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2 5% TR S R RSO DR 9 S o ST /DN EK
BV PR /T 5 )

R BXPRE' =X E’
(1. KD HTE—ER RN, #E K 410005;2. KPP T % —ERT AR

m E:

B AR R 5T 8 R 5% (DN) B Bk B F R E G/ MY h,
BAHE S B R Bk 124 9] REALEL T & o A At RR 4R 60 41

FE P

GBI 64 B A R AR RRIKR T B EF

Pd fadp e fgwsab b AR ML T EREES K/ ORI R/ R, BEREI A —FAE, WREHF W S HAA
WUEF (Scr) i E £ (BUN) 4% & (HbAIC) B C L% & (hs-CRP) | 2 B | e i P47 & -C(Cys-C) £24 h
BEARE 24 h REAEZF S N-TB-B-B2AFH H M8 (NAG) &k B2- LK G (B2-MG) ¥ Tk, SR
BITE GBI 24 h R F OB G A 24 h E G EF NAG.B2-MG v Cys-C K& F AR T B (P <0.05) ;%
B2 h R EOQEOM 24 h REO T FLY TH 12EI74024 h AR EEE G 24 h KBGO T ERT AT R4
(P<0.05), *FRELLE ST J& f Cys-C NAG #= B2-MG £ F LR F MW (P>0.05) ;A b, BLLE TSR, 27K
REM(P<0.05), B, %974 hs-CRP AR T, Sat@uiart ZF AR EMR(P<0.05), Hit =HEK
ETR Y T4 DN B& B SRR &, BTN ERY 8% DN gt & |

K. FRKRE,
HE S HES R587. 1

IR
EkFRINAD ;A

B R 99 B i ( diabetic nephropathy , DN ) J& #lf JK
o i UL T HEVA 09 08 M UL 4 0 e, H T2 &8l
R IR G 1 I M PR B R
KGRI 30% ~50% " LA, BEE AT TR A,
MATAIRE] DN BR 1 22 58 R/ 8 B B /N gk Ak,
WATE R /NE TR A . /N B 3 AT Jon
DN %A | & e, 3 i B /NG5 ) i e i 2 0
DN (2RI B R = B 4 I PR AE
R, — 5 T e A A AR IE R, A B B AR R
I, 280 O i AR TR FR BB, A Rk
B EHRYY, AT AESE DN O e FE ik i | e 22
AT o tE IR E] , AT RS DN AR AR TR B i 42
R R AR R T TR T AR R
B UTARSK, BRI N B NE A R
PRS2 TR T 2 M B RS, (E X DN R
HE/NEREL W IRIEAZ | I A B TER
W SR AR L DN A B /hesk B NVE R
il () 520

s EHA.2014 - 10 -22;f&E HH#F 2015 -01 - 15

B

1 BB ET*E

1.1 IgERER

VRN B 44 K VD T 2 — BE B 2012 4F 1 M ~
2013 4F 12 H WA 0 R8s s B f 3 124 B
W4, Hoh 55 74 19, 20 50 f41] 4R 1% 42 ~ 76 %5
PR 53.7 5.8 B 0 3 N H ~5 4PN
FE2.4 £1.8 -, Ak B H MR YR BEALECTF =50 M X
HRZH 60 ] J6YTH 64 B, GIAFRUE PRI ISR
FH b B PR G B VA 5 7 (2010 4ERR) AifE, DN 4339
27 Mogensen 1] DN F 502 I RS B 9 12
Wi B PR 5 5 ~ 10 4E Rt i E A& G
PR 24 /INBF PR FLZE R 30 ~ 300 mg/24 h, B 3
REIEH . ARG SR E . A F 9k
RYMEBR MRy | JRE T B R O
DIREAN 4 SOR 32 35 F ARG 97 1 B Y HERR 7R A
W Z Ak, AR T A KT — BB
PIZE G WAL HE, T A 2 I B I R,
1BIT4L 64 B, 5 36 1, < 28 B, K144 49.5 +10. 4
% X IEH 60 191, 55 38 4], 2 22 4], F- 17 48.1 9.5
%, WILLBE R R R TR £ B O RE IR
HbAlc hs-CRP IfiLJi§ . Cys-C .24 h JR{H H&EH M
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24 h JREFEREREWIE T CH B SR ITFE
X (P>0.05,% 1), A0 M,

