30Y 1 e 200 M ] R L ) 2 i)

wEE, & R, X R, F £, KFER, FHk, KEH

i

(FEZE] B# TEO AT ) Iy o b 2 10 B e 40 i 08 - g s 1 s ma . Fask R A R S bR g
7 (TUNEL) B $u 52 41 Ak 4 AR X 56 9] 308 F 301 15 o Jev e 200 20070 J 350 0k B8 465 2 66 o 21 8 AR SR A7 O 0 0 40 it
HaGE A s Hoh 38 BIFT R AT MKk, U3 18 Bl Al SUEXT B, SR XAl B im A L4 T
4.4% + 1.5% , Jry Tl bk O 235 5 % 6 A ML TR T2 32 6.4% + 3.5% ;1 AR RITAT 3l Dk AL 97 20 40 i 9 1= %k 10.6% +
4.5%, JA R LS TR I AN I T2 16.6% = 5.5% , I 2 F ¥ A G238 L (P < 0.05) . 540 MR bt
J5 (PCNA) 1 B 200 B 20 77.8% (14/18) , i R HT ALY 7 20y 47.4% (18/38) #5182 ki i1 by vl
R 38 8 R R S g 2 0 % Jd 3 b L 55 A A A A0 IR 10 O O I ) LR B R S 0 R S e R Rl B AT R
BhHEZ—.

[SER] B ARuT g Bk ALyT ; 40 I8 1 5 40 B 33 5

hESHES:R7352 XHIRIRA:B X E4 S :1008-794X(2007)-05-0353-04

The apoptosis and proliferative responses of preoperative intraarterial chemotherapy for advanced
gastric carcinoma XU Sheng-de, GAO Bin, WEN Gang, LI Hua, ZHANG Yu-dong, LI Jing-song, ZHANG
Xiu-shan. Department of Interventional Radiology, Anhut Hefet First People’s Hospital, Hefet 230061, China

[Abstract]  Objective To evaluate the apoptosis and proliferative response of preoperative intraarterial
chemotherapy for advanced gastric carcinoma. Methods 56 patients with advanced gastric cancer and local
metastatic lymph nodes were determined whether to have apoptosis and proliferation by TUNEL and
immunochemical technology, including 38 cases treated by preoperative intraarterial chemotherapy and 18
cases used as controls. Results The rates of apoptosis of gastric cancer and local metastatic lymph nodes in
control group and preoperatively treated group were 4.4% + 1.5% and 6.4% + 3.5%; 10.6% + 4.5% and 16.6%
+ 5.5%, respectively. The difference between two groups had statistic significance(P < 0.05). The positive rates
of PCNA for the control group and preoperative treated group were 77.8% (14/18)and 47.4% (18/38),
respectively. Conclusion Preoperative intraarterial chemotherapy can promote apoptosis of advanced gastric
carcinoma and local metastatic lymph nodes and restrain their poliferation, serving as an important useful
adjunct for advanced gastric cancers. (J Intervent Radiol, 2007, 16: 353-356)
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