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[Abstract] Objective
betic nephropathy(DN) patients with silent cerebral infarction(SCI) and to explore its mechanism. Methods

To observe the impairment effect of retinol binding protein 4(RBP4) on neurocognitive function in dia-
Sixty patients with
newly diagnosed DN and 30 healthy volunteers were selected as the study subjects and the DN cases were divided into the complica-
ting SCI group(SCI,n=30) and non-complicating SCI group(NSCI,n=30) according to the imaging results. The degrees of neuro-
logical function deficit and Montreal cognitive assessment(MoCA) were evaluated. Serum RBP4 level was determined by ELISA and
expressions of Lp-PLLA2 and C-X-C chemokine receptor type 4(CXCR4) were determined by Western blot. Results Compared with
the NSCI group, the neurocognitive function in the SCI group was subsided, the expression levels of RBP4, Lp-PLLA2 and CXCR4
were increased(P<C0. 05). The RBP4 level was positively correlated with the neurocognitive function impairment in SCI patients,
moreover, there existed a regression correlation between them. Conclusion Serum RBP4 may serve as the predictive factor of DN
complicating SCI and is positively correlated with neurocognitive dysfunction. Lp-PLA2/CXCR4 pathway activation may be one of
its pathogenesis.
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B2 W DN B CE 30 il fg i 35 B & (CON 40 S F Xt 42 1R
P 5% 1% 2 25 5 60 ) DN % 4 9F % SCI 41 (SCI 41) Fl
H sk SCIZH (NSCI 41D, & 41 30 . SCI (12 i 45 & LA F 4
PO (D TN G R G RN AE 5 (2) MRT T1 AU 17 26 A%
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R A 4R R SR S R 5 (3) M AR R B 5 (4 R il 0 B
PRI B 5 (5) TR ECHE i ARORE & 5 (60 5 17 7 R = K] Ak I T G
PSE BON NI B B R VP E & 5 (DA 6 sk o 5 5 o
O M AR SR B R M M E HIRIRER S0
(O FFEIE R . A BIF SR G 34 % 28 UK 1) 2 15 .  iF 53 3l
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1.2 hik

1201 WL R FE AR I R B0 455 M o] 4 0 L A s
2 I IALAE o i €T B sk 55 5 6 0 4 A A 5 W04 L A7 5K R L BV
5 80 BN 3 ik N I )2 )2 B (intima-media thickness, IMT) ,
21 4 8 11 )5 (fibrinogen , FIB) UL Ifi 21 2 11 (HbATo) | £ %
L3t 78 $ (homeostasis model assessment insulin resistame,
HOMA-IR) . JjE 5 & B 40 ifd I fiE 48 X (homeostasis model as-
sessment for beta cell function, HOMA-R) K& 4 N ig Wi 7K ~F » 31
BAKE

HOMA-IR= 75 & Ifil ¥ X 25 I i 1% 25 /22. 5 (@D
HOMA-8=20X 75 i 2 & 2 / (%S IR 1L bE — 3. 5) (2)

PR PIIE 7 7K 7 () =1, 2 X BMI4-0. 23 X 4E ¢ — 16,2 (3)

TR IB DT A (42) = 1. 2 X BMIH+0. 23 X 4§ —15. 4 (4)
1.2.2 BShMoB SR A RS R i 44 7 RS I &l 2
TR, BT A B 58 0 R 249 R JH £ 35 )l 75 12 WA Rk 3~ 9
MHz . 4714 XU 55 30 Jik o ~F B 7 5 7 F0 00 T 4509 1l A . 0
G Fy Wk 43 SUAL FEA L BAN B IK  BEAT7 m AEDI & 3 4
S IMT, 28 Xt JE b S — 4> 1 I3 SR P AS 5243 T 82 T 38 L
FRER 1 em AT 2 cm Ak, 7507 BT IMT . ) Wby o - 4
IMT<1. 0 mm, 3 8 ik 4 L 2 W 8 IE# 535 IMT>1. 0~
L. 2 mm I 7 35020 ik A B 46 JEE . IMT > 1. 2 mm ) Sy 550 5)) ik B
PUB . AR BEHOTE 25 I PR SOREAIR 18175 B B F 35t 0 14 R &
B g AR MR SR B 3 [0 7R B 5 T 3 R RRUE M.
BB 3006 ~ 5006 AR, > 5000 ~ << T0%% AP,
=T0%~90% R EE . WMk RETE AT

