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[ ABSTRACT ] Aim To observe the effect of high glucose on the expression and activity of thrombomodulin in hu-
man umbilical vein endothelial cells (HUVEC). Methods

Thrombomodulin;

HUVEC were incubated in vitro, sub-experiment; Dcon-
trol group; @10 mmol/L glucose group; @20 mmol/L glucose group, all incubated for 24 h.  Flow cytometric and RT-
PCR technique were used for detecting thrombomodulin protein and mRNA | respectively.  Microplate Reader was used for
detecting thrombomodulin activity. Results Compared with control group, both mRNA (2.05 £0. 19 1. 44 +0.32 vs
1) and protein (41.38 +3.41.32.60 +2.59 vs 27.96 +1.58) levels of thrombomodulin increased in 20 mmol/L glucose
group and 10 mmol/L glucose group (P <0.05) and the thrombomodulin activity enhanced (0. 4157 £0. 0129 vs 0. 3957
+0.0100,P <0.05) in HUVEC of 20 mmol/L glucose group.

expression of thrombomodulin and enhanced the thrombomodulin activity in HUVEC.

Conclusion Exposure to high glucose increased the
The upregulation of thrombomodulin

in HUVEC cultivated in high glucose conditions may represent a defense mechanism against the stress.
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5 X)W g 3 & Abcam /A 7] ; K% KR Al & KK A
£ & PCR X7 & W B H A& TaKaRa /A 7 ; TRIzol ¥
EEE! Invitrogen Nl ,ﬁ%ﬁ/\V]HE]%*EHé%EL?\ % 7
Bk DAB R &R E LTS AFEDFERA
RAE, CCK8 A& EZRT REMEAFRA
A R nE AL EAEC HFENEXE
Haematologic Technologies /A & ; Chromozym PCa
H H A SEKISUI A 4
1.2 BERMMEFRREE

WEEF P E AN (R RELER
BPER 2P mERE),37C.0.1% 1 & Kk E 8T
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LSGS) , "Rk 3T ik & 7, tH #0304 e % JE 1 x 10°/
L, F# N\ 25 em® 3 35 48,37°C 5% CO, 4 W5 5,
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1.4 CCK-8 #&illZH e & i 16

FUxt B 4 K 4 R S x 10° /1 By 20 BB
AT 96 FLIEFRMR A, F L 100 pl 35K, 20 1 s
BE24 h g, AR 3 ANEI, mMANLIERE KR 10
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Figure 1. Morphology and identification of HUVEC ( 10 x
10)

2.2 ARREBEEXT AR5 A KA SR
=AU

HUVEC 75 A [F] o B A5 45 0 25 8 T 15 9% 24 h
&, AR E R TSI E L (R ),
2.3 mAARAEN TM EBRIE

FHAS [R) e B 1 s 2 M4 HUVEC 24 h J5, T™
B 2855 i B R AR B O T g i, 10 mmol/
L AP ZH A 20 mmol/L A AT HELL TM 2 13835
XL (P <0.05) , H 20 mmol/L #i &4 T™

FEHEFGAREE T 10 mmol/L A W4 (P <0.05; 3%
2 FE2) .,

& 1. REREEE X AR &R kA K HE SRR (x
+s,n=5)

Table 1. Effects of different concentrations of glucose on
cell viability in HUVEC(x +s,n=5)

U oD {8 i %

X HEZH 1.16 £0.12 0

10 mmol/ 1 T2 HE41 1.11+£0.11  4.4% +1.1%
20 mmol/ L % HH4 1.0720.18  7.8% +1.7%

R2 AREREGEEENANEMAR TM EARIEHNZM(«
+s,n=5)
Table 2. Effects of different concentrations of glucose on the

protein expression of TM in HUVEC(x +s,n=5)

