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[ ABSTRACT] Aim To discuss the correlation of the endotheliunr derived molecule and carotid arteriosclerosis through de-

termining the plasma concentration of thrombomodulin (TM), intercellular adhesion molecule-1 (ICAM-1) and P-selectin and
carotid artery intime-media thickness (IMT) in patients with essential hypertension. Methods 43 patients with essential hy-
pertension, and 19 healthy subjects were selected. ~ Serum concentrations of TM, ICAM-1 and P-selectin were measured using

enzyme immunoassay method. The carotid artery IMT were determined by ultrasonography.  Hypertensive patients were divided

into two groups according to IMT thickness: IMT< 0.9 mm group ( not accompanied with arteriosclerosis) and IMT 20. 9 mm

group ( accompanied with arteriosclerosis) .

sion group were remarkably higher than control group.

arteriosclerosis were remarkablv higher than eroup not accompanied with arteriosclerosis.

lectin were correlated with IMT positively.

promote endothelium injury.
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Conclusions Hypertension can cause endothelium injury.

Results  Carotid IMT, serum levels of TM, ICAM-1land P-selectin of hyperten-
Serum levels of TM, ICAM-1 and P-selectin of group accompanied with

Serum levels of TM. ICAM-1 and P-se-

Ateriosclerosis can
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B AR PED!, BT R W8 4 B Eh kR FERE AL I
—ANE 7. KR 2003 4RO BT P 2 IR VR
S PSR UE, BN IMT 20. 9 mm 4 A =) ik BE 14
B BEE IMT JE R 380, O 10 I A 9298 1) s 1 4
BT, PR B IR B R AR B S R Th
BEFERS 2 UIARSRLT) i 51 A2 3h bk P Rz ThBE RS,
T B ik P9 Bz 353495 J P9 Rz 400 2 £ L 38 v PR o 5
ERKREAL I R B R R B IR R o AT @it
SE LR B TM L ICAM-1 1 P ik B 2k & 2 3 5h
ik IMT, & e — D8R0 i i e B P B Dh e e
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L1 #ExR

i # JB & Pk % 1 JE (essential hypertension, EH) &
#4361, L B 29 Fl, %t 14 4, F# 55.6E
9.8% . % B 1999 4 WHO/ISH & it /& 4 J7 45 ¥ %1
RS AR, T 3 k0 B4 E 2140
mmHg F1/ 2 47 % & 290 mmHg B W7 4 & i JE, 5
HR ok R w i E B Rom S IE SRR SRR
B M ERE EHARER R TEDRT e
REEF NG DT N EH . TR RE ARSI
Ve Eie)T, RED 2 ANARRA RS BRI
B U4 R4 A MT< 0.9 mm 4( 5120 B AR
fe4H) Fo IMT 0.9 mm B ( A B LE) . #EH
FH VA VBOE R BT S SO I BT e R R 19
Bl EFFH 126, LW 76, F# 546184 %,
N ok NN RN
e MM RR A HESRR R E R
A B BR AR A A LBk i 3R XU
1.2 YPENE

ME &8 & E, it 51K 38 % (body mass in-
dex, BMI) o 2L Z Dk & 5min, XA & R AR M
Eiti & o E, BUA B o Bl &, k% B 4 K E
47| VA Korotkoff 5 — & #1585 1L & &, B4 3 K, B
FH1E
1.3 FRARERMEREFNE

ERE A BN # fk it 7 mL, B 4 mL U E 1
7& KB [E B% (total cholesterol, TC) « H i = B ( triglyc
eride, TG) K % /& fig & & 2 [ B (low density lipopro-
tein cholesterol, LDLC) - & % & fig & & FE & B% ( high
density lipoprotein cholesterol, HDLC) « % F 1f1 #% ( fasting
blood glucose, FBG) , 3% A & H zh & AT 1, A4 &
bR . 7 4h 3 mL DUAR R BR 44 4 4%, 3 000 1/

min B0 15min, RmE K —%H5, ET- S0OCHA
R IKA R 7, UL 2 TM.ICAM-1 fr P £ £ & K
1.4 [M¥IEM#LIFHES.MABERMSF 15 Pk
ER89NE

K Fi| B Bk o 0% % MY & 2, TM % R % [ TP A
8 & R &, ICAM-1 2 P # % % X A £ E RB
8] A R &
1.5 MehfkEEIEE

2k Al HP Sonos 5500 % & #8 &= 2 % ( EEEL AN
). BHFBAWEML, kB 5 min 54T 3 kB E A
E, BEHAE, FEMW, kA% M, ## 10 MHz
HEAAHZRERXMI k. NHFLELEZH L
., TR EM. G M = A F @ AT A b4, IMT
EXATMEEERENEXRLE S B/ EEF
RENEE, SN T WA T HEUNE 2 NEW
IMT, BF 2 X EH M T 1 em X X EHE T 2 emo AN 5
Ak 12 A&, FEHE. LLIMT 20.9 mm 4 5
kN ERE .
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KR SPSS12. 0 it #H AT H it 447 T &
FHUx ts Fo7, AE LB R AR ¢ oI, A
RAM R & A XA

2 &R

2.1 IEREREEER

o L ZFL WS40 R RN 7 9K R KT B B i T R A
(P< 0.001), Ifi =84 M 3] 4453 i 20 it fig A if 47
XA EER LRI EFB(E .

