PE2E(5E, 2018 4E 7 F 46 31 4545 14 11

o — W FIRRT 2 JRORH bR s P s S
ML PITE 26 4 5 mi E e
MEATdr bR B LA R, SR 2
(FBBE& LR EELERA AL BIFA 2 )/ B4k 541002)
# E.BM Wt a-AFR 2 ABARESRFNIEEGY e, FiE AR 2AERRBEFTFRES 0, ERBEMEE
F G /LB (Jk ACR) &AM E & G FAFBLE J7 41 (Fk ACR 30~300 wg/mg)30 ¥l E & & FF & 740 30 4, KEHR G A&
B BR %7 41 (Jk ACR>300 wg/mg)30 41, A& J7 4148 T Wb e B8 77 BFBR G T A5 R W HLE T A LT a-ALF
B2 300 mg/d #AkiE iz, A 10d, BHFWEATREREMNENASLLH K ACR Bk AlsE , ER ME-FHLLTEN
fis % %74 % (35.17410.64 vs 33.284+9.51 pg/ml, P>0.05), /i ACR %7 % (59.5+29.4 vs 60.14+32.51ug/mg, P>0.05) ; # & - 5.3
BRELE 7 )6 Mg & T (33.3149.5 vs 28.76+10.79 pg/ml, P<0.01), /& ACR £k % (62.09+35.1 vs 58.29+30.08 wg/mg, P>
0.05); K B-ALFBRE TS MK HE T % (65.7+17.0 vs 54.62+12.51 pg/ml, P<0.01), k& ACR £ % (459.1+103.5 vs 443.61+
109.44 pg/mg, P>0.05), 5 a—ARFER G J7 7T VAIRARAE o B B i P Aig FoK-T 424277 £2 (10 d) BRF 8296 77 R ARIR
RO HR R,
KEBIR 4R B a—ALF R W& KR G H
HE 525 R587.2 SCRRFRIRAD A
X E %S :1006-1959(2018)14-0060-04
Effect of a-lipoic Acid on Serum Visfatin in Patients with
Type 2 Diabetic Nephropathy
LU Xin-hong  WEN Yu-jie},HU Xin; MA Xiao-yan®
(Department of Endocrinology*,Department of Laboratory Medicine?Nanxishan Hospital,Guangxi Zhuang Autonomous Region,Guilin
541002,Guangxi,China)
Abstract: Objective To investigate the effect of a-lipoic acid on serum visfatin in patients with type 2 diabetes mellitus.Methods
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90 patients with type 2 diabetes mellitus complicated with nephropathy were enrolled,according to urinary microalbumin/creatinine
(urine ACR),30 cases of microalbuminuria treatment group (urine ACR 30~300.9/mg),30 cases of microalbuminurial treatment group,
and a large number of proteinuria lipoic acid treatment group( Urinary ACR>300 wg/mg)in 30 cases.The conventional treatment group
was given hypoglycemic and antihypertensive treatment,and the lipoic acid treatment group was given an intravenous infusion of «-
lipoic acid 300 mg/d on the basis of conventional treatment.The course of treatment is 10 d.All participants were tested for urinary
ACR and serum visfatin before and after treatment.Results There was no change in visfatin after treatment in the micro-routine
group (35.17+10.64vs33.28+9.51pg/ml, P>0.05),and there was no change in urinary ACR (59.5+29.4vs60.14+32.51.g/mg, P>0.05); The
visfatin decreased after treatment with the micro-lipoic acid group(33.31+9.5vs28.76+10.79pg/ml, P<0.01),and there was no change in
urinary ACR(62.09+35.1vs 58.29+30.08 .g/mg, P>0.05);The visfatin decreased after treatment in the high-lipoic acid group(65.7+17.0
vs54.62+12.51pg/ml, P<0.01),and there was no change in urinary ACR (459.1+103.5vs443.61+109.44 .g/mg, P>0.05).Conclusion o-
lipoic acid treatment can reduce serum visfatin levels in patients with diabetic nephropathy,but short -course (10 d)lipoic acid
treatment can not reduce urinary protein excretion rate.
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