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[(FES%S] R554  [X#@HERB] A

B R 2 & BE I (MMD i # UL () ™
JERREZ ", 10%~40% MM #2082 ) B
RE FE L AR 25% ~50% ) MM & &
B R R A T D e SR . 38 B RN X it
FHUE LRI B ST 50E 2R, i MM 5] i
MY 2RI 2 AR 58 Fm i & T3 MM 5
2R W B (58% Xt F 31% ., P<C0. 01)™,
BT SR A B E N MM B E 0447
TF 2 AEY SRR 4> MM TS 800 B E A
WX B EME.RE S S BUREZ. W&,
MM #EE B ENT 34 H B g difE ik 50% ~
70% .1 MM B B 8 E KT 3 4~ H B U Ak %
HA 10%, MM 5 i 3% 8 3 A A 78 W 02 Wi i
DIREC ARBEH &R KR R L. Bk, an
2 W 3G y7 MM S 300 100 5 4513 2 16 IRV 7
IXER R Y 52 2
1 MM EREMNERILE
L1 REE0 S EEH

MM X} ' 1) 451 3 52 i 22 PR R i i, b 2
FLI 2 B MM 3 40 3 0 1) PR T e 28 BR 2R 1 5
BELO B A™ . LC LA [ i i i B /N ER
UE I IR BN A O, IE AR R Y LC
R, FERAL, M MM B E IR LC B
T T BN SRR R EE S . B R &
B LC &E A S8R 785 5 2 R 1 Bl R AE
RETBY B B BE S B MM BF i, LC S F
A FH 2 4 03] 3 3o 458 3 B AL 1 AS ) 358 7 4 ' /N ER
B /N LB R BT AR PR A 1 H R B N B B E
HEE, AAFFEIESE T LC X im /N b e 4 i
HEESE, SEE /NS LR AR E S K5
RIS RS 5 SR B . Uk A, 3T R /N A IR
LC, S8 ¥/l LC Bt , 78 35 v B /N4 40 i oy
TE B it IR R 1A, 5 19 T B E R . TSR
M LR AR ER . HRA TS L R K
M4 S LR IR B /N TR h B R OB R L B R L
BR o VA B 5| A 11 2% A 3 1 e b 2 L ATt i 1G4S
ILRE 5K .
L2 R

& A% % (cast nephropathy, CN) 2 MM & 1
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S BH UL o HH SR R R R R 4006 ~
63% LI /NEERIE S BUE D e IR N 8
FRAE . W BB /N R LLVE /NS 2 4 FUE ]
JRAF A e F B . MM B3 e A 'Y
LC,1 LC f& 5 ¥ 2 Hr 48 /R ¥ & 11 (Tamm-
Horsfall glycoprotein, THP) %k 4k 45 & T JE AL 45 B
REY . FHEE /N E W ZE . TH&E TE BN E
J7 5 WA 38 8 /N BR D A 25 R ALK R ] 5 A 3 1Y)
WA R AL H AL S LC X N L
A B RE TR, LA K THP #1 LC B9 4H &4 /. T
Ja#H R RIE M i EE R
L3 Rk E A Ui

BT [ e 2 BR A U AU (monoclong immu-
noglobulin deposition disease, MIDD) % ¥}y % 4%
N EE 4% UL ALK (light chain and heavy chain depo-
sition disease, LHCDD) | 5. 55 f# #2 4% JT L% (1ight
chain deposition disease, LCDD) F1 Bt 57 [ 5 4% 1T
%5 (heavy chain deposition disease, HCDD), &
BB B R 19% ~26%" . PRk e LC %L
FRAE B LIS I o A mT UL ARAE B0 ik RN A0 48 L fif
A4 Ji 300 5 G B HG R L S ADL T 1 2 1 14 A= M /I K
B . FRTEXTE/NERANE NVE R E
L4 JEMFEARME