5 A T™ 2 H
X HRAH 27.96 +1.58
10 mmol/L 2 HH4H 32.60 £2.59°

20 mmol/L AT 41.38 £3.41™

a P <0.05, 5XRY LA, b N P <0.05,5 10 mmol/L 4 % 40
s,

250
2007

150

Counts

1007

50

O:*— % ""'"I L AR | LELELL,

10° 10! 102 108 104
FITC

2. AEREEEENNEHAMR TM EERIEHEI

WLk R IR, SRR 10 mmol/ L A4 , 2126 7R 20 mmol/

L A0

Figure 2. Effects of different concentrations of glucose on

the protein expression of TM in HUVEC

2.4 RT-PCR #&ill TM mRNA FRiX

FHASTR) v BE i A VR TN B 4t 24 h ),
TM mRNA &35 i bifi ) 25 B B2 (9 i 38 . 10
mmol/L FZ WL A1 20 mmol/L #i %744 TM mRNA
R E TR (P <0.05), H 20 mmol/L #j%i
BEZH TM mRNA KA 55T 10 mmol/L AL (P
<0.05;53),
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* 3. FEREHFEX X KM TM mRNA Ri% K #00
(x£s,n=5)

Table 3. Effects of different concentrations of glucose on the
mRNA expression of TM in HUVEC(x +5,n=5)

g 4 TM mRNA

X IR 2 1

10 mmol/ L #j %340 1.44 +0.32°

20 mmol/T, Fi % HE4H 2.05£0. 19"

a g P<0.05, SRR & ;b 9 P <0.05, 5 10 mmol/L 3 #jH 41

He#,

2.5 TM iEMHEKE

FHAS R P W AV E ] T N 2 40 B 24 b )
T 375 1 it 7] 260 B VA B2 1) FH 85 1T 385 0, 20 mmol/L
ML TV 3G PE S TR IR41 (P <0.05) ,1H 10
mmol/L B 5 X R 7E ™™ 15 1E 2R LR
M ,20 mmol/L & M5 10 mmol/L 7 % 4 21
T™ JEPE2E P TC B R (F 4)

R 4. FEREGEBETHNEHAME TM &AM (x 25,0
=5)

Table 4. Effects of different concentrations of glucose on the
activity of TM in HUVEC(x +s,n=5)

| oD 14

Xt R 2]
10 mmol/L %5 %t
20 mmol/L #jZ b4

0.3957 £0.0100
0.4077 £0.0123
0.4157 +£0.0129*

a i P<0.05, 5% A b4,

3 3
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AR IA T ASBF SR T CCK-8 SE I AR I A
[Fi] e J3E 4 7 25 B X HUVEC BY SR 1 520, SR &5
TGt AR R H Bl A 2 0 v B ) T
T P B2 20 6 5 A 114 18 o A P B X 5 S R O

RIEMLE R —E

DAL B2 4T A 453 40 K 1 T 3 Bk 55 A BB Ak T B A
JF %, LA B IR B, T TM 7K 2
W IfL 5 P B2 40 L 3 BE G R AR AR, Isermann
Azl A\ WFgE R W B = T™M 52 P4 A /s BRLS %F FR BRUR
EE, AR B nT DA 5 21 L B kR ik R b & H
R BUEAEE A, 76 BE SO B DL T, Eb 4 v
B 4 SR DA L I A B A HE T S g AR A I T A 3Rk
TR AT T RE SR AR I A &AL Bk
BH, JURR 9 PR 710 AR 30 T™M A 23 (4510 4 ik e 3
A RN W IN A E N &N EVE S =Y
FC R A R S, IR R R
PR TR A A Tl SR ) o D TR T R AL R i 1 o
TM R AT 7 3 s ol S ) o 1 7
BRI HUVEC 24 h &3, TTig e N 18 S 36
FKF b, AT DA R N R A I 2 Gk T, I B
T™ R M, DR GE , & s vE H T4 380
ik P B2 A0 B8 0 PN 2 0B R cAMP KSR
5 TM 19 B S cAMP ZKSE- 38 43 ¢ B Fiid A i
B0 5E , ST HUVEC KT TM /Y
R B E RGN, T RE Ay P A0 X g A —
Bi AL, PR A AR o 7 gt mT S 300 B 4 L 9
T™ B35 oAb, Wang 28 A A FE 3Bk A
Bz OB 5 oA L 2L R TV [ 52 ], 25 2R B
TR TM 2635, X S ARBFR 25 SR — 2, (R
ARWFFE T AMIFGE T =T T T i 5 ), 245 5
7 B TV 6

ZE L RTR  AR SGE i RSN 5 HUVEC, 2007 T
VBT P R A A 5 K TV 1149 2 35 LIS G 5%
PR A S HUVEC &1 T™ A9 _E 8 S s PEsg
FTRE Ry PN B A LT T W 08— Fh Bl AL
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