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C linical research on the level of soluble vascular cell adhesion m olecule—1 and the
effect of fluvastatin intervention on it in type 2 diabetes m ellitus

com plicated w ith coronary heart disease
HUO Yan CHEN Dezhi WANG Zhaoling
(Deparment of Endocrinology The First People,s Hospital of Xuzhow Xuzhow Jiangsu 221002, China)

Abstract Objective To investigate the role of soluble vascular cell adhesion molecule—1 (sVCAM —1) in type 2
diabetes camplicated with coronary heart disease (CHD ), and elucidate the mechanisn of the potective effects of fluvas-
tatin intervention on these patients M ethods 40 nomal subjects 40 type 2 diabetics without CHD and 40 type 2 dia-
betics with CHD undemwent exam inations of body mess index(BM 1), blood lipids blood sugar and HOMA — R, and
their sVCAM —1 was detem ined by ELISA before fluvastatin treament A ll diabetics received fluvastatin intervention for
24 weeks prior to a second sVCAM —1 detection by ELISA so as to establish contrast of therapeutic stages and research on
the correlations between these indices Simultaneously their FPG, 2hPG, HOMA — R, HbAle TG, TG IDL—G
HDL—C and BM I were measured The results of detem ination were analyzed statistically Results The serum VCAM
4 instype 2 diabetics with CHD, was higher than_that,in type -2 diabetics without CHD and healthy controls Semm
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VCAM —1 was correlated positively with FPG, 2hPG, HOMA —R. HbAle TG, TC. LDL—C BMI and correlated

negatively with HDL—C. A fter fluvastatin treament the levels of senim sVCAM —1 of all diabetics were reduced to a

certain degree Conclision The results indicate that sVCAM —1 plays an important ole in msulin resistance and the

pathogenesis of type 2 diabetics camnplicated with CHD. The protective effects of fluvastatin on blood vessel partly attrib-

ute fo its lowering of senim sVCAM —L  Levels of semm sVCAM —1 can serve as an indication in the evalnation and

therapy of type 2 diabetics with CHD-

Key words type 2 diabetes mellitus coronary heart diseases vascular cell adhesion molecule—1L  fluvastatin
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