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The Changes and Significance of Inflammatory and Oxidative Stress Markers in Dog Model of Atrial Fibrillation. Guan Yuan,Zheng
Qiangsun ,Shan Zhaoliang ,Li Yunming ,Guo Hongyang ,Zhang Ye. Department of Cardiology, Tangdu Hospital, Shanxi 710038, China

Abstract Objective To investigate the mechanisms of pathogenesis of AF by analyzing dynamic changes of inflammatory and oxi-
dative stress markers in dog model of AF induced by rapid atrial pacing. Methods Twenty — four dogs were randomly divided into rapid
artrial pacing (RAP) group and normal control group. In the RAP group the right atrium was paced at 800 bpm to induce and maintain AF
for 2 hours. The atrial electrophysiological indexes (AERP, AF induced rate) , inflammatory markers ( TNF — o, IL —6) and oxidative
stress markers ( XO, GSH - Px ) in serum were measured at different time point( baseline, 1 h and 2 h after pacing). Results (DThe
AERP shortened dramatically and AF induced rate increased significantly after 1 hour pacing in RAP group (P <0.01) ;@After 1 hour
pacing, in RAP group, the level of oxidative index ( XO) increased (P <0.01), while the level of anti — oxidation index ( GSH - Px )
dropped (P <0.05) ,and the two indexes reached maximum and minimum respectively at 2h. The levels of TNF - o and IL — 6 had no
significant changes at 1h, but increased markedly after 2 hours pacing in RAP group. @At 1h and 2h, the level of both XO and GSH sig-
nificantly correlated with AF induced rate(XO: r,, =0.74, P <0.01;r, =0.68, P<0.05; GSH: r= -0.78, P<0.01;r,, =0.83, P

<0.01) ). But a significant positive correlation could be found only after 2h pacing between inflammatory markers ( TNF - «, IL - 6)

YEH B 710038 PG4, 55 DU ZE B2 K B 8 5 Be O R (B 8 KRS FR) 5100853 b 5t fift 022 6 5 Bt O P RF (B JR 58 3B LT PR Lok e ) 5
610083 B Hf 7% IX B 5 B o it 45 BB (4218 W)
HIRAEE BRI, BT E 4 : zhengfmmu@ sina. com

- 62 -



BEAERSE el 2010 4E 8 A 4539 % 45 8 10

e B

and AF induced rate (r =0.67,0.71,P <0.05) . At lh and 2 h, AERP, was correlated with AF induced rate significantly(r,, = -0.

69,P <0.05; ry,, = -0.81,P<0.01). Conclusion Oxidative stress and inflammatory reaction are closely associated with AF and elec-

trical remodeling. Oxidative stress markers could predict the genesis of AF.
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The Clinical Effect Analysis of Kirschner wire and Cable — pin in the Patella Fracture Surgical Treatment. Wu Guangsen, Cai Xiaojun,
Jiang Changliang, et al. Department of Orthopedics, The 309" Hospital of People's Liberation Army, Beijing 100091, China
Abstract Objective

To analyze and compare Kirschner wire and Cable — pin in the treatment of patellar fracture in clinical effect
and application value. Methods From December 2006 to December 2009 ,107 cases of patellar fracture patients admitted to our hospital
were treated with Kirschner wire (68 cases) and Cable — pin surgical treatment (39 cases). The fracture type, operation time, blood loss,

hospital stay, medical costs, postoperative complications and long — term recovery of knee function in the two groups were recorded and an-
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