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A/ UEF . eGFR OCIE, 2530 BEIRIG B E W VCAM-1  MIF /K-8 5 =5 T g R s IR 4, PR 1 2 1/ DU 5, VCAM-1
MIF #75 (P <0.05) ; VCAM-1 Fil MIF /K°F-5 eGFR #J8 W B i K LR (2 =0.240 5, ¥ =0.516 2, P <0.05) ; VCAM-1
FI MIF 7K 5 R 98 A/ WU A 3 2 IEAE G R Z (7 =0.069 5, # =0.059 5, P <0.05) ; VCAM-1 il MIF 7k F-5 eGFR 4%
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Correlation of serum levels of VCAM-1 and MIF with early diabetic nephropathy .

report of 126 cases
Feng Xiaoming, Tian Xiao (Department of Nephrology, Affiliated Hospital of Hebei United University, Tangshan, Hebei Province,
063000, China)

[ Abstract | Objective  To determine the clinical significance of vascular cell adhesion molecule-1
(VCAM-1) and macrophage migration inhibitory factor ( MIF) in diabetic patients and determine their role in
the diagnosis of diabetic nephropathy. Methods A total of 126 patients of type 2 diabetes in our department
from January 2010 to January 2012 were recruited in this study, and 20 healthy subjects were subjected as
normal control. Their serum levels of VCAM-1, MIF and creatinine, urine creatinine and estimated glomerular
filtration rate (eGFR) in diabetic patients were measured and calculated. VCAM-1 and MIF levels from
different groups were compared and the correlation of MIF and VCAM-1 with urinary albumin/creatinine and
eGFR was analyzed by Pearson correlation analysis. Results  Serum levels of VCAM-1 and MIF were
significantly higher in diabetic patients than the healthy control (P < 0.05), and the higher the urinary
albumin/creatinine, the higher VCAM-1 and MIF levels were (P <0.05). Serum levels of VCAM-1 and MIF
showed a significant negative correlation with eGFR (7> =0.240 5, /* =0.516 2, P <0.05), a positive
correlation with urinary albumin/creatinine (r* =0.069 5, r* =0.059 5, P <0.05) ; The changes of VCAM-1
and MIF levels compared with the levels in 1 year later showed a negative correlation with changes in eGFR
(r’=0.048 2, r» =0.071 7,P <0.05). Conclusion Serum levels of VCAM-1 and MIF are elevated in the
patients with diabetes or diabetic nephropathy, and the levels provide a certain reference value for the diagnosis
of diabetes and kidney disease.
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mmol ) |3tk 4 8 [ K T2DM 21 (B £0)47 451 (bR 1 2 (1 WLEHE
> 2.5 mg/mmol . <25 mg/mmol) . K& 45 [ /& T2DM 41 (C
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4 GBI G B A ISR BT K TR S TC G T2 2%
F(P>0.05) ;3 UM PRG B M B 5 K& 4 4 eGFR 1ML 5 L
WA Ge it 22 5 (P <0.05) , = F B 780 L0 IR B R E
FRIAEmIE.
2.2 S AILE

VCAM-1 Fl1 MIF BH 1 2 o35 35 52 52 037 40 it o S 40 e,
DR e 3, T8 AR A IR R WA (0 50k 58, 1
ORI R BB 1 B LR 4] L VCAM-1 Fil MIF 3%
T PR AR (L JIURY. [] B, DR 1 2 10 DR AL A A 1) A A (0
Bz T E O RA, SRR 1), 30 E R & RA
B VCAM-1 il MIF &3k R, KA A 2R R4 5 19 B Ak
2041 VCAM-1 I MIF 253K FH P B (0 Tl B R 4L
2.3 4 21 VCAM-1 A= MIF /K-F pb3x

4 20 VCAM-1 F1 MIF 7KV LB UL IR 2, 2807 22500 ,4 41

VCAM-1 Al MIF K- B Giit2E2% 5% (P <0.05) ; 28 LSD Wi
LA, BE PR ER 1 VCAM-1 1 MIF 7K F-44 B 58 25 T (e B xof Bt
(P <0.05) , =3 B W RIS B3 DR F1 R 1/ PRIV T 85 1
FFE(P<0.05)

2.4 VCAM-1 #= MIF &K-F 5 eGFR % %

K FH Pearson A5G4 #T VCAM-1 1 MIF 7K 5 eGFR (1
K, LER R VCAM-1 il MIF /K15 eGFR 2492 W & 1 5 40
5, B eGFR FifiZ5 VCAM-1 1 MIF 7K - FF &5 i B A% (P < 0. 05,
E3).

2.5 VCAM-1 o MIF K-F 5 &% a/MUET1E Z A8

A ZLH B AL RAR RIS B AR IE 225, AT I R R
BRI R0 A B F AT T O 1 AR R, A AR
4.0, el T Bt U 34 Bl B 4L U S B, B B U 42 i,
VCAM-1 il MIF 7K~ 5 JR (4 2 A/ LEF(E A9 Pearson S B 43
Hr UL 4, VCAM-1 Fl MIF 7K P75, PR (A 8 (/LI E T e e
JERRA, VCAM-1 1 MIF 7K -5 R 28 1/ JIUBFE 2 1F A0 56 ¢
Z(P<0.05),

F1 4 BARATINROERBRLE

25 gk B/ &) AR () BERE L (4E) WHRE(mmHg) & 7KE (mmHg) eGFR [ mL/(min - 1.73m?) ]* ffi {i§ JULEF (umol/L) @
RN B 20 8/12 55.3+8.2 - 124.26 +3.45  81.02+1.89 79.98 +3.59 73.12 £5.46

A4 38 19/19 54.2+7.5 2.59+1.42 125.41+2.89  81.58 £2.00 72.49 +2.55 83.25£6.59

B 4l 47 21/26 54.2+7.5 3.55+2.46 125.77 +3.15  81.95+2.05 71.04 +4.78 92.59 +7.44

CH 41 23/18 53.3+7.0 4.13 £3.59 126.47 +4.85  82.74 +2.15 61.19 +10.27 115.33 +8.67

F/y2{l 1.833 1.441 6.966 1.528 1.666 14.588 20.236

P 0. 608 0.378 0.020 0.362 0.341 <0.01 <0.01
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