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MR, HE HRELGESG / VB AE(ACR) ¥ 115 41 2 B4 kA B4 5 4 EF 8% G &2 (NA 41,38
#) HE 8 &G KA (MA 48,39 ¥ ) B s R &8 & & 40 (CP 48,38 4] ), it B A4 B kA AFEAE A 2t PR 20
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5% (FINS) . #24k 2 21 % & (HbALC) . £ fi§ . £ JUET (Scr) . /&% £.(BUN).C A & % & (CRP), it L4k i 35 %
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Changes of the serum levels of nesfatin-1 in
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Abstract: [ Objective] To investigate the change of serum nesfatin-1 in type 2 diabetic patients with
nephropathy. [Methods] A total of 115 patients with type 2 diabetes mellitus were divided into three groups
according to the urinary albumin / creatinine ratio (ACR): normal albuminuria group (NA group) 38 cases, mi-
cro-albuminuria group (MA group) 39 cases, and macro-albuminuria group (CP group) 38 cases; with 40 cas—
es healthy subjects included as controls. Serum levels of nesfatin-1 were assayed by enzyme linked im-
munosorbent assay (ELISA), fasting plasma glucose (FPG), fasting plasma insulin (FINS), HbAlc, lipid, serum
creatinine (Scr), blood urea nitrogen (BUN) and c-reactive protein (CRP) levels together with ACR were also
determined. [Results] Serum nesfatin-1 levels in the diabetic patients were significantly lower than those in
controls (P< 0.05), especially lowest in the CP group. Levels of nesfatin-1 were negatively correlated with sys—
tolic pressure, HOMA-IR, Scr, ACR and CRP. Multiple linear regression analysis showed that HOMA-IR, Scr,
ACR were independent related factors to the serum nesfatin-1. Control the effect of HOMA - IR, partial cor—
relation analysis showed that serum nesfatin-1 and other parameters are no significant correlation (P> 0.05).
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[ Conclusions] Serum nesfatin-1 levels in the diabetic patients were significantly lower than those in controls
(P<0.05), especially lowest in the CP group. It could be associated with increased insulin resistance.
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1 AR5 AFE
1.1 —AH

BEHL 2014 4F 5 H -2014 4F 12 H 7EA B 9 43
WARMEBE Y 2 BUBE R B, AT S 1999 4F WHO
ZWibRIE, 441 115 4], 5 58 i, < 57 {4l ; F-II4FE#%
(52.64 +7.18)% Jif 1 ~ 10 4F . AR4EFR A /L
JiF FL{ELCACR K 115 1] 2 FOE bR H 340k E o 26
R 2H (NA 241 )38 151 , ACR<30 . g/mg, %5 18 fi], &
20 5, F-YJ4E % (51.38 £ 7.56) & ; M (& R4
(MA #H )39 il ,30 i g/mg <ACR<300 . g/mg, % 20
1), 2 19 4], F-24E % (52.15 + 6.77) 2 ; Ifi PR A& IR
ZH (CP #H )38 {4l ,ACR =300 . g/mg, % 20 i, % 18
], F-HIAEHS (53.06 + 8.97) %, e AR e fa A4S 1F
W AR ELL(NC 4H)40 1, 55 21 %, & 19 1], F
P4 (52.61 £5.16) % o A AZEH BIHERR-C JH
Jiti I, e XU SR e i Al B o LA S HCA,
N M , FLIE I TC 2 A8 R B s %o B2 TO B PR
g M e MRS5S o 4% 2H Z IR 4R I% MRS &% BMI 22
S TGIEEE L (P>0.05),

1.2 FHik

X DM FIIE # X R4 3 2R i s 1, 4%
12 h, SEFTARAS . I ECE: KO I A 2SI A
(FPG). IMALEF (Scr). FRFEZA (BUN). L fIH & EE
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(TC). Hih=Hs (TG). & % J& 5 & [ NH [H i
(HDL-C) %% B g 8 I E B (LDL-C) B Ak 21
A (HbAle)., ZSEME E (FINS).C &I & 1
(CRP) .nesfatin-1 7K~ , T 54K BT 48 £ (BMI) | Jg &
FEIIHEH(HOMA-IR) , T84 4300k BMI= {&
# (kg)/[F B (m)]?;HOMA-IR=FINS (mIU/L) x FPG
(mmol/L)/22.5,
1.3 #MEER
1.3.1 nesfatin—1 4 7 3% 3% 7 Tl EG A0 28 W of) ok
(ELISA) Kl , =% FH 2& [E Phoenix Pharmaceutical 2>
AR &, AR R 4 i K AR (€ = BIO-TEK X
PRONTE]) . KM nesfatin-1 FHE PN 7% S A %5 (coefficient
of variation,CV )} 3.4%, fitfE] CV K 6.7%.
132 Bl 2o xR P %0 A A B L T
FPG, i 8BR300 2 HbALc, 4 [ 3 A Ak asml
A %€ Scr .BUN.TG.TC.HDL-C .LDL-C, i1t f 5%
W RAI S FINS, AR H A L 2 CRP,
1.4 FitFEFHE

