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Levers of von Willebrand factor,type 1 plasminogen activator
inhibitor and adiponectin in coronary heart

disease patients with hyperglycemia
- WANG Liang” , PAN Changyu, LV Jiyuan, et al
* Department of Endocrinology, 309 Clinical Division of PLA General Hospital,
Beijing 100091, China

[Abstract] Objective To investigate the levels of von Willebrand factor (VWF), type 1 plasminogen activator
inhibitor (PAI-1 ) and adiponectin in coronary heart disease patients with hyperglycemia. Methods Oral glucose tol-
erance test was carried out in the patients with coronary heart disease and different abnormal glucose metabolism, in-
cluding diabetes mellitus(DM, n=44, 26.99%), impaired glucose tolerance(IGT, n=>59, 24. 38%), impaired fast-
ing glucose(n=15, 7.46%); and 40 patients (24. 54% ) with normal glucose tolerance (NGT) as the control group.
The level of YWF, PAI-1 and adiponectin was measured by ELISA for all these patients. Results vWF level in-
creased in DM and IGT groups compared with NGT group, and showed significant statistical signiticance; PAI-1 level
increased in DM group with statistical significance; adiponectin level of IGT and DM groups was higher than that of
NGT group, and showed significant statistical signiticance. Conclusion Hyperglycemia causes high vWF and PAI-1
level, low adiponectin level, and leads to severe endothelial lesion. It is essential to discover and control hyperglyce-
mia as early as possible to prevent the onset and development of coronary heart disease.
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i 43906 31 afn 3% B 0 B P9 B T, FE /MR BRI R 4R
EgER b REEENIEM. EORKEBRMER
R B, 4 % 85 R BTS00 3 B (type 1 plas-
minogen activator inhibitor, PAI-1) g R & /EH
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EMEOMIHYEEKER, TEEARMHARN
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1.1 ZEF% ¥%H 20054 8 A E 2006 4E 8 A
FREELSERSE ZEKER.CHARRILBER X
*E—HRERCARRFAE R ERE, 20
PR %5 %5 &2 i B (oral glucose tolerance test,
OGTD 4 AE LA HWIRK (DM) A 44
(26.99%%) , 70095 & 3F B8 45 ¥ i} B 1K B (impaired
glucose tolerance, IGT)4H 59 #(24. 38%) , 70> R
A 3 B 40 23 1 1t 1% 32 R (impaired fasting glucose,
IFG)4 15 B(7. 46 %) B3 % IE H WAL IS (NGT)
A 40 B (24.54 %),

L2 gepdbigt (DEEEEHLZAHLE
PR I AR AR Lo e ) L3 SR IR R4 (B D), I IR
R OEE EREYRAE—-FETRBEERKE
BE>50% (L) . (2) 2 tEm ke & 4 fBRIH #
L WUVEEFE L Wi bn HE - o0 58 /0 LR BE IS SR AE R O
HE. ERkEZREME)ERERRE(BHERL

), GIFRBEFERY ZHMLHIRE: BRRB
SR WHO B34, B %5 5 4 >7. 0 mmol/L 1
(B)OGTT 2h I #%>11. 1 mmol/L,
BEHEYSHRNOZEH R 2003 EXEHERE
FLOM 2004 EPEEFSERREF SR,
B n 325 Jif 1 % >5. 6 mmol/L H <7. 0 mmol/L
BP®] 32 W57 2k 25 8 i 4 3% 4 5 fn R OGTT 2h i ¥5 >
7.8 mmol/LH <11, 1 mmol/L B A] 2 ik N i it &
% .
1.3 Hmkg HBROOESR. OBRRE.EEHE
D WUAR R A% L I W R A E TR AR
2HER
L4 Fk (OHRELVBHLARRAZRHE
v A B R 5B G — B V2 R ) ) 5O R
bR A X ERIFR ICRARXRE. HEAR
F R SR R E L E A i B (A il B 3
B/ EARER N ET R, TEEER
H=FE/ BEHEH (kg/m*). (2)OGTT KK :
RE YR 8K A )5, 758 XK H &5
BT 250~300ml B K & 0B, R 4E 2h 147 4 ik
17 OGTT, #4# WHO 1999 4E# £ WriR#E X OG-
TTERH#THHESE . 3 MBEAIERNE.
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W E I (GLUD | i i 5 A8 B (TC) L H M = AR
(TG) .BHEKREABEEMHDL-C) EEEKE
[ JIE & B (LDL-C)  JR £ & (BUN) L EF (Cr) . JR B8
(UA)Y% ., (4)vWF.PAI-l RIEBERMBIE . RFM
BB 4 88 R B} XU 4 2 .0 B (ELISA) i 5€ 1 3% vWF
PAI-l RJES %, vWF.PAI-l, R IR R iRA &K
FLrEmREYARAR, “HEBRNERHA B
BIEL BRI,
1.5 %3t&# i SPSS12. 0 KRG+ HTHIESR
. BT A TR A o5 #R8, B P<0.05
NERAEBEGRITEREX.
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2.1 REABRMABEFLELELTHLE #
187, DMAER. . KEHKK.SBP, TG K FH &
T NGT 4,HDL-C A & F NGT 4;1GT 4 1E
B kEHH.TC.TG .LDL-C HB & F NGT 4,
HDL-C i 8 /& F NGT 4 ;1FG 4 fEH .TC.LDL-C
HERTFT NGTH,AAZKIH%EFEEX.
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21 EA-RERRELTHEE (eLs)

H@3 AR GE/O EW(F)  BMikg/m?)