B VE oy A A P 2 4 VE B FE W S DR T S
B, BB ERN 7% ~30%", EET
BB /NER . UE Ry FE AR R T R o 3 AN e 7 A
M e B8 A BREE A B, B BT B B A B 2 A 1Y
PR, kst LC R Bralif v i B SR A, 5 5 HAh
AT AN E A AE B 1 P L I RS 09 A BLAE L A R
TERAGHFEEN,LC DL« B F ., AWK AMH
PURI AR B, BHRA S H 5 LC W B, 7] 48 [X 45 44 il
AR T 5 B R 5 AR A G,
2 EGEERNERME

HAj s R - MM &3 5005 51 3 58 074k
DRI SCr Skt A7 F = ZEXT B /N ER T e 09 7F
. Scr KVZAEW LA SRR E W, B
2 GFR PR 1/2~1/3 Bt A H B H = . CCr % Scr
AT R A Hh ) Bk GFR R R 48 45 (0t 32 LA 25
REE ), 38 52 fB 35 B8 IR N L 25 & B 1R 22 W %
JEE 1 B T RE A 45 0 R N A B = R B R
R, T MM B EE R B4 K 2 HUR E D
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B0 — L Nk, 23 GFR TR, itk
AT UL, HATIG R IPAS MM 0 B WS
HOH O IR E MM B E e AR A b R B,
AT BT 4k — AT 0 R F8 b ke I )
MM B # F 1) 32 RGO
3 FEKRNIERR
31 BRI E C A rtk

B C(Cys-C)J& i 120 A~ % Fk iR 5% 3k 21 1
(A X 43 0 Sl 1305 X 10° 1 R M 5L 08t 43 Wb
REH.EHBBEREHN". NMEILTE WA
0 #R BE 4 2 7 2 Cys=C I 20 A 3 i v v 28
o B SR T o AR . T CysC Ko & &
WEH ) pH FBH A far , £ L RE A U8 ek, L
T 58 A 4 B /N FE WU, O FLTE B N R A
311 i Cys-C J2& i Wit /INER U8 2 D) R 1 o9 15
¥ T Cys-C g4 idid B /N eR g . B
BN Sy . RLBEI YE  Cys-C i B /R
BE L P SE S TR AR AT A A0 7R G R A AR R L
KR R E SRR I . T L, Cys-C & B /hEk
YE I FEAR A N R BR BT . Dharnidharka %"
XFE BR L5 B E AR & L CysC 5° Cr-ED-
TA ERRM A EHE =0 816) % SCr(r=
0. 742) ;Cys-C XF #Wr ' Cr-EDTAE B % <72 ml/
min/L 73 m*, L2 Wi iU ¥ B & & T SCr, >
L 5 mg/L MH Wik, Cys-C 4575 & V) g 5% 5 1 &
MR & 7L 4%, W SCr AW £k =200 pmol/L)
152, 4% . WFFE R Cys-C J&iF- M ' T hE 5 5 i
FEBEREFER .
312 JRCysCH/NEDREEMMEIR M
) Cys-C 58 222 5 /NER U 3 I LT 4 36 9 3 il /)N
B HE WO, IEH R Cys-C & &AL, an
NG Z B W0 AE R E /NG T R 4 i sk ]
T, B AR R i 51k IR Cys-C ¥k 7+ & . Conti
IR IR Cys-C 2 S WL B /N 143 1Y) R 5 M 4
br. AELEFRV,Cys-C il A B /INE B0 72 19 F
M, R Cys=C 1y & & A X o e T2 JR 3 1 AR
Ak T 38 T X6 B R s /N A ) BB A O 04 T
fir .
3.2 PRk i R B i I AH DG 2R IR R

rhpERL 20 A B K i A OC 288 2B 11 (NAGL) 3t
KE L T % 4 @1k 9934 L. 2 K 5 869 bp,
NGAL & — 4 178 & LR 5k 3 1Y £ Ik 6
¥4 B M 4 F i oA 25X 10°, NGAL BEAl B &
BA N 46 X10° iy ] P — B ] 53R 4 )R &
FE 9 (MMP9) B4 % 135X 10° Ay S50/ — 1K,
B A7 78 T b M 20 i ) 3 480 Ak P i B O b
NGAL AR ZAAETHE . ZRE . H /M.
R % I 50 A B R A AL AR R AR R A H
JIE U A AR g 3 AR B A R Can B ot

