- 428 -

J Clin Neurol, December 2012 ,Vol. 25 ,No. 6

W -

JF GARAZ A VE B K /NG 1 E A bR
KR AR R HE X

ZEE, B9A, AEE, BE, T, A%k

[HE] BY HETFLREAYE(HLD) B RE/MSREMLFEY K EHBEREE R, ik
Kl 196 f HLD 8% (HLD 21 , B B BEAL R 45 1), I N FEVR & 50 41 461, JHF72) 58 5], Wilson 74 52 1)) 1 47
FTE XTI E (I R BREH ) BR % 305 L P 0008 LG o 0 R T B 5 /NS B AT 6 A 25 [ 4035 N-C Bk-B-D ﬁg
HEFEH R (NAG) M HEILE S B M (RBP) (ol Bk [ (ol -MC) Fl B2- 3R & (3 (B2-MG) | K-, %
HLD i, [REFIEH 54 61, 7% 142 5);HLD 4R NAG .RBP ol-MG Fl B2-MC X EEEE FIE mh‘ﬁééﬂ
(P<0.05~0.01) ;HLD #1 & FI[A] jR NAG .RBP .al-MG ! B2-MG 7K -2 F L4 255 3 R LR % 9 HLD
BER NAG \RBP 1 al-MG KV BE S FREMEH KB E(HP<0.01) B B2-MG KV B L5 H2%
B, %® HLD BERBPE/NEREREGEW KT Y EEFE, IR NAG RBP Al al-MG K ¥ 1] &
BRI R Bk HLD B B B &,

(%@R] FEREENE; BNERERED

[ FESHEE]RT42.4 [c#kfriAm]A [ TZ=42]1004-1648(2012 )06-0428-03

Changes and their significance of the levels of urine renal tubule damage associated markers in patients
with hepatolenticular degeneration WU Jun-xia, XUE Ming-yue, LIU Qing-yun, et al. Clinical Laboratories , the
Affiliated Hospital of Institute of Neurology, Anhui College of Traditional Chinese Medicine, Hefei 230031, China

Abstract: Objective To explore the changes and their significance of the levels of urine renal tubule damage
associated markers in patients with hepatolenticular degeneration( HLD) . Methods The urine routine was examined
in 196 HLD patients ( HLD group,including false sclerosis type in 45 cases, brain-visceral mixed type in 41 cases,
hepatic type in 58 cases and Wilson type in 52 cases) and 47 normal controls ( normal control group). The levels of
urine renal tubule damage associated markers [ including N-acetyl-B-D-glucosaminidase ( NAG), retinol-binding
protein ( RBP) , al-microglobulin (al-MG) and B2-microglobulin ( 2-MG) ] were detected by immunoturbidimetric
assay. Resnlts In HLD group, urine routine was normal in 54 cases, abnormal in 142 cases. The levels of urine
NAG, RBP, a1-MG and B2-MG in HLD group were significantly higher than those in the normal control group (P <
0.05-0.01), but those index among each HLD type were no statistical different. The levels of urine NAG, RBP
and al-MG in HLD patients with abnormal urine routine were significantly higher than those in HLD patients with
normal urine routine patients {all P<0.01), bur the level of urine B2-MCand between the two groups was no
statistical different. Conclusions  The levels of urine renal tubule damage associated markers in all types HLD
patients are significantly increased. The levels of urine NAG, RBP and al-MG can he more sensitive reflects renal

dysfunction in HLD patients.
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H 5 Figk NAG(U/L) RBP(mg/L) al-MG (mg/L) B2-MG(mg/L)

HLD # 196 T11.03(1.55,63.61) * 22.75(0,59.31) # 10.40(3.18,69.75) 2 1.0(0,18.00) %
BRERSRES 41 12.32(0.93,102.88) 24.3(0.06,54.05) 10.77(5.06 ,64.09) 2.0(0,24.55)
BHEELRTA 45 10.57(1.14,55.49) 23.4(1.41,51.50) 11.46(4.71,83.13) 2.0(0,17.25)
FFREA 58 9.61(1.35,142.73) 19.9(0,89.38) 9.40(0,71.87) 1.0(0,18)

Wilson %I 41 52 11.03(1.31,59.64) 23.45(0,67.59) 10.26(3.03,93.12) 1.0(0,17.68)
nR-poptl 47 4.69(0.2,19.46) 0.00(0,5.71) 8.39(5. 88,45.35) 0.0(0,3.48)

HSEEEALE P<0.05,2P<0.01

#2 HLD BPREMRFSEFTAHBER NAG RBP,al-MG # R2-MG K EHI L[ M(P2.5,P97.5} ]

A % NAG( U/L) RBP( mg/L) al-MG (mg/L) B2-MG(mg/L)
REARETA 142 13.28(1.08,90.55) *  25.30(0,59.80) *  10.95(5.66,84.54) * 2.0(0,17.80)
REMEHTEA ’ 54 7.43(0.92,76.98) 18.20(1.08 ,86.91)  9.40(0,29.13) 1.0(0,18.00)

EESREMLEF TALLE " P <0.01
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