®1 WARFBRTAERILE

EiEta Xof HEZH TRIT A i PIE
ER () 48.17+9.59  49.52+10.46 0.451 0.715
SR (4F) 8.14 £2.03 8.30+1.88 0.589 0.548
R (kg/m?) 22.31 £1.42  22.55+1.63  1.024 0.235
Wi (mmHg)  134.22 £10.91 136.73 +11.35 0.697 0.583
Pk E (mmHg)  75.28 £4.53  76.34 £8.06  0.438 0.162
BUN(mmol/L)  5.41 +£1.06 5.32+1.13 0.473 0.659
Scr(umol/L) 63.45+10.21 62.78 +14.29  0.434 0.635
TC(mmol/L) 6.68 +2.16 6.52 +2.31 0.485 0.508
TG( mmol/L) 3.45 £1.06 3.66 +1.03 0.674 0.684
HbAIC(% ) 8.21 +0.92 8.13 £0.96 0.562 0.569
hs-CRP(mg/L)  5.67 =1.36 5.38+1.28 0.349 0.823
Cys-C(mg/L) 1.74 £0.82 1.80 £0.78 0.627 0.637
WiEHEA

114.52 £20.35 114.97 +21.10 0.213 0.876
(mg/24 h)
JREEH &

0.34+0. 14 0.36 +0.13 0.298 0.78
(g/24 h)

1.2 & AE

P AT e B A TR PRI IR B L B BRI, R
JH 171 AR ek xtm oA 245 44 o6 it bS5 BT ] DT AR 100 mg,
1 /R EREFARABTT 10 mg, 1 W/ REILRNATT, B
FHas W MAEREHIAE 7.0 mmol/L LR, 48 i I A il
TE10.0 mmol/ LA T, JRIT7 4L 7E ML FE At [ 25 7 ¥ 3%
JE 3 (VL5 7 v 24 M 4 AT IRy A BR 2\ ) 1 24
719990040, HL4%. 0. 5 g x 30 Ki) VAT, 5 Ki/IK,
3W/RFFEEMRZT 3 A —I7 e,

R2 MARFGRITEEMAENERELLLE

1.3 58RI
1.3.1 A fedgiribnl  WHRANE 10 h HEGH K
I I 5 1L ¥E LT ( Serum creatinine, Ser) | /K & &
(Urea nitrogen, BUN) B4k Il 21 25 F ( Glycosylated
hemoglobin, HbAlc) #f C I & H ( hypersensi-
tive C-reactive protein, hs-CRP) | IfiLAg | IfL7& Bt 2% -C
( Cystatin C,Cys-C)
1.3.2 Jiteml 24 h JRGGCGE FIEE A 24 b JRE
FIE i, B BKTT 24 h FEA DR bkt S R 2z 3,
b E AR, FEBURKI N-2 BE-B-2 2 4
BT Bif# ( N-acetyl-B-D-glucosaminidase , NAG ) , £ P
HLIRIM %E B2-1#EK H I ( B2-microglobulin, 32-MG) .
1.4 SitFarE

Gt BT eit L SPss16. 0 A AL g
o A H A2 AR RS MR O, RS AT
BB x & s R, PRAL )T BOR U ABCR T ¢ K5
PAP <0.05 22574 Giit=A 5 3L,

2 % R

2.1 WABRFBTHENELIERTN

W 2 Jron , IR Y7 e g S IE [ B ( Total
Cholesterol, TC ) . H ¥ = Wig ( Triglyceride, TG ) .
HbAle BRITRIA W TR, 25 H B &M (P <
0.05),JAY7 HiJ5 BUN . Ser 2R LB EMH (P >
0.05) ;34975 ,I6IT 41 hs-CRP FFEHH ., 5%} R4
AL, 25 A B EH (P <0.05)

21531 BUN ( mmol/L) Ser( pmol/L) TC(mmol/L) TG ( mmol/L) HbA1C(% ) hs-CRP(mg/L)

WITH RITHET 5.32+1.13 62.78 +14.29 6.52 +2.31 3.66 +1.03 8.13 £0.96 5.38 +1.28
WIYE 5.38+0.82 60.35 +11.48 4.31 +0.94° 1.36 +0. 87° 6.67 +0.27° 3.28 £1.23%

