AEFI 223 Acta Physiologica Sinica, February 25, 2008, 60 (1): 11-16 11
http://www.actaps.com.cn

MRIL

—REM K EKERFEXR O Fas/FasL EHFRIERIZNY

/EJ %17 7—%‘3;:%_%\2, ;I"Q }\'_‘4':’3, }%}%%2, ;li ‘) ) /jﬂ%&l F:Zi:\%%l'*
LWL R EEB AR R, BN 310058; 2 WiTLEE 4 ads TR AR B A %, Bl 310053; ° g B 24 K 27 11 240t
=, kg 201203

5 O A B ENF IR AT PEUE AT (mitochondrial ATP-sensitive potassium channel, mitoK )38 i T 57 — &4 (diazoxide,
DE) % 28 4K I FR AR IR AR A7 1) R RO IER P8 T2 8% (4 Fas Al FasL RIE M. A Langendorff &4 O I MEFE 1, WEZ.0
JIETE 4 °C & BUANE (6 IR 4H) DE (1) Celsior {4231 A7 8 h J&, B3 10 U 4 3 Bt (rate-pressure product, RPP)A2 1L 548, R
JiU R 3R 12 (TdT -mediated dUTP nick end labeling, TUNEL )%t i A P o JULAH A 8 120 S8 4 23K 27 A0 Fas Al FasL 4
FIFIEN L, 4R 7R, 7E Celsior fRAFH I\ DE (30 umol/L), SZHEN] RPP [Pk 52 #1752 AN ST 7] H?ﬂit?xﬂﬁf/ﬂ-
[ 5] T AR A B ARG R AR A O I o UL 40 SR T35 %, /b Fas Al FasL 28 9814 . DE M B3 A FH T4 mitoK ,rp 38 T84 57
PEBHL W7 5- $53E 251K £ (5-hydroxydecanoate, 5-HD) ATHR « LA 45 R427R, DE Al GEE 1L B mitoK rp B I8 KI5 /D Fas I
FasL &5 [ 383K, AT k42 O Lo JULSR ofn. / P38 v 43403 ) (0O LAl i R T

KR A W; Fas/FasL; Rk ATP BUSMEHEIE; OIERA; OURY
hESES: R331

Effects of diazoxide on Fas/FasL protein expressionsin rat myocardium
suffered from long-term hypother mic preservation
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Abstract: The purpose of this study was to investigate the effect of a mitochondrial AT P-sensitive potassium channel (mitoK ,rp) opener,
diazoxide (DE), on Fas/FasL protein expressions in rat heart suffered from long-term hypothermic preservation. The Langendorff
isolated rat heart model was used. The hearts were stored in 4 °C Celsior solution with or without (control) DE for 8 h followed by 60
min of reperfusion. The recovery of rate-pressure product (RPP) was observed. Apoptotic cardiomyocytes were detected by TdT-
mediated dUTP nick end labeling (TUNEL) technique. The expressions of Fas/FasL proteins were also analyzed by immunohis-
tochemical method. The results showed that compared with the control group, DE (30 mmol/L) increased the recovery of RPP during
reperfusion, reduced the percentage of apoptotic cells and the expressions of Fas and FasL proteinsin rat hearts suffered from 8 h of
hypothermic preservation. The above effects of DE were attenuated by a mitoK o1, channel inhibitor 5-hydroxydecanoate (5-HD).
These results indicate that DE could aleviate rat myocardial injury induced by ischemia-reperfusion through reducing the expressions
of Fas and FasL proteins via opening of mitoK 5rp channel.
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Table 1. Recovery of RPP after 8 h of hypothermic preservation

RPP during reperfusion (% of baseline)

Group Baseline RPP

20 min 30 min 40 min 50 min 60 min
Control 20 458.21+237.67 27.11+14.76 25.47+£15.13 25.32+13.60 22.62+14.34 21.67+14.15
DE 20 282.36+281.69 58.75+14.61"  54.74+13.22" 52.09+14.81" 49.49+13.17"  50.84+13.21""

DE + 5-HD 20 317.86+234.23 36.78+£10.58" 30.06+16.86" 32.88+11.36" 33.05+£17.01 27.78+18.89"

mean=SD, n=8. ""P<0.01 vs control group; *P<0.05 vs DE group.

1 AIGIERORAE 8 h Ji5 5 21 0o UL AH a3 7215
Fig. 1. Cardiomyocyte apoptosis detected by TUNEL after 8 h of hypothermic preservation. Brown staining (TUNEL-positive,
arrow) indicates apoptotic cardiomyocytes. A: Normal group: the freshly isolated hearts were simply perfused with K-H solution for

30 min. B: Control group. C: DE group; D: 5-HD + DE group. Scale bar, 100 um.
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h e Oy UL B I TR B[ (34.77+8.34) % vs (45.22+ (K& 1).
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Fg. 2. Expressions of Fas/FasL proteins detected by immunohistochemica method after 8 h of hypothermic preservation. A: Expression
of Fas protein. Scale bar, 20 um. B: Expression of FasL protein. Scale bar, 100 um. Brown staining (arrow) indicates the expression
of Fasor FasL protein. a: Normal myocardium from rat heart perfused with K-H solution for 30 min. b: Myocardium in control group.

¢: Myocardium in DE group. d: Myocardium in DE + 5-HD group.
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Table 2 . Positive index of Fas and FasL proteinsin rat hearts after
8 h of hypothermic preservation

Positive index (%)

Group

Fas FasL
Control 43.65+7.09 42.66+7.20
DE 30.23+4.50" 22.74+8.73"
DE + 5-HD 39.30+6.77% 36.90+9.64*

mean+SD, n=8. ""P<0.01 vscontrol group; *P<0.01 vsDE group.
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