. 264 - I PR Ze 5 2019 4E 4 H4522 %452 ) Chin J Clin Healthe, April 2019, Vol. 22, NO. 2

gl
1 TRLB D A T B D IO 583 1) 5% A

ﬂﬁdﬂ“ﬁ,"ﬂﬂr?ﬁ,%ﬁ s i N
[ R AR A Y 45— B e 208 S B ) 1940, 22 1 230001

[(fHZE] BH ®itmiss | 2 Rm K AE&m(DKD) 89X & F7ik KRR BB @ BB A5 177 4] 1
Mg (TIDM) B340k o pt, R A & B/ R ALEF LB (UACR) X P2 A3 4. E¥ R aRA HMEA K
BRATMAEOEZARA, R (DEEFaEaRALB. AEGZaRA =B JEEE(TC) KEF
JZ i B & JE [ B2 (LDL-C) 39 ¥4 B 7+ 7% , P <0.05; (2) TC 5 47 3 J& (DBP) UACR & i 45 £k (BMI) 2 EA X, 5 C
FRAFEGMA  BEREEEAEEE Sk A (HbA c) 2 fifix, 5 C Ik E EAX;LDL-C § DBP,
UACR HbA, ¢ \BMI £ IE A% 5 4% 1R % i Z& & JE B B2 (VLDL-C) 5 4 % fn UACR 2 EAH X, (3) logistic [ I3 2~
#r 4R 275 TC LDL-C e ® v DKD X £ WL e H & . ik fe A2 % & 5 TIDM &= DKD #h & & fn
K Feo

[K$#A] HERA, B ERRE R RS ES EREEX

DOI:10.3969/]. issn. 1672-6790.2019. 02. 031

The relationship between lipid metabolism and diabetic kidney disease of hospitalized type 1 diabetic patients
Zhao Lili,Ye Shandong , Chen Chao, Chen Ruoping,Zhang Dai,Hu Yuanyuan ( Department of Endocrinology ,the First
Affiliated Hospital of USTC ,Division of Life Sciences and Medicine , University of Science and Technology of China , Hefei
230001, China)

Corresponding author ; Ye Shandong , Email ; ysd196406@ 163. com

[ Abstract] Objective To analyze the relationship between lipid metabolism and urinary albumin/urinary creat-
inine ratio (UACR) ,and to evaluate the value of plasma lipid level in predicting the occurrence and development of dia-
betic kidney disease( DKD) among type 1 diabetic patients( TIDM). Methods Based on retrospectively cross sectional
study, 177 patients with TIDM were enrolled in this study. Patients were divided into three groups according to UACR;
normo-albuminuria group (n =115) , microalbuminuria group (n =46) , macroalbuminuria group (n = 16). Results
(1) Levels of cholesterol (TC) , triglyceride and low density lipoprotein cholesterol( LDL-C) in macroalbuminuria group
were higher than those in normo-albuminuria group (P <0.05). (2)The TC level had the positive correlation with dias-
tolic pressure( DBP) ,body mass index ( BMI) and UACR, and had the negative correlation with serum C-peptide. High
density lipoprotein cholesterol had the positive correlation with serum C-peptide, and had the negative correlation with
glycosylated hemoglobin( HbA, ¢). LDL-C had the positive correlation with DBP, UACR,HbA, ¢ and BMI. Very low den-
sity lipoprotein cholesterol had the positive correlation with age and UACR. Logistic regression analysis showed that TC
and LDL-C were independent risk factors for DKD. Conclusions Impaired lipid metabolism is the independent risk fac-
tor of the occurrence and development of DKD in patients with T1DM.
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