X HRZH RITHT 5.41x1.06 63.45 +10.21 6.68 £2.16 3.45 £1.06 8.21£0.92 5.67+1.36
WBITIE 5.31+0.87 64.92 +9.87 4.27 £1.01° 1.27 +£0.94° 6.75+0.31° 3.62+1.39

HFRARITHLE, a: P <0.05; 54 BEIRYT/E LA, b P <0.05

2.2 WMABREBTIESEREL

W 3 iR 16975 16T 24 h IRIGE A&
FIFI 24 h JR3E 2 & B2-MG NAG £l Cys-C #34
SPATHI R, 25 A B EME(P <0.05) ;X E4]
24 h JRIGEAEEM 24 h JREAEE WY T, H
IRYTHL 24 h RGBT HEH M 24 h JREAE BT
XA (P <0.05), X HRAIGY7 AT, J5 1ML Cys-C.

NAG Fl B2-MG 2R Te . EPE(P >0.05) ; [A] B, P
HIGITIE ML, 22 7 A BEPE(P <0.05)

3w i

DN JEHE IR = B A i 8 0 A i 2 — , W
WEPRIG (1 AT 22— BE DR 3 12 Wi
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2157 JREFE R (/24 h) R I E 1 (mg/24 h) NAG(U/L) B2-MG (mg/L) Cys-C(mg/L)

WBIT VAJFET 0.36+0.13 114.97 +21.10 19.85 £7.54 0.55+0.12 1.80+£0.78
BITIE 0.26 £0.14% 68.43 +17.36% 13.25 +6.68% 0.33 +0.18" 1.38 £0.53%

XTHEZH  JRYTHT 0.34+0.13 114.52 £20.35 19.23 +7.92 0.51 +0.17 1.74 +0.82
WAWIT/E  0.32+0.12° 90.53 £19.65° 18.24 +7.75 0.48 +0.19 1.68 £0.91

HRILLATTHT IS a: P <0. 05 ; 53 BRALIATT 5 LA, b P <0.05

A 5% ~10% A AT DN, [ BRI i B A
5% (United Kingdom Prospective Diabetes Study, UKP-
DS) HE it W], BEIRGG AH12 8 10 48 )5 19 i 1 AR
PR35 25% . DN J2: i 2 Fh R 233 iy, H
BN DN & Al BE 5 38t 4% B JEe e OB AL 2L
B R/ NER SN J1~A U RN A G, DI DN
B NERI OB B 22 | SR R R 240 A H
HHE PR o B /N ER A 407 | S 5 3 R 3 i B 2, T
DN IR 8 R AR — BB 2 D
BRI E W br, EAERMPR LM, BN E MR FTE
DN Hy R A R E AR W EZAE N, A ik
H L DN /ISR A8 [] B e /NS AR
FEPREE 5 IR E W 1 DM B &P AH 129 4
B /IVE S FOKPRE s SR B NVE Z AT B R AT
B /INERAG AR Z BT o i B /N AR A A R DN
A 5 A 45 BT IR i 284k SR A P R |
L /INAET DA B A5 405 0 T 200 o A a2 i T
PR v B /NS S S dofe AL | A T A 1 O /N
AT, DN 5 B /N 32 450 ] 5 47 4 16 %5 1)
FISE S BRI, DN U ) i R 7 B /e | /N
BT I EE L,

AT R I, BEE I T LA ) 24 h BRI
& E AR R 24 h PR HE &L B2-MG A
NAG Il Cys-C, 5 2% 5 4 ) 32 2 i 73 2 o i 26
WEY, A 5 R i & P A, UM R i
B R 3-HEMEE MR 3-SR S 2Bk
Wi R Yo TR AR A R R R, D AR
PORREEIE I . BIFST R I, B B/ MR B 8
R BEIR S PR A IR R B IR | 4E A SO R
S H PR i TR A S T P 3 M X BTN B
R URINAE G IR T SR T RE R
INERGIERAE S, A2 Sl S5 i R IR B /N
EUREE ZRERY . Bk AR E B R AT IR A
AVYLET Dol PR A e, 0 980 40 5 30 A 1 1
PRI, W RAT ST 2R WY, B 2 24 W) B AT AR
Vi 9 L0 PR R Y BB RO AR AR