K SPSS 17.0 et kA T4t 43 Ar , TH it o
RELAIE = ARifE2E (x = ) Fon , 41 B L
BRI T 225000 s THECRORM AT x 2 K3 s #H G A B il
H Pearson AT A DG AT A2 o082 [l )H 43
Br, P<0.05 hEFAGIHE L.

2 #£R

2.1 HAIBIRILR

F B 1T U, 3 AU R E A 5 NC 4 BB AR
## .BMI HDL-C .LDL-C Z[a| 22 R4 245 (P>
0.05); 5 NA 41 H %, CP 4 i FR i K (P <0.05);
MA ZH 71 CP ZH iy i I (&7 5K He st NC 41 \NA 2 1]
IR (P<0.05);3 48R 4 19 FPG \HbALc,
FINS .HOMA-IR # NC 413481 i 7+ &5 (P <0.05),CP
ZH 1% HbALc.FINS .HOMA-IR # NA H A F & (P
<0.05);MA #1 .CP #H %) TG.TC %% NC 4 .NA 4 7}
15 (P <0.05);MA £ .CP #H1# Scr # NC .NA 4 7}
(P<0.05),CP 4 Scr % MA ZH7+# (P <0.05); 1
BUN L) CP ATt i, AR 2 F RG22
X (P>0.05);3 41KE %% B # ACR Bt , T M
R ZERA G2 R X (P<0.05), MA 4] .CP 41

+362-



&M

RS, 55 2 TROBEDR 05 F A LT nesfatin- 1 19728 £k & Il PR SC

CRP % NC NA A ]I 775 (P <0.05),CP 411 CRP
B MA W THE (P<0.05);NA 2 \MA £ .CP 411
nesfatin-1 7K~F-4¢ NC 2H B g [k ( P<0.05),CP 4111y
nesfatin-1 1l , 5 NA 41 MA 4 5% 3 A G it2F
B X (P<0.05), 1M NA 201 MA 41 b 22 55 e gt
2 X (P>0.05),
2.2 HEXMESH

Pearson FHCHT 7, ILYE nesfatin-1 5k 4s
J& \HOMA-IR .Scr . ACR.CRP & /i #H X (r =-0.243,
-0.486.-0.374 .-0.228 F1 -0.219, P<0.05), S54Ei#% .

HDL-C.LDL-C .BUN 347G i AH X

DA nesfatin-1 Sk [ A% i, AF 9% 5 B2 L BMI UL 4R
J% . 473K .FPG .HbAlc .FINS .HOMA-IR.TG.TC.
HDL-C.LDL-C.Scr .BUN ACR .CRP & H A i it 7
Z ek v 3434, B8 HOMA-IR . Scr ACR 5 Ifil
1% nesfatin-1 37 A6 (r,=0.352.,0.264 #i1 0.225)

JHERR IR X nesfatin-1 KRy 52 00, 285 HE 4T
TRAESEAHT, ZIRITE nesfatin-1 54F# JRFE .BMI .
Wi s &7 5K & \FPG \HbAlc .FINS . TG.TC.HDL-C.
LDL-C.Scr .BUN .ACR I CRP 4JCH AR Xt (P>

s 2 BMI, &F 5K & FPG.HbALc.FINS.TG.TC.  0.05).

