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Correlation between expression of lipoprotein(a) and high-sensitivity
C-reactive protein and insulin resistance in diabetic patients*

Yuan Chen, Qian Zhao, Qi Kang, Jun-qiang Ba, Cheng-yan Jiang
(Department of Endocrinology, the First People's Hospital of Zunyi, Zunyi, Guizhou, 563000, China)

Abstract: Objective To investigate the correlation between the expression levels of lipoprotein(a) [LP(a)] and
high-sensitivity C-reactive protein (hs-CRP) and insulin resistance in diabetic patients. Methods Totally 60 patients
with type 2 diabetes in our hospital were selected as the observation group; the other 60 cases of healthy persons were
selected as control group. The levels of LP(a), hs-CRP and other indexes in each group were compared. Results The
hs-CRP, HOMA-IR and FBG in observation group were significantly higher than those in control group (P < 0.05),
but LP(a) and HDL-C were significantly lower than those in control group (P < 0.05); hs-CRP was positively
correlated with HOMA-IR, low density lipoprotein (LDL-C) and fasting blood sugar (FBG) (P < 0.05), but negatively
correlated with high density lipoprotein (HDL-C) (P < 0.05); LP(a) was negatively correlated with HOMA-IR,
LDL-C and FBG (P < 0.05), but positively correlated with HDL-C (P < 0.05). Multivariate logistic regression
analysis showed that hs-CRP, LDL-C, LP(a) and FBG were independent risk factors for microvascular complications
(P < 0.05), and HDL-C was the protective factor (P < 0.05). Conclusions The expression levels of high-sensitivity
C- reactive protein and a- lipoprotein are closely related to insulin resistance and microvascular complications

in diabetic patients, and have predictive value for the occurrence, development and prognosis of diabetic insulin
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resistance and microvascular complications.
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25 hs—CRP/ (mg/l.) LDL-C/ (mmol/L.) HDL~C/ ( mmol/L.) HOMA-IR FBG/ ( mmol/L ) Lp (a) / (mg/L)
WiEEH 1147 +1.21 2.61+0.57 1.04 +0.32 1.05 +£0.23 10.34 + 1.19 1.82+0.24
X HR AL 3.05+0.74 248 +0.35 1.29 + 0.41 0.66 +0.14 438 +2.06 1.93£0.32
il 45.984 1.505 3.723 11.219 19.406 2.130
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