$255 H10H ok E % Vol.25,No.10

2019 £ 10 B HEBEL MEDICINE Oct. 2019
BARRHAAG P R[] EHES,2017,28(9): PR iE AT R kA g E AR A R By %eal )]
1513~1515. & 42 40 442 ,2017,32(6) : 1134~ 1137.

[9] 4PseM, Faib, AR THRY KRRKEREHT X H

[ XZE4HS] 1006-6233(2019) 10-1608—04
2BERFAEH NN ERETEEFMEERET KT
T RIGERE X
EIxAE, LELEHEX, N W, F X, MKERtH, ¥ 1F
(LHHEETHOCER AR, % BEx 210018)

(8 TE) B 54 2 B 4L 5B(T2DM) &5 i fn %05 % & 5 ik 5 &G (OPN) K F 64 T L&
AR E S, FHiE AP T2DM & F 265 6], V8 2 T oI 55 9% T o S 45 T2DM 2L ( A 41) 152 4] F=
fﬁi;ﬁl”éﬁa SZA(B 28) 113 ) Bk R Bk e pE B & R A 2T B4R (N 20) 80 ), sb & = 2B 4] OPN %
St FlBF AR T2DM &% AE & gs B a4 (NDN 20) 48 &% K954 ( DN 41) o7&k OPN /K- £ 5F, rtbdx
T2DM & # T e Fk AL M % % 48 (NDR 22) (DR AE3% 74 #4146 (NPDR 41) DR ¥4 75 #1480 ( PDR 41) 49
A OPN AK-F 25, R .BAOPN KFHRZHT AL N, £2FHA L%+ FEL(P<0.05), DN 2
OPN 7K-F % T NDN 48, NPDR #2 OPN 7K-F % F NDR 21, PDR %1 OPN K% & T NPDR 48, £ F 39 A %
3 &E L (P<0.05), =5 Logstic © )2 547 %7~ ,OPN & T2DM & F & B 9m L a9 Ik 5 e B %,
ROC ﬁh%’%ﬂ’-ﬂl‘ﬁr}%‘ OPN 7K -F xf 2 B & SR I & I S ofn & I 28 649 34 W 48, A P Foml 2 5k ( AUC 3 0.
787) , £5it: i OPN K-F 15 T2DM & 2 fi e B 9% T o9 KL AR = FAZE AR L,