® 1. IERERR

bz it HE 41 i L A
B2 (f) 12/7 29/ 14
k(%) 54.6%8.4 55.619.8
TR L () 10. 89 +12.97 11.58 +10.94
BMI (kg/ m?) 26. 14 %2. 67 26.5213. 61
W45 (mmHg) 127.59 £6. 07 158.26 £11. 49°
#ikE (mmHg) 79.95*4. 35 98.53 £8.53*
TC (mmol/ L) 4.38%0.58 4.71%0. 65
TG (mmol/L) 2.08%1.20 1.94%0. 88
HDLC (mmol/ L) 1.30%0. 34 1.20£0. 31
LDLC (mmol/L) 2.3510. 86 2.42F1.06
FBG (mmol/ L) 5.4110.72 5.5210.48

a’y P< 0.001, HxfHEAE.
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2.2 WMEBKREREFEEELLR

e IR ZH S0 bk IMT B 8 T 5 B4 (0. 85 £
0. 15 mm Et 0. 68 20. 15 mm, P< 0. 05) -
2.3 mMFMZHFHER.MBEMMSF 15 P ik
FERKFLER

IR 2 TM L ICAM-1 A1 P £ 5 K1 B &5 &
FXHHEL(P< 0.001 5L P< 0. 05) ; 25 5h kA £k 25 1
K TM . ICAM-1 1 P i £ 2 /K~ B & v T R 33 ik
fELLZH( P< 0.01 8% P< 0.05; % 2) .

%= 2. ﬂ]lﬁi%[t[[’fé—.*ﬂﬂ%%[’:’l\ZHHEI‘E—IJ*EW%? 1 #1 PIkEEERK
FEHE (2 s, Ho/L)

| n ™ ICAM- 1 PIEHER

papiise: 19 7.27+4.13 4.69 2. 11 91.3120.56

T I s 24 43 20.81%5.880  10.41+2.35* 171.59 70. 65
a3 E ki { k.26 2 16.3336. 11 8.37+3.00  129.5%37.60
£z kL 4L 21 21.57%7.21°  12.34%2.66" 169.4 43.90¢

a N P<0.05 d A P<0.001, HXTEEALLLE: bR P< 0.05, ¢ A P<0.01,
53R sh kg 4b 4 b

2.4 MEXMSH

MK TM L ICAM-1 1 P 1 # 2K 5330 ik IMT
BEIEFHE. #ahk MT 4%, T™M K538 &, r 5N
0.44, KA y= 28 59x — 7. 11; #5h fik IMT 1%
&, ICAM-1 K-35, r fH5 0. 49, R A y= 17.
16x— 2. 87; Bk IMT 34 )%, P i £ R K3 &, r
B9 0. 45, HHR A y= 145. 47x + 2. 87,

3 ¥Wig

M5 8 (T 2 PR 41 B & BRI 5 A7 78
TP R 40 B R T ) — P RS B, R B IR S A,
B 5 TM 454 J5 T2 R TM- Bt I B 2 &0, 0% 25
F C, JE Bk M B-TM- 25 1 C =AY, {5 5% M B vs 1k
HH C MRS, S E D C RERE Mg E 7
Ot R0 Q1) P2 AR PUAEAE F, T 75 4 i 3ok 72 ol 28 22
PEFAET . TV 72 {8 25 1 3% b e 0 2, 24 i 5 P Bz 40
JSZ A5 B TV A 4 5 8 9% ¢ s 281 i = 8 1 2% TV
KPR, TM 5 3h kA8 A 205 % 1)
G, HRF ARG RAA T L —B. —TR AKX E)
i S8 A, SR TS RO 22 B T 5 58 1R 3 ik 3R 71 J 3 ik
Pgw 2 1A B R &R, (R I — BB 5 Ve 3R BT AT
BER. NET 15 800 4 45~ 64 % [fyfa AR HEAT
S kR P R A R AR SR AR, BLHE T 1 — R IR
W, ZAZ X s R Eos m R ANBE T K5 3
KGEREAE AL B IEAR S R IEAE RS M ) A

