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Investigation on Perspective Effect of 17 — estradiol as the Distention Solution on Saphenous Vein. Yin Wei, Wang Liang ,Zhang Lijing ,et
al. Cardiovascular Surgery of Baotou City Century Hospital ,Inner Mongolia 014040 ,China

Abstract Objective This investigation compare study of 178 — estradiol as the distention solution and other traditional distention
soluteion the distention solution with the perspective of on saphenous vein endothelial cells, exploring its application in the clinical value,
choice for coronary artery bypass grafting of great saphenous vein (GSV) to distention the smallest liquid damage, and to maximize the
protection of vein endothelial cells (VEC) and vascular intimal integrity. For the clinical applications can improve after coronary artery by-
pass grafting great saphenous vein graft patency rate of the long — term. Methods Twenty one cases of coronary artery bypass grafting
(CABG) patients were screened,choosing the remaining saphenous vein before coronary artery bypass grafting is separated into three sec-
tions, each 2 cm long into three groups. A group of 178 — estradiol group (n =21); B group of papaverine group (n =21) and C group
autologous blood mixed heparin group (n =21), the expansion of liquid in each group varies. Each group a different solution to expand
the expansion of comparison. Results Gsv's injury that were distention by 178 — estradiol were observed by using light and electro — mi-
croscopy and immunohistochemistry. There were significant difference in the three groups(P <0.05). Conclusion 178 - estradiol to dis-
tention solution can theoretically maintain long patency of the Gsv graft after surgery.
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Study on the Influence of a Dual AP -1 and Smad3 Decoy ODN on the Proliferation of L929 Fibroblast. Qi Junhua, Nie Gang, Xu
Xiang, et al. Department of Histology and Embryology, Medical College of Qingdao University, Shandong 266071 ,China

Abstract Objective To explore the effect of the dual AP — 1 and Smad decoy oligodeoxynucleotide on the proliferation and expres-
sion of fibrotic mediators in 1.929 fibroblasts. Methods The dual AP — 1 and Smad3 decoy oligonucleotide, AP —1 and Smad3 positively
controlled decoy oligonucleotide, and random decoy oligonucleotide were designed and synthesized. Then they were transfected into 1.929
fibroblasts via lipofectamine. The dual AP -1 and Smad3 decoy oligonucleotides was detected by ELISA. The effect of decoy oligonucleoti-
des on the proliferation of 1929 cells was detected by cell counting, ATP bioluminescence assay, and the effect on the expression of fibrot-
ic mediators was detected by Western blot. Results Compared with random decoy oligonucleotide, the dual AP — 1 and Smad3 decoy oli-
gonucleotide could inhibit both the DNA binding activities of AP — 1 and Smad3. (P <0.01). Compared with random decoy oligonucleoti-
de, both the dual AP —1 and Smad3 decoy oligonucleotide and the positive control of AP —1 and Smad3 decoy oligonucleotide inhibited
the proliferation of the L929 fibroblasts stimulated by TGF - 8 and inhibited the expression of fibrotic mediators such as FN,PAI -1,c -
fos, Colla2 ,TGF — B1,CTGF. Such effects were stronger among the group of the dual AP -1 and Smad3 decoy oligonucleotide, when com-
pared with those of the positive control group of AP — 1 and Smad3 decoy oligonucleotide. Conclusion The dual AP -1 and Smad decoy
oligodeoxynucleotide was successfully designed and synthesized, which could effectively inhibit the proliferation of fibroblast and the ex-
pression of fibrotic mediators.

Key words AP —1; Smad3; Decoy oligodeoxynucleotide; 1929 fibroblasts
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