AWK AERE =1 B N RER/ mERTH &
1.2.3  PPAEZIA RN TR BB B (1) PEAl pi 2 Dy B Bl
PR EE < H 44 2 0 4% [ 37 T AR 5 BE ¢ o 3R (national insti-
tutes of health stroke scale, NTHSS) ## 4 Iy fiE fift 351 F2 2 3% 23 b
WEPFRE .O~1 AP NIEH s >1~4 S NRE; >4~15 0 A
>15~20 43 R h-HBE 3 >20~42 Sy R B, (2) FRFFIURIA
HIPF £l & #8 (Montreal cognitive assessment, MoCA) : M\ #1 25
/AT Re R R S AP GCAZ T GEE R D) i R B4 Ay
S THEERUE 1) T 8 AU AT IRAL L 10 min P 58 B R L B4
30 43, =26 4r RINFE W 5 45 2 BOF AE RN T 5 T 12 4R
gy,
1.2.4  ELISA K 4hH il 1f 3% RBP4 KF 256 10 h 5K
HR2 I RE Bk 2 mL, 438 miF, — 20 CHEFRR.
ELISA #&3] il 7 RBP4 sK ¥, ELISA 32 51 /9 4t i 43 B F 4t 1]
SIHTAE S RN T 10% i REA R 3 AN E AL,
1.2.5 Western blot £ ig 25 (1 45 2¢ # I5 B A2 (lipoprotein-
associated phospholipase A2,Lp-PLA2) Flafbk A T % & 4 (C-
X-C chemokine receptor type 4, CXCR4) Fi5k 2B EHAM
F Td B TR 4 2R 9 B e B I HL UK (SDS-PAGED 43 85 .
fLEKE 50 pe IMZERER 2 X IEEZE o . 100 “C A8 P 5 min. 60
VOB UK ERE S EA S B, 120 V ETK 2 h o BURBER . R G
BB BAEIR AT YL, 3 V0 DR WA R AR RS M — P 4 CIEE
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0. 05% Tris & vhEh-Tween ¥ R IE TG 5 3 %0 B AG U5 43 #
FEJG 0 Z 40 37 "CHEZIIFE 2 h, R4 VEIR )T 5-TR-4-58-3-15] -
WRER AL/ Iy s i ik i o 23 ) & 7R B I EDG 4& Y . Quantity
One B 5317 R Gk N 2 R 5K
1.3 Seil2eab 3 SR SPSS20. 0 Se it 8 #4740 b7 . 1 =
PR T s R 4 B ¢ W5 T ROROR LR EOR
LI FLBCR T o K35, S B0 56 R T Spearman AH 56 43 #7 5
432 Logistic [a13 43477 Bl JR 5 - & SCT 2w R % . L P<
0.05 AHESAFEITFEHL.
2 & 7
2.1 AR K DS AR lE SCT M NSCT 4R & 1 4R
W A ) L R B ) L A I R 2R R S g A LA 0 G £ B AR
W FnET ik O Lt 2 F B4 it % 3 X (P>0.05), CON
41 HOMA-IR, HOMA-8 #il HbAlc B] B 1% F DN # ¥ (P<
0.05) ;7€ DN # 3 th SCI 41 HOMA-IR, HOMA-8 #1 HbAlc
5 NSCTAH L4, 22 5 A g it 2 B L (P<<0. 05) . NSCI 41 3%
IMT . FIB Ff& P g 195 7K SF- #9187 SCT 41, Tiif i T CON 41, 41
M) Hb 3% 2% S Ge it 5 X (P<C0. 05), NSCI 41 g8 & B35 45 5k
# T SCL 4L, MMk T CON 41,41 [ th ¥ 22 A G il 2 5 X
(P<C0.05), % 1,