K FE A G, WO, 4R W TCVHDLC TG < 4 JR 95 A
BMI &, L% T™M #x (> 55. 3 He/ L) Xt 51 o 25150 fik
SRR TE A, 1) A X f B 2 AR IR (< 24. 7 Mo/ L) X 31 (1)
2. 94 f5(95% AT fE R 1. 15~ 7.51) . AR, JEPHED S
2 NFEI T 5 3050 ik S R A A0 T B 5 A 5L . 7
— T FH B 5 I N ik P Rz 440 i ) F R B T (1)
BRI T 1045 1 9 Rz 4l e, T (1) 386 0 s Bz Y
FApE g nE" . AL R R I L R
10 N O = 2 = D 2 S o S -8
P, Hom s 2 Bk Ak 5 K T KSF & T
Tea iktsEfk, 2, 2R B P B2 D Re i 5 B ik A 4k
PIFRREA O, M2 T™ /KT 55 30 30 ok A A0 72 B 2 1F
FHIE o AL T B8 2 rey I s B i A 38 22 R BT 1) B )
v S I B 7 5 AR Ak, A I P R A0 i 2 A, TV
A B R RO AL, I 2 R T 7K -39 w5, 2 1
MEFHE 2, REEWIRE A C R4, Bl 2R
YT, TM FIPTEEE P IRES, IR e Bk S mEe, A
FIF ShBKREAL I A e s T iR, st Bk A 16 S =2
P THRE IR 5E, {5 28 T™M /K F-34m.

T B[] KRG B2 7 1( ICAM-1) F1 P 3k 3% 3 1 0k
B4 7 ICAM- 1 J& T S Bk 8 i 5K, ICAM-1 4
il iZ. IEHENL TRIEEM, UZEREFTH
TS, AT FRIEAE I Ak B I B 4T PR M 4T A o
DA 7 2 5% 7 20 i e Rl 2T 24 44T e S5 41 B R T,
DAL A Bz 1 i 3R 0K A o, A2 33 1 40 e | L A R i
EE M AL IR A A M. P kR SRS
PIFEER [ 140, 32 ZEAE N K2 40 M 5 B2 B /N4 R if /s
PR o SORL 3k, B 7E BAR% 20 M ATURE 400 - ) A
PSG-1. 1[I /INBORT P 7 AN K08 PR &,
1 2 Ji B 1T B S5 B A G TR R0 T 1 /MR
B PN R A0 AR TR A2 I /N AR I Ak R b 7L e SRR HE
YA | RN SRR A A

B Ik A A AR e A 1L R A2 453 I T — b R B PR AR
k., BIRKSEFERE AL B TE B2 B T Ak 2 fa B IR - 4514
PR T A R — R B 98 0 IO, e H A R A D A5
1 R BRI AR N IR T, B 21 R AR ) P 7 T g 1 N
7 B P 8 v 28 I RN 23 Th RE A o, R
P DR 5 s S AR T 8 ik s R T 4 0 TR R
SRR 22 P I 9 3% BA 2 Jok 946 A B e A2 20 ik if A BE )
— PSR JORE B, T 7E 98T S SLH, R B4 A
S P 4T ) P B SRR Ak 1 R AR R R TR
HEER RN . 18 PR i 22k I T K
ST 2 B 2 ik A B 4K 119 98 0 I SRS, FRRTVE N
oI T S G TN R . AR e gt B R B
i R B 3 ICAM- 1. P ik % 5 /K v T 1R
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A H A2 sh Bk 1k BB 35 L JE ICAM- 1. P 3% £ & K
SRR, 5 SCER R — B R i B B 2
405 J5 RGBT 4> 7 ICAM-1.P 3G 5 L3k 38 0m, P ik %
FHEARL G e R A2 AN P R 40 E it /iR
FEKG BT TICAM- 1. P 38 3% 2% 3% 75 38 n, kG B i 41
J B A B ) e 3 R, FE A 3 b 4 B SR AR AE R
FERAL, H [F (R 1 B ik ok A A A R 18 1 28 R
TG B 235 I 0 B A 4 i 5 L P R 4
ARG B, HEE N P9 Rz T TRIBE, 5] EF V& A4 FR PRE 40 A
BEA R 4 a1 B 1 1, BT R A 4T R ) S E
AR, 5 N RORG BRI S A% 4H B 5 5 i N Rz 1)
MR, EFE BT, INESh KA L . I s N Rz 41
IR R, TN P R ThRe 2K L

Z IR RN, FEh fk IMT 38 )5 /2 20 50 Rk 5 3
WAL bR L o Ssh AR 1k A2 4 B Bl kA AL f— 5
I5. TUEUESE, i A B Bl KA 1k 1 S5 R [ 4 A2 350
BHFKAEAL B G IR 22, 1K 2 fa 16 IR 3 A 36 4F 88 1
S e IO R PR 7R < R L LA o B R AR AR

BIMAESE . A FHERR T LR ERK RN T, 4

BRI E ML E B3 IMT /KB & T X R4, &
JEAE 2550 bk i 4k £ 5 1 2% TM L ICAM- 1. P 3% & K
P T I IAEN AL B o U K v L S
Jok AL T v B RS, PR 4 B T e Ok 1 5 BN I T
ResZ 4, IS Bk IMT 14 5., $izh ik IMT 18 )2, 5)
ik e A5 R A 2, Sz i SR BN EE P R A%

25 E PR, 3% TM.ICAM-1 1 P ik R KF 5
e ML K B0y R AV T 5 % D) AF %, adE— D B 9T 9 R
The S8 70 s 0 s K 3 kA Ak & A= R AL, TR
FYEIT A B Dhfe 2L, X T & i 2 FLRE 38 B 4 4s
MIFiE A BEER L.
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