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LR ESE B IR E BT BT R EE Be i 1o (230031)
XEE XNEZ £ #H £ W YRE Kk

WE HN PO SREENE(HLD) M e KT 8, (TGF-g, ) JIHARIBIR(PCH) VEIR(V-C)
PR/ INRERERY A (AGBM) MR AN itk (ANCA) A RITANT HLD & BT LB L. 7
#:210 4 HLD BER140 ZIERXIRE , SRRt RN PCHIAIV-C K ;8 ELISA 13 TGF-8, \AGBM
R ANCA A, BR¥MDARTIER 4 210 4 HLD BEPH) 149 G147 R B HRZEIE R H (61 5) MR B
ZEFWLL(88 B sPES 2 AT TGF-B, JPCIIAIN-C KP4, 45 :HLD & TGF-g, .PCHIAIN-C K¥5
BERTERN AL AGBM K F-BHETIE MM ; ANCA K F-SERM MARNBAEHER L. RERRE
FRU SR ESETE RS0 TCF-B, PCIAN-C A FRFBAGHERE L, Hi8: HLD AW 4L,
HFREET 42465 AGBM BY ANCA G4 B B et WA A TLoK o

Xn FERBZE RAEKETS, TEWRER NREE

Analysis of Related Indicators on Renal Fibrosis in Patients
with Hepato-Lenticular Degeneration

Wu Junxia, Liu Qingyun,Cheng Nan , et al.
Depariment of Clinical Laboratories, Affiliated Hospital of Institute of Neurology, Anhui College of TCM, Hefei (230031) ,China

Abstract Objective To investigate the changes of serum transforming growth factor B, (TGF-B, ), procollagen type II (PC
), IV collagen (IV-C), anti-glomerular basement membrane antibodies (AGBM) and anti-neutrophil cytoplasmic antibody ( AN-
CA) levels in patients with hepatolenticular degeneration (HLD) and its significance for the diagnosis of HLD patients with renal fibro-
sis. Methods 210 cases of HLD patients and 40 normal controls, detected serum PC I and IV-C levels by the chemiluminescence
assay, measured TGF-B,, AGBM and ANCA levels by ELISA. 149 HLD patients were divided into the normal urine routine examina-
tion group and the abnormalities of urine routine examination group according to findings and comprared to, the levels of TGF-8, , PC Il
and IV-C in each group. Results The levels of TGF-g, ,PCII and IV-C in HLD patients were significantly higher than the normal
controls( P <0.01). AGBM level was distinctly lower than the control group; ANCA level and normal control group difference showed
no significance statistically. TGF-B,, PC I and IV-C levels manifested no significant difference in the abnormal group and normal
group of routine urine examination. Conclusion HLD patients suffering from renal fibrosis. Its renal fibrosis is not associated with
AGBM or ANCA-associated autoimmune kidney damage.

Key Words hepatolenticular degeneration, transforming growth factor B, , procollagen type I, IV collagen

JFE 4R B¢ 25 4 (hepatolenticular degenerstion, HLD) B—  XMEREX WS HXBITH. HLD BEFHRAK
PR RSN, BURDLER ATP7B BERUZIRRGR  SHArBILIEN AR 10 4% ~ 20 4%, EREPETREHE L
W, B AR A BB B IE R HeHy , SBORZEFRE P B, ML RF R B T VN B S
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% b Bran MRS EE T #5460 &7 S 40 i 2 W £F S AL 9 E AL
flz—2, Eig, ASCB K HLD @ s b4 K H T B,
(transforming growth factor B, , TGF-B, ) . Il /B IR (procol-
lagen type I, PCH) \VJRJE(IV collagen, IV-C) 5L B/M2R
)% Mt 4K (anti-glomerular basement membrane antibodies,
AGBM) R v 4B 4 a3 Hi 44 ( anti-neutrophil cytoplasmic
antibody, ANCA) /K-, 18 HLD B FREEr 8L .