1 B A R I R NIE AR LB (n=130)

155 CON 21 NSCI 21 SCIL 4

AR Tt ) 60. 805,10 60. 9074, 70 61. 004, 90
PSR/ 2 on/ ) 15/15 16/14 15/15
SRR ] (T s, 4F) 0 0.90+0. 10 0. 800 20
U EEIRICZN! 8(26. 67) 8(26.67) 9(30. 00)
IR ILAE 2 [ (0] 0 8(26. 67) 10(33.33)
LA ()] 0 3(10. 00) 5(16. 67)
W4 s (+s,mmHg) 126, 20+5.25 132.70+4. 79 133.90+5. 34
#F ik K (s, mmHg) 78. 7044, 92 79. 9044, 89 81.2043.58
IMT(Z+ s, mm) 0.78+0. 13 1. 110. 06 1. 420, 08
HOMA-IR(Z+5) 1. 750,23 3.8540. 72 5. 8640, 51
HOMA-B@+s) 79.10413.95 36,5042, 420 28. 605, 36

HbAlc(Z=s, %) 5.2840. 21 6. 8140, 25° 8. 090, 50
FIB(Z= ) 2.364-0. 50 3.324-0. 38 4,660, 35
BRASHEE (T Es) 1.2240.05 0. 9140, 06° 0. 650, 07
RN G +s, %) 21.60+3. 98 26. 104, 09 31. 804, 10

2 P<C0. 05,5 CON 4 [t 4% P<C0. 05,5 NSCI 41 L4

2.2 SCIH# MRI B AERIG R F B SCIL % 38 AL K
INA—, Z 8RB KEDE , b BRI SE 18 fil 5 50k g kb
Z 10 0.2 A KU B AR 20 B, A S A T K X 10
Bl e 7 B 2 R 3 LB 3 L I 6 R
i 3 IR NG 2 1 SCT 8 2 Ak 45 v M A R AL 45 0w 8 13k
10 6.2 77 9 Bl F WL A RROR 12 4] s RER 10 i
{15 B,

2.3 SBNAKORAEGEAL R BE L 30 i) SCT 3 b, 20 {7 43
B Ik oK A B L B R 1 550 30 koot A A AL B Bk s R ] I i T
NSCI 4, H o SCT 21 S 52 i 5 e {51 50 R B 7 2 5 3 ) 8 & T
NSCI 44 (P<<0.05), % 2, 1,
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x2 SCIA5 NSCl AR HEBUHREEERZELL B L2( %) ,n=230]

R i B Peis
4151 B B iy —

i th i % th %
SCI 24 20(63.33) 11(36.67) 5(16.67) 4(13.33) 11(36.67) 5(16.67) 4(13.33)
NSCI 4 9(30.00)* 5(16.67)* 2(6.67)" 2(6.67)7 4(13.33)* 1(3.33)*" 0

@, P<C0.05,5 SCI 4] le4

A TR BN IK A 5 s B2 3030 ik P4 538 52 5 C . Bl IR BB s D - 3080 KR & 36 5 - 350 30 ik A ik
Bl SHRNREEMEREERER

2.4 SCI#Y NSCI 48 # # 2 2 8 e 45 72 B2 37 43 Al MoCA
Wt 5 NSCI 41 & % A . SCT 41 NIHSS ¥ 43 1 &
(4.43%41.12 vs. 8.483.69,P<C0.05) ; 1fi 423 [a] /AT HE 7
ERNSE R G A B 21277 8 7 A MoCA 454
TEBRRAL AL B 22 5 S i B L (P<C0. 05), SCT 4]
fir 44 FIIE 3 fig J17F 43 B NSCI 2% . (A 40 6] L 4% 2% B B 4 it
23 L (P>0.05), L 3.

