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[ Abstract] Objective To evaluate the effect of pre percutaneous coronary intervention( PCl) adminisration of I+ camitine on myocar
dial injury in comrary heart disease patients with diabetes. Methods 60 patients with diabetes and suspicious coronary heait disease
who were successively recruited and planed to undergo coronary angiography n our hospital from January, 2009 to October, 2011
were randomly assigned into two groups, which included A group treated wih I= camitine on the basis of standrard therapy prior to i
tervention and the B goup treated with only sandrard therapy. Those who hadn’ t underwent PCI for some reasons were excluded. Ft
nally, 46 patients were enwlled in tht study, which included the I= carnitine group( 26 patienis) and the conirol group (20 patients) .
In al of the patients, ¢Tnl and hs-CRP level were messured before PCI and also 24 hours and one week after PCI. Results The ¢T'nl
and the hs CRP level in the total patients were significantly increased 24 hours and 1 week after PCI(P < 0. 01) ; The ¢I'nl and the
hs- CRP level 24 hours and 1 week after procedural in the therapy group were significantly lower than these in the control group ( P<
0. 05) . By using linear correlation analysis, it showed that the ¢I'nl and the hs-CRP levels in both groups 24 hours after PCI were pos-
itively carrelated signficantly(r= 0. 75, P < 0. 01) . Conclusions The irflammation and myocardial necrocytosis are evident in diabet
ic with CHD patients after PCI; Pre- procedual I~ carnitine administration significantly reduces PCFinduced myocardial injury in dia
betic with CHD patients; It may be concluded that one of the reasons of myocardial necrocytosis caused by PCI has much to do with the
inflammation.
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