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Abstract AM To observe the protection of I-camitne ( [-CN) on myocadialm etabolisn and heart
finction in hypertensive rats can plicated by d iabetes METHODS Themethod of operation ( wo k ilney
one clip) pls streptomtocn ( STZ) njectbn was adopted to set up the model of hypertensve rats
canplicated by diabetes(HP-DM ). Thirty male SD white rats were divided nto three groups at randam:

nomal group(n= 10), HP-DM model group(n= 10) and HP-DM treaiment gwoup(n= 10). A fter 10
weeks left ventricular ejection facton(EF), fractonal shortening (FS), lefi ven tricu lar systolic pressure
(LVSP) and left ventricular end-diastolic pressure( LVEDP) were detem ned by echocardiography Semm
level of ghicose(GIU ), total cholesterol(TC), twiglherde(TG), low—densiy lpoproten cholesterol
(LDI-C), hih-density lipoprotein cholesterol HDL-C) and free fatly acids( FFA) weremeasured The
card aic index( CI= HW /BW ) was computed M yocard um changes were observed by HE stanng and
electonm croscope respectively RESULTS A fierlO weeks’ treament hiher serm levels of TC,

TG, IDI-C, GIU, FFA, Cland LVEDP (P< 0.05), and lwerHDI-C, EE FS and IVSP(P < 0. 05)
were observed n the HP-DM model group in canparison w ith those in e control group In the HP-DM
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group HE staning revealed that hyertrophy and disordered arrange of myocadial cells fracure and

dissolution of muscle fibers and nuclear fissbn Focal fracturg dissolitbn and necrosis ofmuscle fbers

and swellng and vacuolization of m itochondria coud be observed under electron m icroscopy. Cam pared

wih those n the HP-DM model group the serum levels of IDI-G GLU, FFA and LVEDP decreased
senificantly(P < 0.05) and the EE, FS and LVSP ncreased significantly(P < 0.05) in he HP-DM
treament group HE staining revealed visible hyertiophy and disordered arrange of myocard al cells

Fracture and dissoluitbn of muscle fibers and nuclear fission and card e muscle ulirastructure w as gener

ally nomal under electon microscopy n he [-=CN tream ent goup CONCLUSION I-CN assuages
the card beyte energy m etabolisn disorder decreases the p lasm a FFA concentration and thus pwotects the

cadiocytes and cardiac function
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