BRERKZEZIR 2009 £ 34 %% 1 8] (Journal of Chongging Medical University 2009. Vol.34 No.1 ) — 81 —

SCEEHRE:0253-3626(2009)01-0081-04

@ﬂﬂﬂ%ﬁkm@%ﬁﬂﬁ@&

o B, X # 4R
(ERERRFMESE— EB AR, EX 400016)

1 35 Bl J15F #95% l

(# F]8 60 WEREE TR RRAFE X 8 KB O LR I R v S L 3h J) 2 B . 5 % :60 L SD Zi KR(=18 1),
BEDLS A 6 H(n=10): (1) 5 X HE(C )4 ; (2) B M FRE I (VR ; (3) R M f& AL FE(IPO)H ; (4)BRACFE(H )AL 5 (5)BhifL 5
ALFE + BRAL B (TPO+OH- )4 ; (6) BRALHE(OH )X M8 2H, R A Langendorft B EE R 73 , BLO#(HR) 2 E(LVSP)
EEEHARE(LVEDP), A% W R A b F#3 3 (+dp/dimax) F1 22 % P B KT B3 % (~dp/dimax)5 I35 31 71 S8 R85,
MBS IR P R AL FR R % R B Co LR i PRV FS W B RO ST TR BE T WO . 2R . 5 C 4 Lhe, TR T VR 4H . TPO 41,
H* #1 .IPO+OH" 4AH OH- £ LVEDP % ,HR.LVSP, + dp/dimax [&{£(P<0.05); 5 IR £ [L%¢, PO 4H7 H 4 LVEDP &1,
HR .LVSP. * dp/dtmax F- 55 (P<0.05), % 568 L3R PERE b ¥R ARSI 1 /5 AL BI040 ik il 2 30 0 2= P Ve, B

R4 R ER K RIFRER R
(kA ] B3 Bum /S A0 ; M sh f s ONERE IR 4
[hEEBSHHEESEE JR654.1 [ ScikiRIRED A [ %75 B #1 12008-06-16

Effects of acidosis on cardiac hemodynamics in aged rat heart after reperfusion
injury
QIAO Xin,etal
(Department of Anaesthesiology ,the First Affiliated Hospital , Chongqing Medical University)

[ Abstract] Objective:To observe the effects of prolonged transient acidosis on cardiac hemodynamics in aged rat heart after reperfusion
injury. Methods: 60 isolated SD rats hearts( = 18 months) perfused by Langendorff were randomly divided into 6 groups (n=10):(1)nor-
mal control (C)group; (2) reperfusion injury (I/R) group; (3 )ischemic postconditioning(IPO) group; (4 )acidosis(H*) group; (5 )post-
conditioning+alkalotic (IPO+OH") group; (6 )alkalotic{ OH~ ) group. The direct effects of prolonged transient acidosis on myocardiac con—
tractility were observed by a langendorfl apparatus through the hemodynamics parameters including heart rate(HR ), left ventricular sys-
tolic pressure (LVSP), left ventricular end—diastolic pressure (LVEDP),and + dp/dtmax. Results:The LVEDP were increased and HR,
LVSP, + dp/dtmax were decreased in I/R group, PO group,H+ group, IPO+OH- group and OH" group compared with those in C group
(P <0.05 ). The LVEDP were decreased and HR,LVSP, + dp/dtmax were increased in IPO group and H* group compared with those in
/R group(P<0.05 ). Conclusion: By comparsion with hemodynamics parameters, prolonged transient acidosis can protect isolated rat
heart as well as posteonditioning, and it has the same role on aged rat.
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