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Effect of dexmedetomidine preconditioning on ischemic myocardium in

patients undergoing heart valve replacement surgery
Jiang Lingling Hu Xianwen Bao Lijun et al
(Dept of Anesthesiology The Second Affiliated Hospital of Anhui Medical University Hefer 230601)

Abstract Objective To investigate the effect of dexmedetomidine preconditioning on myocardial ischemia<+eper—
fusion injury(IRI) in patients undergoing mitral valve replacement under cardiopulmonary bypass( CPB). Methods
Sixty patients aged 18 ~ 65 years scheduled for cardiac valve replacement under CPB were randomly divided into
2 groups(n =30 each). DEX group:0. 6 mg/kg dexmedetomidine was infused over 10 min via radial artery 30 min
before aortic clamping; CON group:0. 9% normal saline was infused instead. Blood sample was taken from the ra—
dial artery immediately before induction of anesthesia(T0) and at2 4 8 12 h after aortic unclamping(T1 ~T4) for
determination of plasma concentration of cardiac troponin ( ¢Tnl) malondialdehyde (MDA) creatine kinase
isoenzyme-MB(CK-MB) and superoxide dismutase (SOD). Hemodynamic data were recorded before induction of
anesthesia( H1) after endotracheal intubation(H2) before and after study drug(or SP) loading dose (H3 H4)
and at 0 min(H5) 30 min(H6) 1 h(H7) 2 h(H8) after CPB. Hemodynamic data included heart rate (HR)
mean arterial pressure(MAP). The duration of CPB time of aortic clamping extubation time duration of stay in

ICU and myocardial contractility score and volume of drainage at 12 h after the operation were recorded. The resto—
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ration of spontaneous heart beat and adverse cardiovascular events were observed. Results Compared to HO MAP
of HS H6 in CON group were significantly lower (P <0.01) HR of HS H6 in CON group were significantly
higher (P <0. 01) ; Compared to CON groups MAP of H5S H6 in DEX group were significantly higher(P <0.01)
HR of H5 H6 in DEX group were significantly lower(P <0. 01) ; Compared to TO the plasma c¢Tnl and MDA con—
centration and CK-MB were significantly higher at T1 ~ T4 in two groups while the plasma SOD was significantly
lower(P <0. 01). Compared to CON group the plasma c¢Tnl and MDA concentration and CK-MB were significantly
higher while the plasma SOD was significantly lower(P <0.01). Exudation time and duration of stay in ICU were
significantly shorter. The myocardial contractility score at 12 h after the operation and incidence of adverse cardio—
vascular events were significantly lower(P <0. 05). Conclusion Dexmedetomidine preconditioning can ameliorate
myocardial I/R injury in patients undergoing cardiac valve replacement under CPB and the mechanism is related to
inhibition of lipid perexidation.
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