WC(em)

SBP(mmHg) DBP(mmHg) TC(mmol/L)

DM 4 44(31/13) 58,90+6.82 26.3442.51* 92,15+7.55" 131.91+20.65" 83,91+12,52 4.19%0.95
IGT4H 59(47/12) 56.201+11.61 26.13+2.63* 92.0+9.55" 124,751+18.39 79.691+11.69 4.65+1,06"
IFG 4 15(9/6) 56.20+12,12 25.53+3.02 92,644+9,57* 126.83+12.51 79.721+9.15 4,62+0.78"°
NGT # 40(28/12) 56.901+11.43 24,54+2,44 87.69+8.93 122,47+15.77 77.74%11.68 4.05+0.84
24 5 TG (mmol/L) HDL-C(mmol/L) LDL-C(mmol/L) BUN(mmol/L) Cr(yumol/L) UA(mmol/L)
DM 4 2.721+1.46"° 1.01%0.13* 2.01+0,10 5.15%1.36 82.05+23.8 317.77168.69
IGT 4 2,21+1.04" 1.0510.27° 2.48+0.97" 5.41+1.67 78.02+17.94  337.19190.99
IFG 4 1.82x1.21 1,15%0.25 2.64+0.69" 5.1911.55 68.781+24.01  292.39+76.56
NGT 4 1.64£1.18 1.15+0. 24 2.13+0.75 5.17+1,38 76.03+19.96 310, 16+96.79

3.5 NGT 4 ti$%, " P<<0.05, BMI {4k &%, WC: [E ,SBP . Y 45 I , DBP . §F K JE .

2,2 &40E vWF.PAI-1 Z s ¥ K E ik I
# 2,

%2 £AE vWF.PAIL REBR KT L8

453 vWF(kU/L) PAIF1(ng/L) BEBER (ng/L)
DM4 0.8540.28" 0.4630.29" 15.35410,93"
IGT# 0.8340.38" 0.2940.17  16.33410.82*
IFG# 0.61+0.31 0.36+0.23 21.05:412.19
NGT 4l 0.624+0.25 0.2940.21 29.13%13.41

.5 NGT f g, " P<0.05

3 it #
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FHE ARG RARFEELREIBEPR
BsAs™ . g i B R B R AR L il g 5
WA R R E T R BRI,

vWF Bk b 2 P9 Bz 40 6 52 45 & 20 Bk B 18 i 4R
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B, #%7 T N B 41 IR i B9 Weibel Palade /ME B,
BAMBPEEN vWF TERAMENEAR,
S5mAREREAZRESE BHTHERET

HRBRE), 5 RFBFMBIE R . Standle I -

B 10 SE R RTBEHE BT R R A, vWF B 5 K & 5% 2
REUBEMXMERERZ —, 4FKMERENTH
mEERE vWF KFEAGH KM EREEBEH
. Van Mourik V8 vVWWF 5.0 M EEHE
*,OUH W e th F iR Sh Bk B % B 3 IR, &
EOELBR, DTN KRS 2R, &, %
PI B2 A 2 48T, vWF [ 08 3R B 0% bn , gE B vWF
S HRIER 5 S B I R A 4 R il /AR
LROWEE B3k, R o o /) AR B B B A B 1 3 K R
IR, Paul Z 5% 00,7 IGT AR vWF,
tPA.PAI-1 SR FEX B BA, RAKBBRARK

DIEEEZBME. Lee AN IGT A H MR
Zut, vWWF B F LR EREE.

AR ER, B RR A IO R A R B
£HEBOREA vWFHHERFEEMBEA.RE
BESITHEEL.

1 3% £F 2 K 15 SR K - 3 5 0 I B A T fE
BREE . TEES RSN RNAERQANRE
WSk ANER. MENFEEANERE
FERAEMEMAY ,EEEH PA M PAERT
SFrEEE B, T PALI-L AT % tPA 1 uPA K
&M PALF 5 BB ETIERX, HAKTFH
M3 PAFl ROMEHFANEERRER BiAK
R fn 3 & A IR B AR RE AL AR R

KGR, WIRREH OB HE PAFL B
MBEENELCRARERE BHRERASHE
mEFEASERNBEAXEELR. ROESH
PAI-1 3 fin & 61510 7T 88 2 fh T 45 JR A5 B & 1 P9 1 6%
Fh 705 (61 40 40 i B i £ 2 0 A 6 B P R A
Rk i BREVER T RE R, 9 B2 B I tPA Y
ARMBHE BB PAL] (=4 RIEHERM, &

BB RAB I R, A ERRBEER
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IR FEE F-o« WM, FEFAEHARZEA
AR 1L, EAHEBEREYNESRZME, AL AR
KEMBEMFEN M. AWk, HEFEHEF-o
A ESMEREREA C, 8 PAI-1 & B, {2
#HEMAMmMBRER. B—FE . FEELREPARM
AEBIEMERER SR ETEBIENEE,
ABAALSTEEH S RKE.
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