Mk 2BBERFSEHSRAFMIER
21571 B 12 ERE 1 % L [ 4R BMI/(kg/m?)  Ui4i K /(mmHg)  &FikHE /(mmHg)  FPG/(mmol/L)
NC 21 (n=40) 21/19 52.61+5.16 - 22.15+5.64 1257 68+ 8 447 £0.81
NA 4 (n=38) 18/20 51.38 + 7.56 456+1.73 22.76 +4.33 120+ 10 65+ 10 9.68 + 3.52Y
MA ZH(n=39) 20/19 52.15+6.77 5.27 +1.68 23.15+6.54 146 + 15Y? 78 +9Y? 10.19 + 4.34Y
CP 2H(n=38) 20/18 53.06 £ 8.97 6.01 +1.92? 22.91+5.17 152 + 13v? 82 +11v? 10.21 + 5.47Y
2151 HbA1c/% FINS/(mIU/L) HOMA-IR TG/(mmol/L) TC/(mmol/L) HDL-C/(mmol/L)
NC £ (n=40) 458 +1.42 7.21+2.36 1.58 +0.57 141+0.24 4,73 +£0.94 1.15+0.38
NA 2 (n=38) 8.45 +2.16Y 11.36 + 4.58" 6.49 +1.18Y 154 +0.42 458 +1.12 1.17+0.43
MA 4 (n=39) 8.60 + 2.57" 13.54 +5.43Y 6.67 + 1.36Y 2.75 +0.89%? 5.49 + 1.06Y? 1.06 +0.26
CP 4 (n=38) 9.59 + 3.13v? 16.15 + 5.24? 7.74 +1.92v? 2.67 +1.16Y? 5.44 +1.26Y? 1.02 +0.47
2031 LDL-C/(mmol/L) Ser/( . mol/L) BUN/(mmol/L) ACR/( pg/mg) CRP/(mg/L) Nesfatin-1/(ng/ml)
NC 41 (n=40) 2.58+0.44 69.2 + 15.3 418 +1.27 20.4+4.3 2.84+1.03 1.1+0.34
NA 4 (n=38) 2.95 + 0.56 76.3+ 185 449 +1.78 22.6+5.1 296 +1.16 0.86 + 0.42Y
MA ZH(n=39) 2.60 +£0.51 99.5 + 24.4Y? 5.07 + 1.96 156.4 + 31.8Y? 7.14 +2.28Y? 0.85 + 0.36Y
CP 4 (n=38) 2.79+0.43 146.1 + 48.2Y7% 12.74 + 6.32Y?% 457.9 + 435929 12.39 + 3.05Y2% 0.64 + 0.41v2¥

H:1)5 NC 41 kb%:,1)P<0.05;2) 5 NA 41 kb %:, P<0.05;3)5 MA 4 b4, P<0.05

3 Wit

Nesfatin-1 J&Brr 76~ s S i+ v & B0 —
FhRh 2 ZZ 1K, )32 43 A TANE L0 RX R ] e e 22
ARG, TS SHURRE R AR IR, I 0T e S
WS RILPUA BVIOC R HEAR A B FH AL
wRNBAEG W, ARWFSE s MR 3 4L E 1Y nes-
fatin-1 7K -5 1E 5 % B FRAIR , X 5 K250 5T
BAZE AL . AR A DB B I B R AR
# nesfatin-1 /KF-Ft 5, X 7] e S5 0F 58 X 4L e 45
FEARRM RPN FRZA X,

AMFFE K I, 3 LK IR K f8 2 1 FPG \HbALc,
FINS .HOMA-IR # NC 41 ¥ B & F+ & ,CP 41 /Y
HbAlc .FINS . HOMA-IR # NA ZH A T . 4R

2 TRUHE PRI B S A AE B B e S R, A 3¢
FR AR, B B B s W B AEAE IR ARZS , B DN
AT IR ST R, 1 ELG & AR AR RN, AHFSE
Pearson A5G/ HT 7R, LT nesfatin-1 5 i 4 & |
HOMA-IR .Scr . ACR .CRP & i 56 ; Z o4kt [m1 17
A AT R, HOMA-IR .Scr ,ACR 5 IMiLif nesfatin-1 it
SEAHOG s HERR IR Xt nesfatin-1 7K - (15 Wil , i AH
KT R PRIMYE nesfatin-1 5 H & 48453 JC B B AH
Ko MR LR DN B nesfatin-1 /K- T RS
HOMA-IR Him#YIAC . Tk, EAKEE
BEMN R, TEMEIRSE T nesfatin-1 5 IR SCR %Y, H
TERE PRI B Th nesfatin-1 (AH G SCik /b UL, AT fE
T PRI B 95 2 nesfatin-1 9 PRI Z 45 £, i BMI &
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R EA AN, X 7 SR F T e
BT 2 BUBE R e FE BB T LY nesfatin-1 7K
W AH IR AT nesfatin-1 5 IR B EH

M2 ARESE R 3 4 T2DM 23 nesfatin-1
TR, Hir DN AR 3511 R 8 1 R 41 nesfatin-1 7K
A5 A%, 1 EL DN 83 1ML7E nesfatin-1 /KF5 IR %
PIAE . 244K, X2 DN B I nesfatin-1 /K-
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