%3 SCI 485 NSCI A £ #& MoCA EH LB (T s,n=230)

MoCA P43 46 #s NSCI 41 SCI 4

W 2s [8] /AT RE S 4.854+0.17 4,0140. 312
fiir %4 2.7340.12 2.4140.16
e WIRTE L 4.68+0. 38 3.6240. 21°
5 2.73+0.15 2.1240.17°
RS 1.7240. 12 1.4340. 11
il 5 S 4t 1.67+0. 15 1.10+0. 07"
icfz ) 4.02+0.21 3.30+0. 39P
SE 1] 71 5.1820.13 4,360, 12
LA 27.0641.08 21,8442, 020

4, P<<0.01,>; P<<0. 05,5 NSCI 4] tt%

2.5 i RBP4 KR HESWENMIaERFHEEHE 5
NSCI 41 %% , SCI 4 1fi i RBP4 7K 57 W 384 25 (17. 02 £ 1. 83
vs. 28.5942.16.P<C0.05), SCI 4L }% RBP4 /K35 2 1)
REGR A NTHSS P43 Fl MoCA £5-5 P40 2 IE AR (r=0. 72,
0.80,P<C0.05),

2.6 Logistic A4 i DN B %% SCI N HAS &,
H IMT B 850 4 N s 7 7K 7 Fil RBP4 fE 9 B 78 & 5] A5
& Logistic MIF2Hr . 3% «=0. 05 fRifl, & ITM B 45 5K
Hl RBP4 g4 A BIAREAY , #F— 2 £ 5T Logistic [B1H 4387, & 3
ITM 1 RBP4 5 DN B %3 % SCIfEE R IT X2, W3 4,

2.7 LpPLA2 fil CXCR4 ik 5 CON 41 b %, SCI 41 #
NSCI 4 % Lp-PLA2 Fil CXCR4 323k 7K -2 B i #8  , Hoop
SCI £ Lp-PLA2 il CXCR4 ik K] @& T NSCI 41 , 4 ]
P 22 5 A ST 2 X (P<<0.05) , L& 5.

x4 DN 3% SCI fy#2 0 B & Logistic B )3 5347

A8 B SE OR 95%CI P

IMT 0.025 0.358 1.024  1.006~1.039  0.040
BRY 45 % 0.124  0.152  1.073  0.853~1.325  0.075
RBP4 0.108 0.352 1.123 1.000~1. 046 0.039

x5 ZAWRERITE Lp-PLA2 #1 CXCR4 %3&

KFEE (T L)
b CON #{ NSCI 41 SCT 4
Lp-PLA2 26.6242.65  56.55+2.65¢  84.5741.52%
CXCR4 7.05-£0.96  27.65+2.81*  75.8842. 78"

#: P<C0. 05,5 CON 4 [t 4% ;. P<C0. 05,5 NSCI 41l

3 it e

DN 28 35 i 45 35 i B 1 T B /INBR 9 IR B S R R
R NB M R RE S AR I L /I Al 3R AR I R T T T T B
LA, P20 200 B R T 1 22 i M DR B 4 U B BRI IR
RN SCI RN AL K A 1 Ja 7 M M e o 2 1 . AR R 9T 25
$2R DN 3 & SCI i3 M 4 D) RE et 2 2 5 NSCI B 3% & L 45
4 MoCA H# F1FAl 45 J & 3. SCI 8 %% i WL 25 fa] / $h AT RE 1 08
BAGEPR TS g B G012 T T R AR E W
BALF NSCI 4L, Ifify £ 1 & BE J7 77 4> B NSCT 414K, 1 2%
SIG T E L (P>0.05) & W] R SCI B 5/0 B s &
I HE G .

