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[ Abstract] Objective To study effects of luteolin on isolated heart function and oxidative stress reaction after
hypothermic preservation. Methods Forty male SD rats were randomly divided into 2 groups (n =20 in each
group) : control group (heart preservative solution was UW solution) and experiment group (added 30 pwmol/L
luteolin in UW solution ). Langendorff model of isolated rat heart was used. The cardiac contractile function and
diastolic function were determined 18 hours after hypothermic preservation followed by 60 min reperfusion. The
amount of creatine kinase (CK) and lactic dehydrogenase (LDH) leakage in the coronary effluent, the content of
Superoxide Dismutase ( SOD) and malondialdehyde ( MDA) in myocardial tissue were measured. Results
Luteolin significantly improved the recovery of cardiac contractile function (LVPSP, +dp/ditmax) and diastolic
function (—dp/dtmax) after hypothermic preservation, reduced the leakage of CK and LDH in the coronary
effluent, reduced the content of MDA in myocardial tissue and increase the content of SOD in myocardial tissue,
compared with control group. Conclusion Luteolin can significantly improve isolated heart function and reduce
oxidative siress reaction in myocardial tissue after hypothermic preservation.
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1.1 ZRREEH

KRBEER (L >99%) , MM @S
i PR AL UW M (University of Wisconsin
solution ) HI [T F - A H LA NaCl
Al 2 N s b s A A aOn T BRI B %
B, W H EE Sigma 2~ H. FLIRILEAEE (LDH) |
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40 FUEHEMENE SD KL (KFE 250 ~ 300 9)
VLAl R s oSt BEALI A 2 4, 4
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I GO EPRAFICN S 30 wmol/L K FRE ) UW
.
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=, WEFEW S i A 2 e 4
D EFUERFEH, Frse A BRE K & DR EMNE S
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17 Langendorff 2 B W, S5MFIAHT, FFee Wil.co
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.
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SOD i JJF1 MDA &%t
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BAELL x £s Fon, AN BRI 200,
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ORI AR TS0, $R AR B A R GEW] B ok%
R B AR BT RE (L3R 1).

®1 RRF18h FAROBEIRENNESEE (X+9)

Tab. 1 Determination and comparison of rat heart function after cold preservation for 18 h (X +5s)

4 5 LVPSP (mmHg/s) +dp/dtmax (mmHg/s) —dp/dtmax (mmHg/s) HR (beats/min)
Xt B 21.3+4.7 260.5 + 46.3 239.3+15.7 203.3 £22.7
SEBGEH 53.3+6.5" 881.3 +44.17 685.9+29.3" 331.6 £23.17

5T REA L, “P<0.05.

2.2 %{R7F18h G CK X LDH £ EHT{L
PARAE 18 h FEHETE 5 min. 30 min A 60 min
Joi, SEXAH CK K LDH ¥ 8 EAL X R, R
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2. #3). BAF 18 h 7D AL Z F SOD 15 115
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F2 ARREFI8hEXBROEBREHEFT CKE2NE [X+s),U/L]
Tab. 2 Determination of CK activity in coronary effluent after cold preservation for 18 h [(X+s),U/L]

HoH 5 min 30 min 60 min
pOpEESE] 865.78 + 34.64 645.52 +25.78 513.14 £ 24.04
SO 347.15+29.62° 207.78 £ 17.19" 188.32 + 14.25"

5XFIE b, *P<0.05.

®3 AR7F18h FERROBBARAS LDHEAWE [(X+s),U/L]
Tab. 3 Determination of LDH activity in coronary effluent after cold preservation for 18h [ (x+s),U/L]

49 5 min

30 min 60 min

XFHEZH 2715.68 + 40.06
SCIGAH 156.86 + 19.41"

960.78 + 34.38
127.89 + 18.27"

628.10 + 38.52
101.30 £ 19.60"

5T REA L, "P<0.05.

F4 RREFE1BhERRONEALH SOD iE/H15 MDA &
BENESHE X+s)

Tab. 4 Determination and comparison of SOD activity

and MDA content in cardiac muscle after cold

preservation for 18h (X +5s)

ATl SOD  (U/mg) MDA (nmol/mg)
pOpEESE] 105.69 +28.7 10.14 £ 0.75
SO 237.68 + 19.91" 6.92 + 042"

5384 b, "P<0.05.
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