[RE@BIA) FHEFG; 2A0BEER;, #HMoFTmRET;, BEBER; BEBAMERET

[ xEf#RIREE)] A [ doi] 10.3969/j.issn.1006—6233.2019.10.006

Changes and Clinical Significance of Serum Osteopontin Levels in

Type 2 Diabetic Patients with Microangiopathy
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[ Absrtract] Objective: To analyze the change of osteopontin ( OPN) in type 2 diabetic (T2DM) pa-
tients with microangiopathy. Methods: 265 patients with type 2 diabetes mellitus (T2DM) were divided into
simple type 2 diabetes mellitus ( group A) 152 cases and microangiopathy group (group B) 113 cases. Eighty
healthy volunteers who came to our hospital for physical examination were selected as control group ( group N).
The differences of OPN among the three groups were compared. The difference of serum OPN level between
non—diabetic nephropathy group ( NDN group) and diabetic nephropathy group ( DN group) was compared.
The difference of serum OPN level between non—diabetic retinopathy group ( NDR group) , non-proliferative
phase group ( NPDR group) and proliferative phase group (PDR group) was compared. Results: The level of
OPN in group B was significantly higher than that in group A and group N (P < 0.05). The level of OPN in
DN group was higher than that in NDN group, NPDR group was higher than that in NDR group, and PDR
group was higher than that in NPDR group, with statistical significance (P < 0.05). Bivariate Logstic regres-
sion analysis showed that OPN was an independent risk factor for microangiopathy in patients with T2DM. ROC
curve was used to evaluate the diagnostic value of serum OPN level in type 2 diabetes mellitus with microangi-
opathy, which was moderately predictive ( AUC 0.787). Conclusion: Serum OPN level is correlated with the
occurrence and severity of microangiopathy in patients with T2DM.
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% . B A& A (osteopontin, OPN) |~ 2 A7 72 & 8 . &
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Bt A 2 Bk BHg 2 By T2DM 2 265 6, R 4E & & A 3
W 8 36 &, 4 B4 T2DM 4 (A 4) 152 ) Fo 4%
MR 4 (B 4) 113 i, T2DM & # 35 H T 8 R
A B, 2 TR B R 41 (NDN 41) 187 ) Fa 8% JR
% 15 41 (DN #1)78 1], T2DM & # R 4E A T4 K5
AL R R = B AR, 200 AR RO A R &
(NDR 41) 196 7] , ¥ /& 9 A0 ¥ fi 7 4% 4F 3% 78 #7 (NPDR
)47 B, ¥ Jx o AL R R R B8 7 41 (PDR 41)22 ],
XEEE AL (N 41) ok 3 B R By 6 B R R 2 80 ],
Bl fEh 5 T2DM & T 4 T B, A RO M A i R R
f54 DN A1 (3 ) DR ¥ Witz /E#, DN #y 15 Wy i3 &
M F A% & & & &/ LB {8 (the urinary ratio of albumin
to creatinine, ACR) , ¥ R#IE(FE 2 AR E I iEIEE
(2017 4 J7) ), % ACR=30mg/g & X A ¥R s B .
DR W Wi AR 4B B IR KA & 45 R, 3% (B R AL
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B3 & o A LI E F A A R AT e B
(FPG) (17 & % A (BUN) | i 7 ALEF (Ser) B2 3k
EHE(B2-Mb) K EEE(TC) H ¥ =8 (TG) . & %
ElEAHEE®E(HDL-C) KEERE L BEEE
(LDL-C) % ; % | Afinion AS100 %47 Ul # ACR #n
ALt 47 & A (hemoglobin alc, HbAlce) ; # 45 Ser, 47
B AR EE T EEHNE N RKIELE(GFR), &
I & R E £ & F TRC-NW200 5 i B & A8 AL
for 2 A0 P

1.3 St 45 . % A SPSS22.0 B M # 47 4 it ¥ 4
W, EAA T BRI UH B AR Z (x28) X7, T
AELRFA R, FHARNLRXAELHEZ T 24
A 3E#EAT 22 18] %9 7t % (SNK 3% ) ;OPN 5 T2DM & #
Tk 48 7 7R B9 A8 K M 2 AT K Bl Pearson A8 X AT X =
TG Logistic Bl V3 24T ; & fl % i # T 1E#4E (ROC)
% R4 OPN 5 B fo f 8 % 7% 09 I R 18

2 & R

21 ZA— AR ERFERAFHLEK. 5 N4
# ,A # FPG HbAlc BUN B2-Mb ACR.TC TG .LDL
-C.OPN & T N 4 ,GFR 1T N 4 (P<0.05), 5 A
41t %% B 415 % FPG HbAlc Ser.p2-Mb ACR . TC .
TG .LDL-C .OPN & T A 40 ,GFR 1T A 41(P<0.05),
& 1,

F1 BE-MEBRTEEIEAREE (x2s)

