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T =i ML X fe 4 58 & KI8T 45 & 1 B & 1 AS #0301 30 Rk
3 1 BB AL BE SR B =2 Wi

OH, ORKRWREZL,OHE M, AR
(1. NTEERFNTERFER, b FTO 4427005 2. @ TR EREAHAZLSNE, #1H6 5 430014)

WE: BR 0TS A& S0 M5 A Pl (M 77X 2 R 1 Jod 50 58 P 350 2 fo s o REE A0 5 OB 22 S AE SRR I
AETEbR M B IS U B, T3k BEALIEETREE 2015 4F 6 H —2016 4F 6 J U 74 A2 JEE A oG 9 7E o S 50 Tk o5 o 1o 1
GRS IE B E 80 B, R FHRENLEL 7230 A AR 520, A& 40 B, X 2R 6 B BRI S5k b Rz
SO S I A Bl FE (e v T, i 9 41 A0 B e IR AR IR ik b R I R 2025 S0 I, BB A% 2 SRR VRITRTRIIAST o D HIG
By IE[E B (total cholesterol, TC) . = H il (three glycerol, TG ). 5% 62 CIHEEL (high density lipoprotein
cholesterol , HDL—C ) %% ¥ JI§ & (M [#] B (low density lipoprotein cholesterol , LDL—C ) | PN K2 41 If1 45 % & 19 (vascular
endothelial cadherin, VE —cadherin ) , BLAZ 40 i #4112 19 1 (monocyte chemotactic protein—1, MCP—1) \BE Bk [ R | Fi 5)
kP R B2 B (intima —media Thickness, IMT) FIBE R KB, &R AT, PR EEN TG . TC . LDL-C,
VE—cadherin \ MCP—1 /K5 He it B4 B BRI, 41 IRl e 28 R 40 T 58 X (P<0.05) , I SR LR 1Y IMT BB
FURIBE B di KR 5 L IR A I AR, AR AT LD 35 22 2 e ik 38 ) (P<0.05) , F IR 41 A3 1 HDL —C /KCSFEb 3
IR T T, HIAL A 2 R S # B X (P<0.05) . BI85 FH 26 06 MR A BT FE (o th v T RE A 2k 1 17 1t e
AT 5 & (2 A E BB O MRS HE FR, 4R/ N R e B, A I PR HE) .

XEER: DMEMFEYE; wSRIEMs FHERMT s RIREEAE: BEd; MR BishhBREE ;. BT
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R B Fr i mE, HBEWIMENER, A F % 1.1 —f&F#
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BT RN SE TR o R A i 5 BE B9 975 [A] [ 250
AN ok of RERE AL 2 BUAR G T AR SR ML FR S DI R
B, ot R W RSB TE B Y i o AR 3 EL I AR 1R AR
TG . TC A1 LDL - C ¥t 4F 2F JR L i # ZE R T & o
R LR GIE A RENAEIEN m e H R, EREE
FANRPRIBZEIEN R ERB T 60%, 12K 2t
— 2P I R R B R S R I B ELAR A, IR
BE G R, RS BT (M T T2 3 A RO U S 1M
7K o Bele % Hl s A g =00 ML 325 R0 Bl 42 3t v T Bk
& M 25ia 7 R IR ZE & R SR & e 8, 3
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BEHL2E BXFLBE 2015 - 6 H—2016 = 6 HUIA
PRI SE A M SR S IE B & 80 B, R HBENL
My RPAG AN RA, GAHE 40§, K
M, B 2361, 17 B Fig 54~82 %, FHh
(62.97+7.88)% , WFovZHH, 55 24 i, % 16 i ; - 1%
55~81 %, 2150 (62.4017.69) % o 2 4HH FH 1 — %
GRE R TTHE X (P>0.05), A ATk

I AFRUE : QFF & Hp (AR 28 N BE 22 2 1y 7 19 3 e
A ZE S W b o 1) @ 48 52 AR 2 12 Wi 17 175 380 Bk 56
RE R AL, 3 @ A3 151 5F %% 95 <48h , 7F 6h 5 & S Ik

EEE(1979- ), Z AL FHT N L, EIR BRI, M R BE N BHIG IR T



2 6 B EES . a 0E M IR FE & O O 2 G AE R I RS S) Jk 5F6 1 T A4 B B Y 32

AR RN E

HEBR bR oz « QO B A 13 1108 995 50 2 ; @& H s &
@ NREME B AT B IRE R & s @X W5 HZG
UHEE; OFEAMAMME RERERNE; @REF
R AR 2 5 (O H 1 Bl 5L b 35 67 HY 1l 25
1.2 Fi&%

