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Protection of gliclazide on ischemic preconditioning in type 2 diabetic rats
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Abstract: Objective To evaluate the effect of gliclazide on ischemic preconditioning (IPC) in type 2 diabetic rats. Methods The
type 2 diabetic rats were randomly divided into four groups: diabetic ischemic preconditioning (GDI), diabetic reperfusion injury
(GDR), diabetic ischemic preconditioning + gliclazide (GDI + Glc), and diabetic reperfusion injury + gliclazide (GDR + Glc) groups.
The normal rats also were randomly divided into two groups: ischemic preconditioning (GIP) and reperfusion injury (GIR) groups.
Coronary effluent liquid was collected at the end of balance infusion, at the beginning of ischemia reperfusion, and after reperfusion,
and the releases of LDH, CK, and CK-MB were detected. At the end of perfusion, the expression levels of Kir6.2 and SUR2A mRNA in
the myocardial tissue were measured by fluorescent quantitative PCR method, and the expression levels of Kir6.2 and SUR2A protein
were assessed by immunohistochemistry. Results In non-drug diabetic rats, the releases of LDH, CK, and CK-MB in coronary
effluent liquid had no significant difference in GDI group compared with GDR group. The expression levels of Kir6.2 and SUR2A
mRNA and protein also had no obvious difference. However, compared with GDI and GDR + Glc groups, the releases of LDH, CK,
and CK-MB in coronary effluent liquid markedly decreased in GDI + Glc group (P < 0.05). The expression levels of Kir6.2 mRNA and
protein in GDI + Glc group were significantly higher than those in GDI and GDR + Glc groups (P < 0.05), but the expression level of
SUR2A mRNA had no difference. At the same time, compared with the GDR + Glc group, the expression level of SUR2A protein also
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significantly increased in GDI + Glc group (P < 0.05). Conclusion Gliclazide has no adverse effect on protection of myocardial IPC.

On the contrary, gliclazide can improve ischemic preconditioning in type 2 diabetic rats.
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Table 1 Levels of LDH, CK, and CK-MB in coronary effluent liquid at different time ( X s, n=10)

ATl W B () LDH/(U-L™ CK/(U-L™ CK-MB/(U-L™
TR PR 50.02+24.67 19.14+15.35 18.67+9.95
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G i T AL B PR IS 49.80+24.50 21.23+14.18 19.204+10.53
Sk oL PRV T4 172.81+62.68 83.434+24.24" 62.68+24.57"
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S oL PRV T4 402.20+189.35 168.40+82.46 138.68+37.69
FEE 60 min A 369.86+72.35 132.11451.32 128.35438.56
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& HI55Fr G oL TRV T4 190.82+27.21°* 91.204+10.02°* 68.84+7.46"*
T#EE 60 min K 101.86+24.89°* 67.88+£31.32°* 61.21£23.35°*

SRS L TP<0.05; SHEIRRM TG+ PR AL LLE: ©P<0.05; HHm B EALLE:: *P<0.05; 5WH BT

WAL *P<0.05

*P <0.05 vs reperfusion injury group; 2P <0.05 vs diabetic reperfusion injury + gliclazide group; *P <0.05 vs ischemic preconditioning group;

4P <0.05 vs diabetic ischemic preconditioning group
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Table 2 Expression levels of myocardial KATP channel subunits Kir6.2 and SUR2A mRNA ( X % s, Nn=10)
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P <0.05 vs reperfusion injury group; #P <0.05 vs diabetic reperfusion injury + gliclazide group; “P <0.05 vs ischemic preconditioning group;

4P <0.05 vs diabetic ischemic preconditioning group
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Table 3 Expression levels of myocardial KATP channel subunits Kir6.2 and SUR2A protein ( X+ S, N=10)
Al Kir6.2 SUR2A
TR 5.48+1.42 3.60+1.31
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SRS L TP<0.05; SHEIRRM TG+ PIFR AL LLE: CP<0.05; HHm B EALLE:: *P<0.05; 5WHR BT

WAL *P<0.05

*P <0.05 vs reperfusion injury group; 2P <0.05 vs diabetic reperfusion injury + gliclazide group; *P <0.05 vs ischemic preconditioning group;

4P <0.05 vs diabetic ischemic preconditioning group
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