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Effects of Triple Vessel Lesion Anastomosis during Off — pump Coronary Artery Bypass Grafting on Global Cerebral Impairment and Brain
Injury. Zhou Haiyan ,Lou Jingzhi,Pan Jianhong et al. Shaoxing 6" People's Hospital , Zhejiang 312000 , China

Abstract Objective To evaluate the effects of triple vessel lesion anastomosis during off — pump coronary artery bypass grafting
(OPCAB) on global cerebral impairment and brain injury. Methods Forty patients undergoing triple vessel lesion anastomosis during off
— pump coronary artery bypass grafting were enrolled in this study. The gas analysis and S — 100B concentrations of jugular bulb venous
and femoral artery were assayed in the following time points: anesthetic induction( T, ) , anterior (T, ) , inferior( T, ) , posterior wall anasto-
mosis( T, ) ,after sternal closure(T,) ,admission to ICU 5h(Ty). Concomitant hemodynamic data were recorded. The S — 100B concentra-
tion was extended to 12h(T;) and 24h(T,) postoperatively. Results In comparison with T, there were decreased hemodynamic data
(HR,MAP,SVI and CI) in T,,T,and T,. The maximal difference between jugular and arterial S — 1008 concentration in T, was seen. And
jugular and arterial S — 100 concentration presented a gradual increase, which peaked at T, (0.52 +0.20g/L,0.63 £0.25ug/L,P <
0.01 ) and decreased by the first postoperative day. Jugular bulb arterial difference S — 1008 levels was maximized during posterior wall an-
astomosis (0. 069 +0.08ug/L, P <0.01). Conclusion There was obvious hemodynamic fluctuation during triple vessel anastomosis un-

der OPCAB, accompanyed decreased cerebral oxygenation and increased release of S — 1008 from brain. Nevertheless , the process seems to

be transient,which will not result in brain injury after surgery.

Key words Triple — vessel lesion;Brain oxgenation; S — 1008 ; Off — pump coronary artery bypass
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