2 0B E R PR A A R B S LA
TTHE,BRREES THURGET . JRAER
UG T F i by S AS B (R 25 L B A BR A
F), [ 25 4 7 H20123116 ) BE A Bl HE (o fth vT (il 8
R IE B A RAE, EHZ®T H20133127) , &
A E & A 75mg/ R, 1 ¥/ ds FIFE ST /9 F
A 40mg /IR, 1 IR/ d o IR F0ALAE XS B2 He it B g
TSI, HT AT 30g, WS 30g, M5 20 g,
BETH 20 g, TRZEE 20 g, IR 15 g, 4T 15 g, % 10 g,
JNE 10 g, EFE 10 g, BRI 10 g, HE 6 g, FE 1
10 g, KWE 3 go 1 #l/7d, BB R, 2 HYESIBIT
6™ H.

1.3 WLEL IR AR

PbEz 2 HEEIGIT BIAEIT 6 S HJE M TC. TG,

HDL-C ,LDL—-C ., VE—cadherin #1 MCP—1 7K~ | Btk

AR IMT AR KR . IMT FOBE B i K= B fi
PRt 2 5 8 A 12 W (G E | T BB R FRL
1.4 %it o

R H SPSS 22.0 Git 54y #r, itE R A+
PREZ (FE) BR, FEESSHHIRA %, R
MFEESSMNRMTZ50, 0L P<0.05 A ERE
Gt E N
2 H#R
2.1 228 & &0 g 38 AR

JGITHT, 2 ZHE Y TG . TC . LDL-C #1 HDL-C
TP % R TSI L (P>0.05) ;1597 J5 , F5T 4E
B TG . TC 1 LDL-C K LG 9T BT HT B %
(P<0.05),HDL-C /K F AT i B H & (P<
0.05) ;X JRZLHE EJEIT )5 19 TC A1 LDL-C 7K1
TEIT BT B AR (P<0.05) , HDL—C 7K 3P FB G 97 AT EH
ZItE (P<0.05), AITHIGEM TG KK ZE R TLa it
FREM(P>0.05);iGTE, FRAEEN TG.TC
LDL-C /KPH bt IMAH BIEIR, AR ESRE
GiitF E L (P<0.05), W 92 41 F 35 1) HDL-C 7K
Fexd A BT, A R E R A ST B X (P<
0.05), W% 1.

F1 2HBEWMAEIIR(T+s, mmol /L)

TG TC LDL-C HDL-C
A5 - - - - - - - :
VAT BTG JATT EENEE JGTT EENEE VA TT IRIT A
WFgt e 2.4840.91 0.79+0.25 6.67+1.09 2.78+0.62 4.03+1.12 1.76+0.35 1.25+0.37  1.88+0.31
X IR 2 2.53+0.95 1.87+0.60 6.71+1.02  4.09+0.74 4.08+1.26 2.95+0.81 1.19+0.38 1.59+0.32
18 ~0.025 10.509 —~0.169 ~8.582 ~0.188 ~8.529 0.715 4.117
P g 0.924 0.001 0.670 0.661 0.003 0.415 0.042

2.2 248 % %4 VE-cadherin ## MCP-1 K -F
JAITHT, 2 2H B #F 1 VE —cadherin 1 MCP —1 /K3
BWEREHITFEE N (P>0.05) ;7897 5, HAEEN
VE —cadherin 1 MCP —1 7K - ¥y 1t 75 57 71 5 {2 B 1%
(P<0.05); JGIT /G, W54 & I VE —cadherin A1l
MCP—1 KB A B IR, AL ER R
BHIFFE N (P<0.05), W# 2,
2.3 2MEFW IMT s @R stk T KEE
JRIT RN, 2 A I IMT . BE e H AR FNBE B i ok
BRI ER TSI EE N (P>0.05) 19T 5, 54
BEN IMT . B S im FRLURD BE B 5 KR BE LR VAT |
BH R IR (P<0.05) , X BZH B F G T AT /G 19 IMT LB

% 2 2 %H VE-cadherin #1 MCP-1 7K F (x+s)

VE—cadherin/(mg-L™") MCP-1/(ng-L™")
JRITHD AT A IAITHD EE g
P54 6.68+0.97 4.37£0.79 320.11£23.65 243.90%£20.74

