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[ ABSTRACT] Aim

nase- 1 (HO-1) inducer, reduces ischemia/reperfusion (I/R) injury and which mechanisms are involved in the cardioprotective ef-

Hemin;  Protein Kinase C;  Tyrosine Kinase;  Ischemia/ Reperfusion

To investigate tyrosine kinase (TK) and protein kinase C (PKC) are related to hemin, a heme oxyge-
fects. Methods Infarct size was measured in isolated rat hearts following occlusion of the left anterior descending coronary
artery for 30 min and subsequent reperfusion for 2 h.  The ventricular function, lactate dehydrogenase (LDH) and creatine kinase

Results Infarct size, LDH and CK were reduced in the hemin

The myocardial performance was also improved in hemin group.

(CK) during ischemig/ reperfusion period were also observed.
(50 micrograms/kg) group compared with the control group.
Both Genistein, the inhibitor of PTK and Chelerythrine, the inhibitor of PKC blocked the infarct size- limiting effect and improve-
ment in myocardial performance induced by hemin. Conclusion These data suggest that the mvolvement of PTK and PKC

have been implicated in hemirr induced cardioprotection in rat hearts.
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F1. SEEOCEHFKRKENRT (¢ £s. n= 8, mmHg)

" BRI (min) PRI (min)
o H e 1 iy
5 30 5 10 30 60 90 120
S 110 P R 2H 7.6%1.3 9.7%1.7 1.6*1.6 2.7%2.0 24.133.6 25.4%3.4 275326 30.0%2.4 31.733.3
kI & A 7.9%1.2 7.9%2.7 11.8+2.2 15.3%3.3*  15.3%2.9° 15.8%2.5* 169425 18.7%2.1* 19.8*L7°
Genistein+ kM2 41 7.6%2.2 8.9+1.3 11.2%3.2 20.132.3>  2.342.8° 24.242.6° 25.9F1.7¢ 27.943.5¢ 29,743 3¢

Chelerythrine+ &%k 402 4H 8.1%15 9.3F1.6 122121 22.343.2¢ 23.243.2¢ 255%3.2° 27.6%3.1° 29.6F2.8° 32.1FElL6°

a N P< 0.01, S fEEattbss: by P< 0.05, ¢ N P< 0.01, SaEkiima RAE .

%2 REELEERENKE (x s, n=8)
BRI (min) FRVEVE (min)
5 30 5 10 30 60 90 120

s A

S 100 PR 2H 53.3% *8.3% 61.3% *10.0%  72.3% *9.7% 77.0% *10.2% 69.5% *10.3% 62.8% *7.5% 55.6% F10.7% 50.0% *£8.9%
ek R4 56.9% £10.0% 84.8% *8.5%* 95.9% +8.4%* 98.8% +6.8%* 95.3% *10.3%* 88.1% X7.6%* 81.8% %10.1%* 75.0% *£10.2%*

Genistein+
;;[;1]21%‘ g S42% 101% 64.4% ¥8.2%7  80.2% ¥8.0%" 82.6% 16.9%" 78.5% 19.1%" 68.9% F9.3%" 62.8% 47.8%" 58.6% +8.7%"
I} £ R ZH
Chelerythrine+ L | | . L ! L
sermorzq 0 1% TI0.1% 64.5% ¥9.7%"  78.9% .19 81.1% F8.2%" 73.6% ¥9.3%" 64.5% +8.8%" 57.9% F10.0%" 51.0% *8.3%"
=] = 3 2l

ay P< 0.0, SEmMEEFELLLE; bR P<0.01, SEEMaORILE.

F3. BSERAELEWRHERNKE (v Ts, n= 9
BRI (min) FHHETE (min)
5 30 5 10 30 60 92 120

7 4l

R P AL 49.0% *8.5% 56.8% *11.2%  62.5% £12.6% 66.1% *10.3% 63.8% *8.1% 59.5% *8.4% 56.1% F12.2% 48.1% £8.7%
(L7311 AR 57.0% *11.6% 80.5% *11.4%° 93.3% *11.3%* 99.9% *8.0%* 91.5% *11.3%* 84.3% *8.9%° 78.6% *10.0%° 73.1% *11.1%"*

Genistein+
7RI AR i
Chelerythrine+

kL R
a N P< 0.0, S8l F#EEALLE: b N P< 0.05 ¢ NP<0.0l, 5k KA.

57.5% £10.5% 67.3% £8.6%" 76.3% 19.3%° 79.8% +5.5%° 76.6% £7.8%° 71.2% t6.9%° 67.5% *8.3%" 61.2% +8.7%"

50.1% *11.8% 66.6% £7.0%¢ 78.1% 18.8%° 78.4% £8.3%° 71.5% £9.1%° 63.3% %10.5%° 59.3% £10.5%° 53.9% £10.2%°

%4 BREBKEOEHFRERNKE (x s, n=8)
BRI (min) FREVE (min)
5 30 5 10 30 60 90 120

s A

S 110 P R 2H 4.4% *12.9% 52.5% *12.0%  61.5% £11.0% 66.5% +9.8% 62.4% *8.1% 54.8% F6.2% 49.3% *7.6% 41.9% *7.3%

kI A 66.6% *10.7%* 74.4% *10.6%* 80.0% £9.3%* 88.8% *10.4%* 86.8% *10.5%* 81.4% F9.0%* 75.0% £8.2%* 69.3% £8.2%"*

Cemtcin
;;E;I?m S1.8% ¥6.7%¢ 60.2% *9.3%>  71.0% +8.1%> 76. 1% +10.4%" 66.8% 10.2%¢ 61.2% 7.7%¢ 56.4% *+6.4%¢ 49.7% *7.9%"
=1 = A A
Chelerythrine+
ooz 49-5% F10.8%° 57.8% $9.0%°  69.8% 49.7%" 64.4% £10.19%° 57.0% 6.3%° SI.5% £7.29° 44.3% ¥7.19%° 40.1% +7.2%°
5] < R ZH

a N P<0.01, S8l F#EEALLE:; b N P<0.05 ¢ NP<0.0l, 5k KA.
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a— AL FLARIE UG LR K 121 3 56 & Bg (HO) 7544 Py 8 46 72k 1 21 3= 7=
i ~ (u/L) (u/lL) — 2 = 1 045
= > N H% —& i o SIS

i P HE AL 52.5% 16.8%  35.4% 15.5%  24.0% £5.2% =R . i J‘%ﬂ] ﬂ%% 2[&;&92@
SESIN 22 =2 My 3 f=n = =1
EERMLEE  27.1% +3.8%°  17.0% +5.0%°  5.0% *4.8%® LI SE W) — AR L, S W BRI 2L 2K 7] 15 5

Genistein S é A = H ST
(I;‘;/’fk;m éi 2 57.9% £8.7%" 34.8% 19.9%" 28.6% £7.7%" j(mﬁg WEE E’%ﬂ: i 1 rL‘éE i‘E' le]/:j?X]LT}T /t‘ Eﬂ?j
A I PR A . — AR P IR 4% L5 5K T Ak i
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g R EOC 2% L0GY 26 50 L3, S R B R, A T A
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Importance of PKC and tyrosine
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