DOl 10.13191/j.chj.2009.02.31.shihg.032
TChin i on Ty 2008 21( 5} « 165¢

B g ke F RER Tk
(1 , 200003 2 , 200433)

( L-camiting L-€N)

(STZ) \ 3.
. 10 0 (EF)
(FS) (LVSP) (LVEDP) (TC) (TG)

(LDL-C) (HDL-C) (GLU) (FFA) , (Cl=
HW BW ), 10 ! , TC TG IDL€ GIU FFA
Cl LVEDP (P <0.05); HDL-C EF FS LVSP (P<0.05) HE ,

) , @
, IDLC GIU FFA  LVEDP (P <0 05); EF FS  IVSP (P <005 HE
LCN - \ FFA ,

oo A R AR R 9 A BRI BR S ILR O A FRIT
: R542 2 DA : 1009-7236( 2009) 02-165-05

Influence of L-camitine on m yocard ial m etabolisn and finction in rats
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Abstract AM To observe he protection of L—camitine ( L-CN) on myocad ialmetabolisn and heart
finction in hypertensive rats can plicated by diabetes METHODS Themethod of operation ( tvo k dney
one clip) pls steptozoben (STZ) mnjection was adopted to set up the model of hypertensive rats
can plicated by diabetes(HP-DM ). Thirty male SD white mits were divided inb hree groups at randan:

nomal goup(n= 10), HP-PM model group(n= 10) and HP-DM treament goup(n= 10). Afier 10
weeks left ventricular e pction facton(EF), fractional shorening (FS), left ventricu lar sy stolic p essure
(LVSP) and left ventricular end-diastolic pressure( LVEDP) wewr detemined by echocadiogaphy. Semm
level of ghicose(GLU), total cholesewl(TC), trigherde(TG), low-density lpoproten cholestewl
(LDL-C), high-density lipopwotein cholesterol HDL€) and free fatly acids( FFA) weremeasured The
cadiac index( Cl= HW /BW ) was computed M yocardum changeswere obsewed by HE stanng and
electonm icwscope respectively RESULTS A fierlO weeks’ treamenj higher serm levels of TC,

TG, IDL€, GIU FFA, Cland IVEDP (P <0.05), and lwerHDL-C, EE FS and IVSP(P < 0. 05)
were observed in he HP-DM model group in canparison w ih those in the control group In the HP-DM
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group HE staning evealed that hyertophy and disodered arrange of myocadial cells fracure and
disso lution of muscle fibers and nuclear fissbn Focal fracturg dissolition and necwsis ofmusck fbers
and swellng and vacuolization of mitochondria coud be observed under e kctron m icroscopy. Cam pared
wih those n the HP-PM model goup the semm levels of IDL€, GIU, 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 myocaial cells

Fractume and dissolution of musck fibers and nuclear fission and cardiac musck ultrastruc ure was gener—
ally nomal under election microscopy in he L€N teament goup CONCLUSION L-CN assuages
the cad beyte energy metabolisn disodder decreases he plasn a FFA concentration and thus potecis the
cadiocyes and cardiac function
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