B I G A R A S e ot e e o A 9 G 1Y R B g B A 3
Bl o ST Eh AT Ak Jopk 78 i R R R, e A A ol R BRL A S)  3K
BEHRE S BH IR . AR SO Bh bk ke 7 45 R R W BT DN R
HYFAEA R IMT 484k, SCI 41 35 3l ik BE B 4 i 2R ik
63.33% .1 NSCI 414 2y 30. 00% , Hovh SCT 2 %5 3 ik #
7SRRI | T NSCI 4L, $2 75 390 30 ok 2 25 98 B 1 b BE B8 1% 5
DN ## )f %& SCI # Yl 3. XIAO 217 % B, I ¥ RBP4 /K
5 IMT R IE M 5. & IE O I8 % 5% /& 5 W % J5, ROH/
RBP4 HfH 5 IMT & B #5632 75 Ui 2 RBP4 AT BE7E gl Jik s £
T AL R A vh e Rk R Y, RBP4 W [ B & /N Ek g . JL
P-4 AT B /N E I, FE R B DN ORI R E ) B
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TR YT DN G 9 EE AR R v RBP4 7K 15 6
PRI L I 45 1 45 L R HbA e /K i 26U, AR TR0 45 31
R SCT 4R34 i RBP4 /K78 & &5 F NSCI 41, #27 I i
RBP4 7] {5 DN 3 % SCI 9 T (K F , H. SCI (£ 34 1fi. 7§ RBP4
IR 55 # 2 3) fiE Bk 351 NTHSS 37 23 f1 MoCA 48 & 1 40 34 £ 1E
X,

MUARTE 5 22 48 A 138 K » Lp-PLA2 ¢ 3 48 5 R T 4 Bk
SN > {8 18 5 3 52 A4 A5 5 0 B R B A2 B i DN 19 & A= Lk
. GBI R B, Lp-PLAZ 18 52 451 5 28 o FF BE e i IR 4
H B TR I L I 0 B P 2R 0k BT T L Bk P 80 %
Lp-PLA2 5IL% ¥ fig 2 (1A [ B2 (LDL-C) 25 & . i 1 K fif 41
A %% B2 N6 25 11 Cox-LDL) H &0 A0 48 1 17 85 Mg 7™ A= 17 1t 9l g Tk
JIEL B o 4P L T B AR T R L S L AR A kL R EAL E
VAL Bz 4t A= S 24 it R B 43— R 400 i BT R O R A 4 i 2R A O
AT AL P B, I 3E— 25 434k Ay [ W Y6 K A L 2 33 0 Jik ks
A Ak BT 2 Bl o A L 9 K A ST B TR

AR KL SCL B Lp-PLA2 f1 CXCR4 35K F 5
T NSCIT4H . #E Lp-PLA2 5| DN & & 3 & SCI 1y nJ fg
il A2 : (1D DN G835 S Ak I R 8 BI0TE 5 o4 B2 440 453 493 0 46
I BRI NS 2 Lp-PLA2 A U4 22 1 2 38 58 L 85 2% A (0 finJal
AT LI AR I BN ik 8 B T Ak BE BT AR, B R RR i CXCR4 14
Z B G mE A, 5 B0 A T R I G 1 & AR s (2) Lp-
PLA2 A S8 2 76 55 Z S6 v i v 266 0 2 38 v, 0 o o0 A B
TE 18 0 R S 55 5 1 o I LR 0 5+ (3D ¥4 I B 5 O A AR il
N B E R, T BOT- T U2 A o B 1 59 0T 1) N RGBS L 42
O RE B AL BE P B

g5 BT iR, SCT R 3 1 17 P Af A BILAR KRR BE B 52 el A8
H UG DN Jf & SCI 8 35 0 H 2 A W e 1 il s 25
L 30BN kA 25 (0 RO SR L TR IR SR T A SCI 3 B i 1 B
Ui LIBRR A E At & S, A BF 58 & 8, RBP4 /K % &5 SCI
SR PR GO H ) R B R R OE A G, LT R S ) B0
F . Lp-PLA2/CXCR4 i #% & 16 7 58 J2& & i Ll 2 — o (L i
T M FETEREA SR /N R HL 4 RBP4 X R 7] DN 43 1] SCI g 2%
ZE NN RE BB 5 R SN L L S K R L R R gk 2R IR
AFRE, R R B 3 DN 3% SCI 42 43t 5 Bl 2 1 B G K045 .
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