1 Mg

1.1 & BREBPEEXREMHSHRETIHMRER
2009 4E 6 A ~2011 4E 9 I 4EA:BeiY 210 B (2B 133, % 77),
HLD R ,4E# (2 ~48) 3, 35 22.26 ¥, %5 (0.5 ~31)
48 35 11.37 48, A HLD 43 B4R ¥ ¥ 210 4) HLD 43
S BEBEALT 46 HN Bl PO REIR A28 50 4 FF 2 60 ), Wilson
& 54 4, 210 4 HLD A 149 SiAT TR ERRZE, #13E
RERPRBHNHRBOA/RREES VREARER
W41 88 O, R MM E TERH 61 fl, WFRFPARmEEE
40 4 (5 20,% 20) fEIE R X MRAL, SE M8 (22 ~ 50) 3, 3y
36.15 % , fhHnd Jo 58 S AR R AR L, M 3 B Ik Z BT 7
W RIFH R BRI B

1.2 SRR HRIAFIERR, SPRETREA PN 3
W OFFREN; QME RSN ; O MR K-F SF ;@RI
A R i 40 TR Y R SIS I T s SRR PR
2h AR >100pg (R) FRREFHIR I,

1.3 ¥ARN HLD 4151 % %5 MR 413y 5 5l B0 Bk i
Sml, 3.0 5 B BUMLY 2m], 80°CR7F.

1.4 ik PCILAIV-C W BB b ¥ RE,
WS AP MR E AR AR, NSRS % Lo, i
TGF-B, \AGBM I ANCA 773k ELISA, 35 &y R&D sys-
tems A4, WS N 2524 Wellscan MK3 BEHFY.

1.5 GitSeam  SCPEEERAPAS(M) ME S ¥kk
(P, Py, ;) TS ;B SPSS13 M4k, e S BRR T
B MU R BT T .

2 HR
2.1 HLD ARIERX ML MK TGF-p, PCIAMN-C &1

210 $§ HLD &% i ¥ TGF-, .PCHI MIV-C X FH B ¥
WTE¥XMRA(P<0.01) ¥ 1,

21 210 {4 HLD 4 1% TGF-g, PCIIMIV-C X5 E¥

RE (M)
HLD #{ ERXRA
ol (210 1) wm R

“.78 23.20

TOFB.(he/L) 1633333, 58) (15.67 ~280.49) © <O-O
15.42 8.35

PCH(hoL) (5 19-39.96) (5.47~14.9) T <O

V€ (/L) 51.72 13.0 p<0.01

(9.04 ~185.29)  (3.04 ~40.73)

2.2 HLD ZIAER¥ X W41 AGBM A1 ANCA £t 210
#4 HLD /3% it 3§ ANCA K F 3 385 T IE ¥ X R4 (P <
0.01), ML 3% AGBM X5 IE ¥ 4 LB FBA LI ¥
BX(P>0.05),m%2,
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22 210 {4 HLD B¢ ANCA 1 AGBM K ¥ 5 iF #3

B (M)
%H HLD #1(210 #4) ERXBE(04) PH
36.46 61.07
ANCA(U/L) (4 81-128.0) (18.52~125.90) © OO
68.69 65.17

AGBM(U/L) P>0.05

(39.72 ~134.45) (46.01 ~89.56)

2.3 210§ HLD j& 3 %5 BK 2 B A9 i 3§ TGF-g, .PCII A1
N-CZR ¥ TCF-B, EA BRI BRBRBE LI
BX(P>0.05); PCII: PRI B ¥ W T HAKE KA BL (P <
0.01) , FoAl 44 ) 22 7 B4 GE ¥ B L (P>0.05); V-C:
FRBERT Wilson RAHBHERE/LEI(P <0.01) , H A4
M2 REAGHERL(P>0.05), %3,

3 210 54 HLD B3 & i 5k 5 B /¥ TGF-, PCHIAIV-C

KB (M)

TGF-B, PCH NC
BRAE » ) (ne/L) (ne/L)
.14 15.21* 46.45°

Vibn B 54 (15.36 ~312.35) (7.60 ~43.15) (8.52~226.27)
L. 20.13 51.45

Fa & (17.00 ~350.90) (7.96 ~52.66) (5.92 ~269.46)
4.75 B.&* 50.24°

BB 46 (16.33~355.19) (6.30~31.02) (11.17~84.99)
B-PaE - 43.96 15.04* 54.54

BAoR (15.85 ~438.35) (6.15~39.96) (8.84~13L.82)

e 5B P <0.01
2.4 HID BERENRERFHSREREIE R4
% TGF-g, JPCHAMN-C K¥- ik HLD BEREBEHARER
H 45 REAREE ¥4 MW TCF-B, PCHIAN-C K¥2
RBEEHFEX(P>0.05), RE4,
4 HLD BERM NS W E 5 IE N E 0% TGF-B, \PC
MAIV-C KFE LB (M)