Al

WM 6.74+0.92 5.21+0.82 318.49+26.32 278.18+21.60

t 18 —0.284 —4.666 0.290 —7.240

PH 0.610 0.031 0.608 0.007

PHRMER R KEEZRH LRI E X (P>
0.05) ;7817 Ja , 90 20 R 19 IMT | B B 1 FRURD B B
RABEEHHSEAHEREMK, ARLEERES
it E L (P<0.05), WL 3.
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2017 4F 7B PR A PR AR 540 5
R3I 2HAMT . FREABRMHEREXEE (x+5)
5 IMT/mm B He A/ em? B B K JE EF / mm
) VBT BIT R AT BT R VBT BT R
AIF 9% 21 1.514£0.25 1.09+0.16 0.51+0.37 0.27+0.09 2.1240.36 1.87+0.15
X A 20 1.48+0.29 1.3240.12 0.48+0.30 0.36+0.07 2.16+0.31 2.03%0.17
t {8 0.496 -7.273 —4.992 —0.533 —4.463
P4 0.483 0.007 0.028 0.461 0.039
3 g FFABBR RS , B 5 &, B R F, B iR I8, SR

HLAA i o AU 35 L 22 12 58 A o 5 70 BRUSR 72 1 &
NI, BN I 45 M 4T 4 AL, JE B2 3G B0, 7= A 36 1 B
BB, it Bk IS 5 R AL A 2 R M B R ZE S A
B & L1 I8 585 15 R A B B 38 18T 10 P 5 B 40 2 0
BEIM AR Z , B PR AR 2, T BRI AR 1o AR 45 & HE S
BRI A2 o1, < st e i Moa 8 DB 95 1 % e, B IR AR 5 1Y
s R VAT 2G5, Rt , B 5% 32 Jee 1 fioa 6 3E & AR 4%
SAEBFE NIRIT T ER ARG R RS Z — o AHF
REERFEH, BT RFRAREN TG, TC 1 LDL-
C /Kbt AR BIE R (P<0.05), (R A B EH
) HDL—-C /Kb A BH B A & (P<0.05) , 28 S,
I 10 32 B AT £ 10 7T RE A 25 b TR 79 2 e 1Ak i A5 B
GHREEESIEEEWMABIEFR, B E H R
LR A AIE T 52 WA RR 2 F e M R ZE B9 VB 9T o« VE —cad—
herin JBE TR SN K AMSHED, ZEOEE
M N KM, RIENESEMTTIEENTRRE . 7
Wang CH 55 UM 55 vh & B),, VE — cadherin £ [l % 55 £
REACBE ST BRI A N2 3 I R R E A, R
P i3 155 F B % () VE — cadherin 7K 3 1t JF 3 & M 19 5
o MCP—1 J& T £IE 55 1y w] {2 1 BR A% 40 i / 5 Wik 24
MBS — KR 1, ZHE TR MR %
T 41 e R PR TS 20 U RSB FE N, TEBE BRI & R A
RIEPEEER. DUERSCEIE R LB, MCP~1 7]
Z5MERFEEAPER RS, T TG £ &
KSR AT B2 WA 2% 1 21, ) 2 2 kI 5 RE A AL
MCP — 1 7K [E] B B () Fa e 1 &2 e AR e 00, AR WF
FERFRH, BITEWRAEREFN VE - cadherin £
MCP —1 7K 25 o B A B B AR ( P<0.05 ) , 15 AH 25
ST I BR A PR R H A VT RE PR I 2 R 1 i 4 28 &
g 25 & 1FE L35 1Y VE —cadherin A1 MCP —1 7K 3, 3
BRI N B AR, B 1k BB e

oE R I SE A R RS R S IE R E R R E 2,
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PR A B E ) IMT . BESE AR FIBE S i KR BT

St B A HA B BEAR (P<0.05) , BT %0 2% 005 I 32 40 75 B¢

A HE R MV T BE 4R /N TR E B . SILAR EE 5 ADP

RN, TR T IR ) ADP 2 4R, BRI 4F

#EOR GPIb/ T2 BEEWHEEER, gEHTIM

IINKRER SR, HD I SRS ok BERE AL IO & BB o FTHE oMy T

A]FEAIR HMG — CoA [ 8] [z Jiz =101, 8 5 I 1§ $8 4% 5

55— J5TH , BT Bty T B 2 38 Bh ik i & 48 M e g 17

FEE NO WG R A 3R 05 , 1B & 3 ki &
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TERL, 4 /NBEER T AR o A SE iR 25 TRy T
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