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Effects of insulin resistance on coronary arterial lesion in diabetic patients with coro-

nary heart disease
CHI Tuxiang, HE Guo-xiang, SONG Zhi-yuan, SHU Mao-qging ( Depattment of Cardiologys Southwest Hospitab Third Military Medical
Universitys Chongqing 400038 China)

Abstract: Objective To investigate the changes of insulin sensitivity index and serum lipid in coronary heart
disease (CHD) with various degrees of coronary arterial lesion and their significance. Methods A total of 29 CHD
patients with diabetes were divided into 2 groups according to the degrees of the maximal stenosis of the major coro-
nary-artery branch and the angiographic morphology of plaques: severe lesion group (SG, narrowness of luminal di-
ameter =>50% and types 2 and 3 of plaque morphology ) and mild lesion group (MG, narrowness of luminal diame-
ter << 50 %) and type 1 of plaque morphology). Meanwhile, normal coronaty angiographs of 16 healthy people served
as the contwl goup (CG). The serum levels of fasting plasma glucose and fasting insulin, 2-h postprandial plasma
glucose and insulin levels, insulin sersitivity index and serum lipid in each goup were detemined. Results  The
serum levels of fasting plasma glucose and fasting insulin, 2-h postprandial plasma glucose and insulin levels, and
insulin sensitivity index and serum lipid in CHD patients with diabetes were significantly higher than those in CG (P
<Z0.05). The parameters mentioned above in SG were markedly higher than those in MG. Conclusion The
changes of serum levels of fasting plasma glucose and fasting insulin, 2-h postprandial plasma glucose and insulin
levels, insulin sensitivity index and serum lipid may be associated with coronary arterial lesion of CHD patients. In-
sulin resistance may deteriorate coronary arterial lesion in CHD patients with diabetes.
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Tab1 Changes of fasting plasma glucose and insulinn 2 h post-
prandial plasma glucose and insulin levels, and insulin sen-
sitivity index in each group (x +s) °
MG SG CG
PGH(mU°L~1) 7.6+1.2% 8.14+2. 17 5.440.5
PGoh(mU LD 13.5+1.3% 15.24+1. 82 7. 040.6 [ 1] Reaven G M. Banting Lecture 1988. Role of insulin resistance in human
PIHGmU°L~1) 13.74+5.6 " 17.14+6. 42 10. 545.1 disease. 1988[J]. Nutrition, 1997, 13(D. 65, discusson &4, 66.
Phh (mU°L~1) 58.3+11.4" 65.5+12.8*2 41.3%10.9 [2 , , .. G
181 —5.4740.45°  —6.51+0.39 "2 —4.4840.42 [n. , 2002, 17(2): 130— 132.
%, P 0 0L v (G A P 0. 05 vs MG [3] Levin D G Fallon J T. Significance of the angiographic morphology of
' ‘ o ' localized coronary senoses histopathologic comelationd] J] . Circulation,
’ G+s) 1982, 66(2). 316— 320.
Tab 2 Changes of serum lipid in each group (x ) L4 LI
, 193, 32(10): 65— 660.
MG G CG L. . . . .
T LD 2910 @ EEPL 4 710,79 [ 5] Swisbcki A I, Hoffman BB Reaven G M. Insulin resistance, glucose
TG Grmol“ T 1) 1. 4220, 61 L95--0.62 1. 3440.8 intolerance and hy perinsulinemia in patients with hypertension[ J . Am J
HDL(mol 1.~ 1) 1.52--0. 60 1.05+0.31 ™ 1. 44-+0.66 Hypertens, 1989, 2(6 Pt 1). 419— 423.
IDLGrmol*L. 1) 3.0940. 83 4.18+0.97 " 3.0140.39 L6 , , . (-
* P<0.05 wCG A P<0.05 v MG » 194, 9(14); 628~ 630
(7 s . .o
B2 6 - I .
3 . 1996 24(2). 115— 118.
L8 ’ ’

[J. ., 1998, 20(1); 21— 23.
(3 [hREEE)