RERRERRE REAREERSE

JIE (88 “) (61 ﬁ) Pﬁ
43.96 5.4
TGF-B, (IIG/L) (15.82~325.60) (16.33 ~337.82) P>0.05
15.07 15.41
PCH (pg/L) (7.76 ~42.96)  (8.18 ~29.98) F>0.05
52.48 53.02
N-C (pg/L) (8.98 ~188.51) (9.15 ~201.80) P>0.05
3 g

£ 24 R A5 P B0 R R 0 R O 0 1 e R Y
FtFRE, 4 R WRERCT RS R34 IE ¥ K57 ¥ 41
SHERR (ECM) 76 W /MR B W (R R B S U o ECM i
I.I.IL.VRRR.SEEREaNREES, VCRE
JEBRPLR 25 1 EBRSY , FEAR A BB B LA R T
KBS E5HMIET MR PCIHR—MEEHERIR, 2 PC
MRk, 76 W /R B , R BUL IV -C 3 PC
HAVBEEBRR, 5B BELME 8L, TCF-g, B—Fh
WM R i 2 8K, BRI 3 R R4 AR /N b B2 4R
JHR 0 4 0 4 4 G 40 2 R R, 4 0



— 188 —

%, il AR B ECM 3240k 53k B RITR,
RS RLPREMERT

FEERTERM RS, R HLD @& BREA LB RE#HR
ENERER, GAHBERTEALELREHLD BERFMH
RSB, FFREH PCIK 838 T H A KRRV -
CKFBERT Wilson HAMRIMERE/LE, v 885 8B & I
BBREA X,

ANCA J2 DX s 40 i A A8 40 Bl M R R 4> B IR
TRROE PR g R R B A R K R ALY A R R
BI040 5 i B i 48 92 , TG 5 | T A S 4 /) i
HERE], ACBM EEHFHEMRN THNMRERRN-
Co3 SEAYIERE IRIX 1, B4 B/ DIRE R4 B B
#"', ANCA 1 AGBM [7F7E, T 318 B 5 S e W31 %
SR BR HLD &3 ik ANCA K¥-BE M TERN R
SR RHKAEER ASHE E P, ANCA BEK P
f85 HLD @& B4k B EEFER AL X" ;HLD &
& MW AGBM K FSEXMBARRELHF B, £
HLD 835099 BT 4k 2 s ANCA 5% AGBM X H F 4%
SR BREIENTBED.

HLD BEBRHAFIERANMR . EOR . BERR
B AMERRARIL, iR HLD &3 B 3R 053 % LAY 52
R, A HID BEREARER KU SR ENRET
4 i ¥ TGF-8, .PCH AV -C K47 Hea , B WidH ] 2%
REGHER L. Hit, TRAD HLD @& FRAE4LS
RERREREIER ML,

RE HLD RFEW THFER, AHFRTILERMNSD
4, BEMAA R AHEEZYRIT . HLD BHGMNEE S5H
ARBRALA %, 2R T SR P HERAZ W b RS
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EEH HAWE

WE AR RTRRSOK R TSH ZEBERIBR A HF R IR B REMAEL, 7k %2007 4£6 A
~2012 4 3 A EEBRKBAFRIRR S I8 MRS RB0 RE 56 41, MACIAEWI TR0 )5 AR I BCK & TSH 1Y
Al , RN TEBAE MR B B R A5 A A2 B Joxd FRAH , AL R IRBOK & TSH 9384k, SR B4EH
BB AR IR B RE R M TT, \TT, FT, KF TR, BE MR BRELIE 3 MEKE WEREH$2
5t , 3¢ FT, \TSH I8YTRJ5 TC 00 B AR 4L, W47 W SR T 96 LB G 38R 25 M (o FRUAEL) i FPOIR B B R A B 3
1, BESBERBRA IR IR S RSN BEWTRH L, RERSEITEER. RS BEMBRAIHR
MR B REBNRE , FARBBK TT, TT, JFT, K F T RE, £30)7, BENRBRBLE 3 AFE, T TT,

FT, KPR, T FT, JTSH Y7 RI. 5 X0 B 224k

XN CBERRR FREBEK W BBRSE

Clinical Analysis of Thyroid Hormones and TSH in Elderly
Diabetics with Hyperosmolar Hyperglycemic State

Wang Yunzhi, Ren Lijue
Department of Endocrinology, The First Affiliated Hospital, Baotou Medical College,
Inner Mongolia Science & Technology University, Baotou(014010), China

Abstract Objective To observe the changes of thyroid hormones and TSH in elderly diabetics with hyperosmolar hyperglycemic