B S) AE#RE NGAL B, HIZE AW HE
IR 23 Bl PR SN R [ I AR IR A A S 7E R
B E, NGAL F 2483 i /N Rk (At A2 78 T
0 B R IR A2 B0 1 R B RN
b Bz 4Ry 4 b . BT I R HH , NGAL J2& 2 Wi
ARG EARNED ¥ EZ ", Tu-
ladhar 26" #fF 78 & B, 76 D IEANBEF R )G &
HARJG 2 hofin R NGAL ¥ B 34 8 & 7+ &5 . xF AKI
() A 7 G i I A ] s Haase 2597 (1) #fF 58 4
$#2/8 NGAL &2 AKI iyl 37 Wi 7, 5 Cystat-
inC 21 M5 .
33 RMEELSGEA

PR B B2 4 7 1 (RBP) 24k 1 IF % 77 7 1
INGY T B AT R 21 200, I3 90 Y6 L
i RBP 25 HRIERTIE AL GIE R KD &
HE AW H T XA, RN E Nk Bt iE .
&M RBP 3= 2245 AL v B2 I 40 i 5% iz = 1 2 4
Jid . Bt 5 RBP {8 37 25 2 1 3% b, 1l 7 o 2
) RBP [ m i i 5 /N BR 08 oo i, L v 46 R3S o
AT s /0N R W RO Ao A AR . R K DE RIS LR R
RBP HEHAR 2, 24 307 3t /N 48 A2 6 i PR JHG o i i 3
A F R, JR RBP A v] B g F+ . 58 £ W R RBP
AR NS IRG IR 2 — 5 BN )RR E
TR EEAA B A G L B S WIS A L 48 S IR T R
B T 1 — 30 R FE AR . A B oY R B R
RBP Xt &t 'F e iAo X',
4 BEMREE

A 2EE N MM B 8% 36 7 B LR S
FRGEEYI Y, R R A S MM B i E
e FARYT . T MM U E 5 E R LC X
BHHE SRR T DI RES G . SR WAL GE 0 A
T F8 A Bk = 4 S5 R O M S BRI T DI A R T
W AR AR IEAG MM B B Tiae . 8B R
F R DL v BNV B E O B UCR B N
48 bR FR Cys-C. R NGAL 256l , 78 ik & 5] —
SEFREERE, AT LLBE A Il Cys—C 1 GFR, Xf T3
M REAE PR Y R 3, 0 3 AL 3 AR B /NER SR A I
Cys-C K , 48 TA£ S5 i Scr. 4% 5% UL FLU% 19 1 &
WRCE NERANVE N AT B Al Cys-CLJR Cys-
C.JR NGAL.Jg RBP 0, 75707 JE ¢ & fE 1 % &
FIAEIT v /N SR B /ANE R AR i JR Cys-CLJR
NGAL., R RBP %Kl , 76 if J& 3] — & 72 B At , ]
PUBEA Il Cys-C Kl GFR. Bifi 25 45 Fl B 25 19 A Wt
&5 0 - MM B 1 S 3 20 RS, RZ
TR BRI E A — E BWAE A . PR RS R
AR A T A K B b ZE R A 1 (VD) 7
THABSMERLE.VMP 7 EEH TEEZ 4
WITMEA BB ENEFBREY . H I E
A WA T R BRI A MM R 3 G 0
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JIEL [ P\ = T v A0 Y TH A2 mg/dD 302 IR B L B 19 ¥ € T & B2 mmol /L, JIH R B =5
o A AT IH B 2 [ By e 249k 0025 9.0, 011 3.0. 055 5, 6 40 0 & 2. 110 mg/dl
X0, 025 9—=2. 85 mmol/L; =@ H: 20 mg/dl X 0. 0113—0. 226 mmol/L; M4 : 70 mg/dl X 0. 055 5—
3. 89 mmol/L,



