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(1. BBV AFERE, M B0 464000 ;2. BV HEAFREHEE R,
W 58 464000)

HE . BY RANZEHLESES 4 (RBP4) FORAEET «B (NF-«k B) EdEHRpEkm B H 5HE
#’éﬁii.&itllkfé’t%x FiE HEL2014 12 A —2016 SF 12 A A% AL = 6y 104 4] Fda, ARG s et

Mo 25 R o A AR A% (GDM ) 4 46 ) Al dk SE 5 8 a8 (NGT) 2858 4], @it ELISA e #28 sdo i F
RBP4, NF-k B, ML 4% (FBG) A& M bk &2 (Fins ) FI64769 AL, S04 L 5% 8 E 34t (HOMA-
IR) AR, GRSk RIBMA F F RBP4, NF-k B, FBG A HOMA-IR ¥ 3473 & T4E4k £ 5 45 o
4 (P <0.05), f2# ¥ NF-« B ##&HE5 HOMA-IR 2EAM% (r=0.755, P =0.003); fi# ¥ RBP4 #97K
5 HOMA-IR ~48% (r=0.268, P=0.376) ; RBP4 5 NF-« B #J/K-F ZiEAME (r=0.752, P=0.003), &5
& RBP4 K-F Ao NF—k B B AR Fome) K A . KR TREZER, TiALETRBGEG IS,

FE§21F : RBP4 ; NF—k B ; ¥R R B8 Z 30

FESZES : R714.2 XHFRIRES ¢ A

Changes of serum RBP4 and NF-kB in patients with gestational
diabetes mellitus and its clinical significance

Guan-wen Tan', Jiang-rui Zhao', Kang Sun’
(1. School of Medicine, Xinyang Vocational Technical College, Xinyang, Henan 464000, China;
2. the Affiliated Hospital of Xinyang Vocational Technical College, Xinyang, Henan 464000, China)

Abstract: Objective To explore the clinical significance of the RBP4 and NF-«B in serum of patients with
gestational diabetes mellitus. Methods Totally 104 pregnant women were collected in our hospital from December
2014 to December 2016, which were divided into gestational diabetes mellitus group (GDM) (46 cases) and normal
glucose tolerance pregnancy group (NGT) (58 cases) according to the sugar tolerance test results. Changes of
serum RBP4 level, NF-kB activity, fasting blood glucose (FBG) and fasting blood insulin (Fins) were detected by
Enzyme-linked immunosorbent assay (ELISA). Correlations between insulin resistance (HOMA-IR) and them were
analyzed. Result Compared with the GNT group, serum RBP4 level, NF-«B activity, FBG level and Fins level
were significantly increased in GDM group (P < 0.05). The serum NF-kB activity was positively correlated with
HOMA-IR (r=0.755, P =0.003); there was no significant correlation between the serum BRP4 level and HOMA-IR
(r=10.268, P = 0.376); the serum BRP4 level had a positive correlation with NF-kB activity (» = 0.752, P = 0.003).
Conclusion BRP4 level and NF-kB activity may play an important role in gestational diabetes mellitus process, and
they are likely to be potential targets for treatment of gestational diabetes mellitus.

Keywords: BRP4; NF-«kB; gestational diabetes mellitus; insulin resistance
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T AR R 2

5 28 &

W URBEDRIR ( gestational diabetes mellitus, GDM )
SEARTEGEURIYIIA] B VA A B A I A0 A Ar R 2 )
AR 3 R T AEIRIY R UAE P A, AR
BEAMERRE , I8 2 RH I LA 5 O LA 1Y
Joa AU " EUR: H T GDM R &L i o o8 4 A
5T 78 GDM AT RES PRSI E A5 F Fg A% D R AH
5K, H B AR T S I R R B SR AR
(insulin resistance, IR) #% 1A\ N 4& GDM A 5 1Y F %
PLflZ 0 oAb, JAE R BIAEA BRI IR 6] GDM &
Ry AR B OCHE MM T MRS G 4
(retinol binding protein 4, RBP4 ) &—Fh g F 4w A 7,
I o3 A TR . PR S E W . B
/R, RBP4 ] REAR R £ 3R BURPE N TR SAE SN,
FRTE Al —FP L 8 bn , 2RO LA O A
1075 A RS, H TR A AR B v VR FH O A B
RS IEE . EABUHEF -« B (nuclear factor—
k B, NF-« B) [FAEN—FRAE RV T, Af&Y
P 2 BRI AT, 1 T 5 00 AH S o B A= 2
HEFE "M ASBIF SRS A UMK RS £ LT T RBP4
NF-«k B. 51K ( fasting blood glucose, FBG ). &%
RN S (fasting insulin, Fins ) SEFERRRY AR, IF
O3B S R SR T AL R 5 R kT (HOMA-IR ) Z
]RSO RO , AR URME PRI 1912 4R BESC IR A

