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PREE A 5E 1 = 300 mg)51 il 5 (8 Y B AR IR S B Al S AR, SR mindin 75 B 1B (fasting
plasma glucose, FPG) 2 J& 2 h IfiL#% (2 h postprandial glucose,2 hPG) 4 1k Il 2T & 1 (hemoglobin Alc,
HbAlc) . IfiL /K % % (blood urea nitrogen, BUN) | Il LEF (creatinine, Cr)55 3555 2% F5 45, 1F 5B /N BR 8 o %
(glomerular filtration rate, eGFR) , 3 X LRk f8 bR A7 G 1240 . SR JERE TR 0, B s 7™
12 B 2 5 P A S A T 0, L 22 55 e iH 2% 38 S (P< 0.05) Ah , HoAR F b 2 1) LU 85 22 S B TEGe i 25 3
X (P#5>0.05), BUN. Il Cr.eGFR F1JK mindin 7K V41 8] [b 4% 22 534900 G it 2% & L (P < 0.05), H B
eGFR Fifi 4 ' 5 03 A8 5 1) Jin 0 17 B AR =2 A0, HeAR 48 45 48 1 35 THi5 o PR mindin /K752 \BUN Il Cr.24
h PR FUE i 3 52 IE AR 5E O R (r= 0.462.,0.435 ,0.336,0.631, P 1< 0.05) , 15 eGFR 2 HAHI LK R (r= -
0.436,P< 0.05), Logistic [11J943#7 & 7~ JR mindin 9% 2 \FPG .2 hPG \HbAlc .BUN . Ifil. Cr #1 eGFR #°7 2
Tk PR B ) REAR 0 B4 FE B TR 3%, FE P PR mindin B9 fE 1 & £0 5 (OR=2.061,95%C1 H 1.363~3.116) .
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[Abstract] Objective To discuss the relationship between urinary mindin level and renal function in-
jury degree in patients with diabetic nephropathy. Methods 200 cases of type 2 diabetes patients were select-
ed as subjects of study from August 2012 to August 2014. All patients were divided into 3 groups according to
the 24 h urinary albumin quantitation level: 87 cases in normal albuminuria group (24 h urinary albumin
quantitation level< 30 mg), 62 cases in microalbuminuria group (30 mg=< 24 h urinary albumin quantitation
level< 300 mg) , and 51 cases in macroalbuminuria group (24 h urinary albumin quantitation level = 300 mg).
Basic data like height, weight, blood pressure and laboratorial indicators like urinary mindin, fasting plasma
glucose (FPG), 2 h postprandial glucose (2 hPG), hemoglobin Ale (HbAlc), blood urea nitrogen (BUN),
serum creatinine (Cr) were detected. Glomerular filtration rate (eGFR) was calculated. All data were analyzed
statistically. Results In basic data, all index had no statistical significance except course of disease (P< 0.05).
The levels of BUN, blood Cr, eGFR and urinary mindin were all had statistical significance in three groups (Pall<
0.05). The levels of BUN, blood Cr and urinary mindin were increased as the degree of renal injury exacerbation
except eGFR. There were positive correlation among urinary mindin, cause of disease, BUN, blood Cr and 24 h
urinary albumin quantitation levels (r=0.462, 0.435, 0.336, 0.631, Pall< 0.05). There was negative correlation
between urinary mindin and eGFR (r=-0.436,P< 0.05). Logistic regression analysis showed that the urinary
mindin, cause of disease, FPG, 2 hPG, HbAlc, BUN, blood Cr and eGFR were all risk factor of renal function
damage in patients with type 2 diabetes mellitus , and the highest risk coefficient was urinary mindin (OR=2.061,
95% CI was 1.363~3.116). Conclusion  Urinary mindin level can reflect the renal function injury degree in
DN patients, which has better clinical application value.
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P 90 ], P B 4E KRS (57.329.2) %, ¥ 24 h IREEFIE
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BMI (kg/m?)= {7 (kg)/ 55 (m)?
1.2 5G] 24 h BREEEE & | ALEF (creati-
nine, Cr) . Ifil /R & A (blood urea nitrogen, BUN) | %5
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1.4 ZEitsaab B SR SPSS 19.0 ZeitAk 4oy Hr 5
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LA 8k, RITR TS dE4r 4 m) lede, IR
mindin 7K -5 5 Dy BE 45 T FR A AH G 1 o B R
Spearman AHIVEST AT . B T REA T 1 A I K2 43 Hr
K Logistic FIEZ T, A P<0.05 82254 41T
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.~ - AF 1 J B Lo BMI 4 [N TREES hi
(%) [n(%)] (cm) (kg) (kg/m?) (mmHg) (mmHg) (¥ /min) (4F)
3% R4 87 56.249.5  48(55.2) 166.7£7.3 72.2+11.1  26.0+3.1  123.5:11.1 78969  74.4+7.9 6.2+3.8
i 2R R A 62 575489  34(54.8) 166.1x7.8 72.6x114 26333  124.2+10.6 792466 75284 7.3%3.9
KB ARA 51 58.8+9.1  28(54.9) 166.9+7.5 72.9+115  262+33  122.9+112 80.1%6.7  745+8.1  10.7x4.2
it - 1.308 0.002 0.184 0.065 0.168 0.199 0.517 0.192 21.453
P f - 0.273 0.999 0.184 0.937 0.845 0.820 0.597 0.826 0.000
x2 TRERARSN
FPG 2 hPG HbAlc BUN I Cr eGFR J% mindin
415 1918 (mmol/L)  (mmol/L) (%) (mmol/L) (pmol/L)  [ml/(min-1.73n?)] [ng/(mL- pmoL.- L) ]
R R 87 8.122.1 12.1+43 8.3x1.2 5.1x1.2 70.1£14.3 102.2421.5 163(116,243)
R R R A 62 8.442.7 12.9+4.9 8.6x1.1 57+1.3 78.5+14.8 85.8+22.3 329(178,436)
K& URA 51 8.242.5 122447 8.3+1.4 9.322.1 203.6+21.6 41.1+237 431(225,915)
it - 0.284 0.598 1.283 133.398 1170.039 122.071 -3.827
P i - 0.753 0.551 0.280 0.000 0.000 0.000 0.000
R 32 BRI B DI RR B fE I & Logistic M1H 43 Hr
it H B4 SE Wald f§ PH OR {4 95%Cl1
g 0.583 0217 7218 0.005 1.791 1.171~2.741
FPG 0.089 0.287 0.096 0.753 1.093 0.623~1.918
2 hPG 0.105 0.523 0.040 0.824 1111 0.398~3.096
HbAlc 0.113 0.305 0.137 0.246 1.120 0.616~2.036
BUN 0.462 0.231 4.001 0.329 1.587 1.009~2.496
ifi. Cr 0.481 0215 5.005 0.026 1.618 1.061~2.466
eGFR -0.646 0.324 3.975 0.042 0.524 0.278~0.989
J& mindin 0.723 0.211 11.741 0.001 2.061 1.363~3.116
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ARG 2.2 ok, =4 B E K BUN L
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3 X (P H#<0.05), HEE eGFR Bifi 45 B W 454 473 A )3
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41 8] FPG .2 hPG Fl HbAlc /K22 5 ¥ TG it 7
(P H#>0.05), ARG HTRY], K mindin /K F-5
JEEE BUN, il Cr M1 24 h JR 2 8 2 5t 1E A OGO
#, 5 eGFR EMAHKICHK, HAEKIE MBI 52 i
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