+ 494 - IR 2 2019 4E 5 H45 35 555 5 ] J Clin Anesthesiol ,May 2019,Vol.35,No.5

R R B - JRL B 130 L0 UL R 2
T A S TR Y BB 5

FieF FZ K W IRA FREB REAE EZTE F4HE

[HE] B8 WEEARREE T Lo B ok B JL S v R S oifensgm ., 7
B RBEBAEERE SD KB 36 K IR 280~360 g, BT il £ Langendorfl #4450 I VE F AR T | SR
MBI FERLED N 6 H(n=6), FHAHH K-H B-FHHEE 15 min J5, IEH X4 (C 4H) kS5 37
°C K-H ¥& 30 min;35 CARIRA (H,4) 32 CARIRA (H,4) 43514k 20 35 °C K-H & M 32 °C K-H
W 30 min;-E R (S 41) Ak A 1.0 MAC -ERELUAAY 37 °C K-H # 30 min;35 CALIRIKE
L EBELH (H,S 2H) F1 32 CARIEIE S L RBELH (H,S 2H) 4> WAk v 24 1. OMAC L Bk i A 1Y 35
CK-H % 32 CK-H ¥ 30 min, FPHHETA ARSEHETE 30 min BHESE HR, W2 48220 T 30 min
WA RN (ERP) K P33845 2 e 1 B R (2:1B)  JFiH AL B (CV) , g DR W I & A
oL, &R 5 CUlHE , H A H,S HAZE I 30 min B} CV ERP K 2:1B 2R L& IHHE X,
H, 40 % H,S ZH4¥£EHE 7 30 min IF CV B RI81E ERP B I K 2. 1B W] B REAE (P<0.05) ;55 S 40
HeA  H,S LHARSEREYE 30 min B CV B U818 ERP B B AE K 2:1B B BIEMK(P<0.05) ;5 H, 401t
B OH, % H,S ARSI 30 min B CV B S981% \ERP BB 4E < 2 :1B B B AL (P<0.05) ; 5 H,
ZHILH , H,S LHARZEREVE 30 min I CV B B4 H ERP B . 47%0 ( P<0.05) , 1 2:1B Z R IG5
Ko H,S HEMORRE IR AR BALT H2H(P<0.05) . #5118 LUk vy 30 IR 5 i ry.co AL
AT TR AR T H AR SRR, DA T R AR ARG R 35 i 2 1k O B 2 ) XU

[REIA] G-k ; 15 Sl B 5 O WL %A M B S B

Effects of sevoflurane on myocardial electrical excitability and electrical conduction function at dif-
ferent temperatures in isolated rat hearts LI Huayu, GAO Hong, LIU Yanqiu, AN Li, WANG
Guilong, FU Xiaokui, DAI Dongjun, WANG Zijun, LI Weichao. School of Anesthesiology, Guizhou
Medical University, Guiyang 550004., China

Corresponding author: GAO Hong, Email: 2169617 @ qq.com

[ Abstract] Objective To observe the effects of sevoflurane on myocardial electrical excitability
and electrical conduction function at different temperatures in isolated rat hearts. Methods Healthy adult
male SD rats, weighing 280 - 360 g were successfully prepared into 36 Langendorff isolated cardiac
perfusion models, which were randomly divided into 6 groups (n=6) using a random number table. After
each group was perfused with 37 C K-H solution for 15 min, the control group (group C) continued to be
perfused with 37 °C K-H solution for 30 mins; the 35 C hypothermia group ( group H,) and the 32 °C hy-
pothermia group ( group H,) continued to be perfused with 35 °C K-H solution and 32 “C K-H solution for
30 min respectivelly; the sevoflurane group (group S) continued to be perfused with 37 C K-H solution
containing 1. 0 MAC sevoflurane saturation for 30 min; the 35 °C hypothermia combined with sevoflurane
group (group H,;S) and the 32 °C hypothermia combined with sevoflurane group ( group H,S) countinued to
perfuse with 1.0 MAC sevoflurane saturated 35 °C K-H solution and 32 °C K-H solution for 30 min respec-
tivelly. The HR at the end of equilibrium perfusion and continued perfusion for 30 min was recorded. The ef-
fective refractory period (ERP) , the atrioventricular node 2:1 block (2:1B) and calculating the conduction
velocity (CV) were recorded after continued perfusion for 30 min. The occurrence of arrhythmia was recor-
ded during the whole perfusion. Results Compared with group C, there was no significant difference in
CV, ERP and 2:1B in group H, and H,S after continued perfusion for 30 min; but in group H, and H,S,
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CV was slowed down, ERP was prolonged and 2:1B was decreased (P < 0.05) ; compared with group S,

CV was slowed down, ERP was prolonged and 2:1B was decreased after continued perfusion for 30 min in

group H,S (P < 0.05) ; compared with group H,, CV was slowed down, ERP was prolonged and 2:1B was

decreased in groups H, and H,S (P < 0.05) ; compared with group H,, CV was faster and ERP was short-

ened in group H,S ( P < 0.05), but there was no significant difference in 2:1B. The incidence of ventric-

ular arrhythmia was lower in group H,S than that in group H,( P < 0. 05). Conclusion Sevoflurane can in-

hibit the decrease of myocardial electrical excitability and stabilize the electrical conduction function induced

by hypothermia, thus reducing the risk of hypothermia—induced ventricular arrhythmia.
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