B 7%

1.1 —RER
L1 JABIAAARE  $EIR 2010 4F E PR IR G b
FRIGITST A LIELE 9 GDM 2 Wikrifi ", B 2s i i |
YRS L h, JEREJS 2 h B9 B RR 2058 5.1, 10.0 Fl
8.5 mmol/L. JIrA 2 {447 11 AR 28 W I o S5+ 52
Ky hofy 2 e 2 WL = ERRAE, WH2WEh GDM ; 52
IZE R IPEE M IEH (bR ) AR & . T A 220
IR TR
112 HreinfE AEURATABERNG . R S A
HNEHE Mg s 5 A I A R I 0 5N S i A
YRGS, W0 AR R . HUIRIRTIRECHE (HOT)
F Bz R 2 0E 45 5 A7 IR FHRAIR 25 B n b AR i 24
Y BBE ; AR R .
1.2 IERER

RPN SAHEBRFRE, eI 2014 4F 12 H -2016
AR 12 AEARBE =R KR 104 12200, [R] IR 4 H:
M £ A5 U 45 2R 53 A AR WA IR ( gestational diabetes

1

mellitus group , GDM ) 4 A R AR B R S (normal
glucose tolerance pregnancy, NGT ) 41, Hrf, GDM 41
a6 ), 4ERE 25 ~ 28 %, K (2892+1.9) ¥ ;
28 20 ~ 28 JH, ¥ (2616 +1.26) J&. NGT 411t
58 i, AFH% 23 ~ 29 %, P (2831£2.14) % 5 2
Ji20 ~ 28 J&, P (2643 +1.51) f. WEIFFEA
WFREXT G0 — WG R GORE, DAL 225298 508, AF
U ERER IR MW AR, HITA AR
BB AN S
1.3 FEKHA

NF-« B i HAMR & (W [ LR A )
BHEA A E ), RBP4 EmANH & (WA EE
R&D 2AH] )s
1.4 ELISA llE RBP4 7k E &K NF-k B &1t

W ERET, RIS A8 8 &k il
5ml, B0 (2500 r/min) 10 min 23 B85 100, 4 1
5 B 20 C VK46 R VR IR A7 45 . RBP4 7K J¢
NF-k B {6 PR ELISA #0010 & i B 45 1
THEeAE, R o FRIRE & R i bR AR S 5 = T
A 30 min, ARICSE W AHRIGAEL SSRGS
FESL, IR 30 min J5YEHR 5 UK 5 i HRP- #Ric i Bt
A, A 30 min J5FPEMR 5 UK ; IEY) 37 CROLIE
15 min (7 5 N2 RO FHBEFRURSIN 45-FLAE 450 nm
(G2 FEMH
1.5 IR iEfG

K A A AL B IR AG I FBG /K-, SR
GPEEDE Fins 7KK, 5K H HOMA-IR ##17 IR
P, A . HOMA-TR=Fins x FBG/22.5,
1.6 Sit=FHiE

BRI TR SPSS 17.0 Geitai i, %R
B+ i (xxs) FOR, SR ¢ K58, AISCHSHT
K JH Pearson FHEAMHT, P <0.05 2= SAH G5 L,

&R

P2 2 17 — AR I PR B A8 L B

P 2R JE 0 — I R BERH LR 2, Geit24 40 #
7R - GDM 415 NGT 412 IA7e4R g . 2200 (R4S
e (body mass index, BMI ). 479k J& (diastolic blood
pressure, DBP ) B4 s ( systolic blood pressure, SBP )
S5 7T A 2E ST ge A (P >0.05 ), BA AT HE
U

2
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%12 EESC, 5 IR DR G FR 2 15 P RBP4 B2 NF— k B i PERYZR Ak Rl A 7 L

