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[ABSTRACT]
level and low er extram ity atherosclerosis (LEA) in patients w ith type 2 diabetes

a2H erem ans-Schm i G lycoproteir Type 2 D iabetes  Low er Extrem ity A therosclerosis

Aim To mvestigate the correlation and factors of plasm a a2-heram ans-schm id glycoprotein (AH SG)
M ethods Two hundred and forty
five patients w ith type 2 diabetes and eighty-eight nomal controlswere enrolled  In these subjects the plasma AHSG lev-
elwere detected by enzym e linked mmunosotbent assay ( ELISA), and the degrem ent atherosclerosis of low er extrem ity w as
exam med by Color DopplerU lirasound and TC, TG, HDI, LDI, Cy BUN and fasting blood glicose ( FBG) werem eas-
ured  The differences were campared beween the wo groups  The effect factors of AHSG level by multiple stepw ise re-
gression analysis were defined Results The plasma levels of AHSG, SBP, DBP, BM1 BUN, Cr FPG, TC TG,
HDL and LDL and scroces of LEA i the diabetic group were higher than those in the nomal control group (P < Q 01).

A ftermultiple stepw ise regression analysis there was a negative correlation between plasma AHSG level and age (P =
Q 011), but there was a positive correlation between LEA and age (P = Q 001). Conclusions The plasma AHSG
level n the diabetic group was higher than that n the nom al contro] maybemamly due to msulin resistance  The plasma

AHSG level had a positive correlation w ith LEA, but a negative correlation w ith age
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