Tt H A4 B 4 N 41
Bl ( B/ &) 152(85/67) 113(63/50) 80(43/37)
E#H(E) 56.5+8.3 59.1+9.4 56.7+5.5
AR (45 5.5+3.2 9.8+5.1% 0
BMI(kg/m?) 24.9+4.2 25.1+3.6 24.7+4.8
FPG ( mmoL/L) 7.09+2.62" 8.52+2.04"* 5.46+0.78
HbAlc(%) 7.98+1.90" 9.02+2.16™* 5.61+0.44
BUN( mmoL/L) 8.54%3.15" 8.99+2.67 = 7.52+2.01
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Ser( wmol/L) 70.2+19.1 78.4+25.3"* 67.9+18.3
GFR(mL/min) 102.4+23.1° 79.7+19.6"" 115.9+28.7
B2-Mb(mg/L) 2.43+0.84" 4.65+0.48"* 1.96=0.21
ACR(mg/g) 13.22+5.35" 66.67+9.35"* 9.67+3.32
TC( mmolL/L) 4.97+1.14" 5.32+1.52"" 4.61+1.43
TG (mmol./1.) 2.23+1.08" 2.72+1.40"* 2.05+0.82
HDL-C( mmolL/L) 1.05+0.22 1.02+0.19 1.09+0.28
LDL-C( mmoL/L) 2.8120.96 2.89+0.92"" 2.36+0.71
OPN(ng/mL) 45.21+12.04" 61.76+18.59 "* 38.20+10.23
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2.5 i OPN /K-F 4 Wi fif fn % 7% & 8y ROC #h % . %F
1 3E OPN K F#A4T ROC th & A F T E & TR
(AUC), & R B 7, i iE OPN A Fty AUC # 0.787
(95%CI 0.733~0.841) , # Wi {EH 56.65ng/mL #, %
7 A4t A O A B R M A 83.19% B R E K 63.16%,
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RWAERBEEREREG  EmM AL R A T
L REZERD, Kk, 4 OPN 5 T2DM #
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# i OPN A-F U B & T A i % 9% & 4 ,OPN 7
B 57 1 BN R OR Ao % & oy B R
MeAndE R AT, AR B R, T2DM B DN 4 fi
7% OPN A F ¥ £ & T NDN 4, 1% OPN K -F 5
BUN Ser.2-Mb ACR £ E# %X, 5 GFR £ fi 48 %,
#T OPN 5HRRERWAR B, EEHES
TR B R AL A — SR,

ERRAARNER TR TR T A LE XN
FARGEmE, BT 2 RS, BB HE%
T RAE AR R, S R AERLE R, AT R
B MR, AHE KL I, T2DM A 2 LW E s

TR EERFELE,OPN KT W EHE,X 5 Zhang X
SEHFEER Y T OPN T 5 5 0K EH
1 3% o KR By 3 AR o OPN AT 7 Rk 4 R O AL
MR E B,

KHE G R, L OPN A F & T2DM &%
KE o R R B S R B &, T B T 4R R T2DM
B FHMhENRENFE, XTHE T, BRA
R MHERTNEERESER L ERT, LN
A P 18 M SROE RORL, BV A ML R R R
K OPN, XAl MHRERNEE, K% XA
ROC # % 247 3 i 7 OPN A ¢ 2 &8 7 & 3F
MR T NS NE, KI & T @R (AUC)O.
787, % FE T M fE . i iE OPN K -F 4 56.65ng/ml
B, 5 BT 2 AUME RO A S E R R BB R
MR E, Hib, 3 iE OPN A F>56.65ng/mL
T2DM B , FH P TME RHEE G K G
EhE WA LB ERE,

4% F Bk, T2DM 34 fn 48 7% 7% B 3 OPN 7k
F U B3 % ,OPN 5 T2DM #n % % & %40 %, B 1K
WL Bt — R,

xR 2 Ini%E OPN kPHIHEEEZSH

T H FPG HbAlc BUN Ser GFR B2-Mb ACR
r 0.346 0.283 0.173 0.337 -0.194 0.498 0.627
p 0.008 0.012 0.005 0.011 0.014 0.012 0.002
%3 Ini%E OPN /KF5 T2DM R E w3 & & X R H Logistic [E A5 #7
B SE Waldx? OR 95%Cl P
2.947 0.724 9.812 1.125 1.014~2.215 0.003
[ &% k) 1245~1252.
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