Mk WAEA—RIERER (x+s)
43 AR 1 % SR / J5 BMU/ (kg/m®) SBP/mmHg DBP/mmHg
NGT 28.31+2.14 2643+ 1.51 21.92+2.11 128.7+9.62 79.77 £ 9.01
GDM 28.92+1.9 26.16 + 1.26 23.18 +2.63 13243 £10.2 81.32+£7.68
i 0.385 0.236 0.431 0.514 0.352
P1E 0.891 0.934 0.692 0.418 0.904

2.2 WWAMBHERBEIERE HOMA-IR EbE

GDM £ £ & IfiL ¥4 th FBG 4 & & (6.92+1.02)
mmol/L =5 T NGT 4 (4.20 +0.55) mmol/L. (+ =2.789,
P =0.007) ; 1fii GDM £H F1 NGT 2H 2 1 IfiL 3 H Fins 114
SN (11.98+1.67) H1 (10.89 +1.58 ) mIU/L,
ERIG I FE X (1 =0.562, P=0.389); s GDM
ZH 5 i HOMA-IR {8 (3.74+0.96) & T NGT 21
(2.04+023) (¢ =2.104, P =0.012), =W RIESZ
P
2.3 IMiE®H RBP4 Wik FERHEE HOMA-IR #y#H
KM

GDM 41 #3135 o RBP4 HY /K F (70.08 +6.39)
mg/L 75 T NGT 4 (47.31+£9.07) mg/L., W& ERHA
it S (1 =2.904, P =0.002), % Pearson Z520AH
KB & B RBP4 197K F- 5 HOMA-IR {82 [8] ToAH G
(r=0.268, P=0.376 ),
24 IiEFEH NF-« B HiEERHES HOMA-IR i)
XS

GDM £ B 175 NF-k B i35 (3.73 £0.92)
ng/ml & T NGT 20 (1.05+0.17) ng/ml, PiH % RH
HeitegE X (1 =3.272, P =0.001), £ Pearson 2544 4H
KO BT KB NF-k B 936 PS5 HOMA-IR (B2 [H] 2 1F
A (r=0.755, P =0.003 ),
2.5 IiEH RBP4 7k FF1 NF-« B &2 E A4
K5t

GDM # & IfiL 75 7 RBP4 7K - fll NF-« B i 14 2
B EIEA S (r=0.752, P =0.003 ),

i
IR YIRS BT &V o 2 S o L P B
i W5 93 gk R RIS, AT 5 SO N RAE TN T
Grib . BEACHE SRR AR RO S, O BB S R AR
PO ABIETENS BT A ORI L R K
BEFTGE T, AR R GDM AL FBG Y
ETHE 5 MIPZBEFES R ML T Fins 18 IG5

3

A GDM 417 HOMA-IR {E T NGT 4, HEB 2R
P, ARG IR BT — k.

JBE B RARPLA KAz, AU K B BRI 5
H, WP KB R A % . RBP4 & — %3z ik
FEENR T, RIS MR R R AZ AR B A B Az A T A 4 1)
SRR R, IEREUR T S R Y IRk,
VFZ2£ 3% RBP4 7E AL UM R HH AR FH A T R R e
5%, WIS AR . DU %5 " %t 76 filh [ iH 4
HEAT B ARG HFSY 7 RBP4 7E GDM H 3 13 rh i 36
KAKETHE, HS TG A HDL (F6k BA MM, T
S AR Y Ag FRAC S . KHOVIDHUNKIT 4 ' % %%
FEHA Lot AT BOBFFE I 58 7R RBP4 76 SR YR BH IR S
TEF AT R FRBKOP IR TE 2 5 . 1 MA—34h
SRR AT e R AEA BRI . X 255 ARHT
FEA TN 46 51T YR PR £ R 58 {51 4 WA IR PR I
ZEIA X HRIFSE R B, AU PR R A 1T RBP4
BIKETFE . 4 Pearson AHICTE /0 HT & 31 RBP4 7K
V-5 HOMA-IR fHZ [ JCAE G, HHI Ak, RBP4 /K
PR T X W R AR o B R S S, H
1178 RBP4 /K5 g 5 2= AT [ oG

AN, ABFFEERI NF- « B 754U BE RS T 1)
AREMEH, 455 B8, GDM 4L+ NF-« B (36 E
T NGT 41, NF-« B VERN{E S SHAMIKG, —
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K s T RRSE Y AR E SV IE J2: U R R 1Y) 2 9
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