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[ Abstract |

cellular apoptosis in spontaneously hypertensive rats(SHR). Methods

To observe the influence of insulin resistance(IR) and isosorbide mononitrate (ISMN) on myocardial
Forty male 14-week old Wistar(W) rats and SHR(S) each
were respectively or jointly fed with normal diet (ND) , high fat and high glucose(HFHG) diet,normal saline(NS)and ISMN by ga-

Objective

vage. Then they were randomly divided into the normal and NS group(normal W and normal S), HFHG and NS group(HFHG W
and HFHG S) ,normal and ISMN group(ISMN W and ISMN S) ,HFHG and ISMN group(HI W and HI S), with 10 rats in each
group. After 12-week feeding, carotid arterial blood was collected for detecting blood glucose concentration and insulin level and cal-
culating insulin resistance index (HOMA-IR) ;4 myocardial tissue samples were taken for respectively observing the morphology
under microscope,and detecting the NO level, myocardial Bel-2, Bax gene and their protein expression levels in myocardial tissue.
Results Myocardial NO level,Bax gene mRNA and related protein levels in the HFHG and ISMN intervention groups were higher
than those in the normal group,while the bcl-2 gene mRNA and related protein expression were on the contrary;myocardial tissue
NO level,Bax gene mRNA and related protein expression in the S groups were increased compared with the corresponding W
groups, while the bcl-2 gene mRNA and related protein expression were on the contrary;in the HFHG W group.,the myocardial tis-
sue NO level had significantly positive correlation with HOMA-IR,and in the ISMN W group, HOMA-IR was positively correlated
with the NO level in the myocardial tissue. Conclusion Myocardial cellular apoptosis of SHR is increased compared with Wistar
rats; both IR and ISMN can aggravate the apoptosis of SHR myocardial cells, moreover IR has a mutual induction and reciprocal
causation with ISMN,
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x1 £ZHE KR HOMA-IR b (T+s)
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Wt 2 0.744+0.06 0.1140.01
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S 0.63+0.05" 0.234+0.02"
Swd 0.48+0. 042 0.2740.02®
S 0.3440,03% 0.4740. 04
SR 0.07+0.01% 0.9240. 04

@ P<C0. 05, 5 [ F K R 2 L4550 . P<<0. 05, S5 AH N W 4L L&,

4 FBHKR bel-2.bax EARIZE

3 i ®

NO 2R MPF TR 22— B EF ok ML L A AL R
RAER NG R vh & E BEAET . ZEADF P . SHR 0L
HAUP NO KT T35 8 K B3 5 H AT I Y 8 L i 1
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