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B DR 9% & 9% (diabetic kidney disease, DKD) &
B PR (DM ) B 22 (A 3 i A8 0 K, o S BRI
B FEFERZ —, B4k, 7EFKE DKD & |k
TR T8 B 58 5| e 2R J1 B vy 1) 2 —
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D7 IF 1 SRR G2 00 B i | B AR BT i e 4
JE(SBP) (&F 3K & (DBP) , 155 HH AR H 5 % (BMI) =14
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L4 B A AR (Olympus Au-5431) 4351 0 & I 5
itig ZS MR (FBG) &5 2 h I (PBG) H M =
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2.1 —flG R FA R

T2DM £ # K DKD 35 0 — il K 55 8} b 3%
e 1 R, MATEARES ) BMI 25 04t it
® O, DKD B R s R ET 5K AL T2DM 41
YR RENS, ZRAHEITFEX(P<0.01),

F*1 WA—MRIGKREREE (X £5)
i R Ak T2DM 41 DKD 41
T (%) 57.95 + 13.00 58.80 + 12.75
PN (/%) 1:0.84(70/59) 1:0.93(78/66)
DM JREE (4F) 6.03 + 5.65 9.53 + 6.90*
W45 1% (mmHg) 134.21 + 18.44 149.07 + 23.39*
#5K)E (mmHg) 81.36 + 9.85 87.49 + 11.62°
BMI(kg/m?) 25.16 + 3.36 26.16 + 3.23

5 T2DM 4 thdg, *P < 0.01,

2.2 s RAE I FE AR AR

DKD #3 Ifi.7% hs-CRP Fil MDA %¢ T2DM 41 i
EWE L, EFAGIEE (P < 0.01,5 2), X4
Il PRAGIN 6 B ) EL A PT LAy, DKD 418519 TC
TG .LDL-C, JR 3 & (BUN) LA (Cr) IR R (UA) .
HbAlc 24 h JREEHE &R | LF4EE M E HCY i
T2DM £H i 71, i MHLT &K (TBIL) L R
(DBIL)# T2DM A FT N, 2R A G L (P
<0.05), HDL-C 5/ C IKR KA G225,
2.3 MRS

VPR BT Be 2722 S 48 FR 50 5 hs-CRP
K MDA 47 HAH AT, 45 7R hs-CRP F
MDA ¥J5 DM %57 .BUN .Cr . UA .HbAlc 24 h JR7
M HCY 2IEAHE, LA , MDA i85 BIHLT &K |
HIEMHORERNME (R 3),
24 L AKMEESH

W AH DGR 23 A 0 228 1 R A e T2 i S AR
AT Z IR E R 0T (35 4.5) , 45 R 7R hs-CRP
Y 520 K 2 & DM J%F2 . UA HbAlc \HCY ;MDA 1
S R 2 & DM 5 M HbA Lc,

3% i
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2 MAlGKRKNIERER (X +5)
I PR AS: U6 T2DM 41 DKD 41
TC(mmol/L) 4.81 £ 0.83 5.37 + 1.18"
TG (mmol/L) 215+ 1.88 2.89 +3.03°"
LDL-C(mmol/L) 2.39 £ 0.70 3.02 + 0.79*
HDL-C(mmol/L) 1.19 £ 0.36 1.21 £ 0.45
BUN (mmol/L) 577 £1.25 7.38 £ 4.00"
Cr(pmol/L) 77.07 £ 1235 100.04 + 88.77*
UA (mol/L) 288.53 + 88.05  328.17 + 88.77"
TBIL( wmol/L) 10.94 + 3.60 8.80 + 4.20*
DBIL( pumol/L) 3.10 = 1.02 2.55 + 1.29*
FBG(mmol/L) 7.86 £ 1.91 9.15 + 2.23*
PBG (mmol/L) 10.75 + 2.52 13.38 + 3.33"
HbAlc(%) 8.68 + 1.86 9.19 + 2.08"*
24 h JREEFIE () 0.17 + 0.05 1.61 + 223"
2318 C Ik (ng/mL) 1.93 + 0.80 1.95 + 0.80
YRR (g/L) 2.67 £0.77 2,95+ 0.76*
HCY (pmol/L) 12.58 + 3.15 14.96 + 4.66*
hs-CRP(mg/L) 1.36 + 0.66 1.90 + 0.50*
MDA 2.56 + 1.04 3.08 + 0.62°
5 T2DM A 148, *P < 0.01,**P < 0.05,
x3 HEXEHH (r)
3 DM j5f  BUN Cr UA  HbAlc
hs-CRP  0.604*  0.334* 0292 0.360° 0.548*
MDA 0.600*  0.380* 0.346" 0.217° 0.441°*
3 REFER HCY BHHLZE  HEHaE
hs-CRP 0.428* 0.517*  -0.145 -0.043
MDA 0.434* 0.221*  -0.329* -0.324*
"P<0.01,
* 4 CRPWEMEZESHT
Ag i WIS RE brieiR Anffbr g =580 «fH  PMH
W 0.389  0.166 - 2345  0.020
DM Ji#:  0.027  0.005 0.373 5.850 <0.001
UA 0.001  0.000 0.175 2772 0.006
HbAlc 0.060  0.015 0.251 3.890 <0.001
HCY 0.023  0.007 0.220 3.247  0.001

*5 MDA HEIEZESH
A i FIH R AdER FrEfbmla R4 (fH  PME

Wi 2.201 0.240 - 9.159 <0.001
DM J5f2  0.038  0.006 0.427 6.253 <0.001
HbAlc 0.046  0.021 0.155 2.236 0.027
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