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Study on the relationship between serum cystatin C,blood lipid and
high sensitive C reactive protein and diabetic retinopathy
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( Department of Endocrine , Enshi Tujia and Miao Autonomous Prefecture Central Hospital of Hubet,
Enshi 445000, Hubei , China)

Abstract: Objective To investigate the relation between serum cystatin C ( Cys) ,blood lipid, high-sensitivity C-re-
active protein (hs-CRP) levels and course of disease in diabetic retinopathy (DR) correlation. Methods 90 cases of di-
abetes mellitus patients were collected as the research object, and grouped according to the severity of DR, comparing the
levels of Cys-C,blood lipid and hs-CRP of different groups. Results Among 90 cases of diabetes, there were 48 cases of
DR1(53.33%) ,14 cases of DR2(15.56% ) ,10 cases of DR3(11.11%) ,6 cases of DR4(6.67% ) ,12 cases of DR5( 13.
33% ) . Along with the up grade and prolong of course of disease,blood glucose,HbAlc,blood lipids,hs-CRP and Cys-C and
24 h- UAE levels were more than 1 phase and increased by grade of DR but not HDL-C level. By a Spearman’s regression a-
nalysis , Cys-C, hs-CRP and the course of disease were associated with DR and were independent risk factors for DR.  Con-
clusion Cys-C, hs-CRP and the course of disease are independent risk factors for the onset of DR, so the fundus examina-
tion and detection retinopathy should be actualized early for the diabetic patients,and the levels of blood glucose and blood
lipid should be controlled , which were useful to delay DR condition and improve clinical outcomes.
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s RAE b 1 2 3 4 1 5

TR (4F) 6.4x1.1 8.2+1.7* 11.5£2.1% 13.0+4.6" 15.323.7
DBP ( P/mmHg) 66+12 71+9 7313 76+12 8015

SBP (P/mmHg) 127+22 131£20 13421 13723 145+28

FBG( ¢/mmol/L) 7.31£1.15 7.95+3.47¢ 9.11+1.33% 9.99+2.03 11.1422,232bd
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TC(¢/mmol/L) 4.12+3.10 5.15+3.35° 6.30+1.49% 7.04+1.44% 7.98+1.96%¢
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LRI R R K89 hs-CRP -5 08 90 589 25 1Y
R e E R A O, HAE R B AT B B T K
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