R, BeAVR 4 i B i 5 6635 B, O 4 B DR, o U
A ERE AR B N T B AR, XA R
eI

DN H I R T BR T R LA & K
IS B NVE MR R, 46 B2-MG, WU 5 i
S5 M (RBP) (B2 WA HAE, & R WL o B /N
MEEIRITIRE , 5340, A B /NG I R 20 Jf 43 1Y
VSRR , IF 53 i 2 0 S NAG, BAFTE T35 o B/
UM R oA R, AR BB L B /R
JEIT , PR AZ i P R R 7R B/ NE T AN
AR PESRBE T B S T R, A I N ) B S R
(AR, A WF5E R, 7 DN B0, L © T
ThHeE, IS BN ER B E RS 2 OEAH G, W, IR
NAG Fll B2-MG 2 £ il B /NS ) e e 5 0B ) 4
bro ABFFEH R IUE R DN BB, IR NAG Fl B2-
MG T & T IEH , #2/R7E DN FH B BeiA7 76 i
INEDIRESZ I, SEZERAERITE  BE R NAG Al
B2-MG ¥4 BH & T R 9 ) v 2% s 4 A PR B /NS
Rz AR BB IELF AR

IM7% Cys-C & —F i/ FRE AT, AZWE
ARSI e AE SR A P E I RZ R, AT FR G e
ANBRYERT , 76T #h /N TR ISR AR | 7 AR i AR
2T PR BN ER GG R A FAR TS bR, M T
Cys-C 5B /NERYE 13 8 2 B AAAH O, 24 5 /N ER g 2
REEALE] 509 WF, R AUEFA AL F1E 5 L, 17 Cys-C
ISR T, O B I R TS =5 . PR Cys-
C J2—Fh BEAE (9 F2 e GFR 224K 10 Cys-C PN B PEAR
B, Jeon ZEIIESIAE 2 AUBE KR A [R] 2E H BR 7K
V- R LG Cys-C /KF[RIF B 3522 5%, HRf A 2
TUWE bR g 2B 2 PR AR L HE 4 38 i, Cys-C 7K -t A
N TR, 2B Cys-C 7K 5 30 i R 284 55 /)N 452 40 A+
K IFR TN BRI 32 B (B R I BLZ AT 1Y
Febn ; R 2R Cys-C ] g2 S bl B /NG 1 iz 4 e
B ) — USSR bR . ARBFIE & BUAE L DN By
B, Cys-C /K P B f= TIEH , & W E IR B IR IT ),
FE Cys-C /KA BT 1 [ R0 2 2% e 38 02 3 i
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REARR S /BRI R s B L i e i 4, ok /b IR
AR LR B A B DT RE B0 S8 A6 25 A DA T e 1)
PRI REAE

UTAR KBTS K B, DR S B LR AL T8 1R 5%
PEROVPARZS B E RE RO Z 5 T DN BIE AL, hs-
CRP 22— RAYEAREW), B S 5 A AN A
PN B — S ARG S R 25 R M S W i e 2 o
WIDN @k A KR ARBETESS R R e
T BERE L0 B 2 I 4 I JR A UL hs-CRP 7K B
R, Z9BRATTE K B, 058 I AT S e Y T
RE , ANCRE 19 20 i S B2 DI BE , 148 RE il (A S S
AL, TR 0 S 5 52 5 W 4 5 1 B A A 1
Fo Ao 2 i e T o e /N R P AR R
FRAE A i LI/ E R, BESCE B A0 m B, X/
BR B /INGE (AR 5 R AR AR T e R R
AR L) DN R IR /INER B/ NE PR SR /A
RAEIRZS A M THELE DN 1Y,

Lk LT, BB AR O T 2G50, 7 R AR T
HiE T, s R DN S B/ NP R I8
BN, AT BGER DN R I ARAE RS AR
FEZE DN P Bk AR A 2 — A HE T A TR Y
I

SE Ak
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