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[ ABSTRACT]

endothelium.

Hypertension;  Insulin Resistance;

mononuclear cell was assessed by functional binding assay in 33 hypertensive patients and 32 normal controls.

Steady-State Plasma Glucose;

Mononuclear Cell Adherence;  Endotheli

Aim To investigate the effect of hypertension and insulin resistance on mononuclear cell binding to cultured

Methods Insulin sensitivity was estimated by modified insulin suppression test and endothelial adhesiveness for

Results

Mononuclear cell binding to endothelium increased in patients with hypertension compared to normal controls (35 £9 vs 28 10,

P< 0.01).

There was a positive relationship between mononuclear cell binding and mean arterial pressure (r= 0.43, P< 0.

001). A positive relationship also existed between steady state plasma glucose ( SSPG) concentration and mononuclear cell bind-

ing in both the hypertensive (r= 0. 61, P< 0.001) and nomotensive ( r= 0. 71, P< 0. 001) groups.

Multiple regression analys-

is demonstrated an independent relationship between mononuclear cell binding and both SSPG ( P< 0. 001) and insulin ( P< 0.

01). Conclusions Hypertension and insulin resistance enhance mononuclear cell adherence to cultured endothelium. It

may be the linkage between atherosclerosis and both hypertension and nsulin resistance.
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Table 1.  Baseline characteristics of hypertension group and

control group (x Ts).

e Control Hypertension
(n=32) (n= 33)
Age (year) 47 %9 4911
Sex (M/F) 14/18 1617
BMI ( kg/m?) 26.49+4. 15 27.23 %4.51
MAP (mmHg) 8519 112 19"
Blood Glucose (mmol/L) 5.22%0. 48 5.13%0. 59
TC (mmol/L) 4.95%1.17 5.37%0.82
TG (mmol/L) 1. 96 £0.59 2.21710.80
Insulin (mw/L) 19. 56 +8.95 19.55%7.37
SSPG (mmol/L) 9.57%3.82 12. 67 £3. 56
Cell Binding ( cellyHP) 28 £10 3519

a: P< 0.01, b: P< 0.001, compared with control group.

3 3t i

i 5 AR LR DA, 3 S B B R T
T2 A6 B — B R BT 52 35, (EE A 2 R
HIBLEI RS 2. (RIS ZIRPURS T, R E S
WS, FECE IR R IE, 3 — PR A R
G5, 485 ) LB R I, 72 A LA UCAR, O R,



164

ISSN 1007-3949 Chin J Arterioscler, Vol 10, No 2

SRR N A%, TR AL IR T . 96 T3k
S RERE AL I R HL A, Ross' ™ IAA, BRI 40 i d ik
i BRI 05 P9 BRI B P B T A I R o A Bl ik o
FEREAL A SUTE R OGB4 T, A A AT T 4 S 2
PR A RS PR ) 2 R 7)o e I P 5 R A
At — I P R B 1 ELAE s A R R B B s
AT TEAE fei ML 995 £ 3 ot X0 5 3 S0 J i B A% A
PR 15 77 DI P9 B2 A0 RS B 1R B R 1 . o HL,
A e I L7 8 TR AEAE B B S IR DUt 5
2 MRS PR 1 1 58 A Ok, R I D A 2 UM AR 3 A i S
Ji & 2R R L 5 P A MR PR A A 2 3 (Y IR AR O S
Fo BZITRIA T, B MR BE ik i R
55 B 4 RS B B A7 AR AL A DR R &R

re I 97 AL A i B A A 4 T 35 7 B4 I P
B 200 FRIRY B L I S0 A I8 8 g, i P 43
Pk s -5 LA A0 LS PR 30 R AR D Ak R e I s 2L AT I
OO IR A IR I A B, U B B A 2
R R BRI, S 175 2 e L Hs 9 BE S B if [ /K~ B
HE,

TR B B AU S H S A G — P9 B RG
BEPERI R R, BN RE. AERE. v E B2 A
et H Y = 1 LR MY e 2 R i B P IMLAE T B S
SPRZ A MR L P B BERE BT o (BRI 5 R AE
1 0ok B AU 5% 2 B 4 3 H i = R KT 55 %

CEE

0 — P9 BORS B PE A IR AR SO0 &R, T AE e I s L
HIAAERZ AR RN, R EHEAS 3 — 20 L.

CRE AW FU A R AT LR Y, L B B R
T e JoRe 2 3R IRE B I o A 5 5 34 w3 00 A
BN A 20 B S I P B R R e, i 51 R B
K FEREAL o

[ &EH#]

[1] Reaven GM. Pathophysiology of insulin resistance in human disease. ~ Physio-
logical Reviews, 1995, 75 (3): 473486

[2] MESE. RITAEBR GRS w07 5 S 2 AR 5 .
AR E, 2000, 8 (4): 353355

[3] Tsao PS, Niebauer J, Reaven GM, et al. Interaction of diabetes and hyperterr
sion on determinants of endothelial adhesiveness.  Arterioscl Thromb Vasc Biol,
1998, 18 (6): 947-953

[4] Tropea BI, Huie P, Cooke JP, et al. Hypertension enhanced monocyte adhesion
in experimental atherosclerosis.  J Vasc Surg, 1996, 23 (4) : 596-605

(5] BRiEJe, #R&F5, SOFE, 45 BRI R A R i R U
Tk, FHEEFEE, 1996, 76 (7): 519523

[6] Shen DC, Shiech SM, Reaven GM, et al. Resistance to insulirrstimulated glu-
cose uplake in patients with hypertension.  J Clin Endocrinol Metab, 1988, 66

¥ E 3 Bk

(3): 580-583

[7] Ross R.  The pathogenesis of atherosclerosis: a perspective for 1990s.  Na-
ture, 1993, 362 (6423): 801-809

[8] Tsao PS, Cooke JP.  Endothelial alteration in hypercholesterolemia: more than
simply vasodilator dysfunction. J Cardiovasc Pharmacol, 1998, 32 (suppl 3):
4853

[9] Arbustini E, Grasso M, Diegoli M, et al.  Morphological changes induced by
acetylcholine infusion in normal and atherosclerotic coronary arteries.  Am J Car-
diol, 1993, 71 (16): 1 382390

(Sbcomss ORI

BT 2 E 2R/ BRI ED

X P

XIRTT [

B AL S HIBE R AT, o ADZER DR EY R, B SEZFEZRE THZHIN
B, FEEY TR EMA LR ERER. (hEBFELHEHMRAENERIEZX M NIHALR.

(B 24 2 3 B P A B M 22 [ S0 Il R Wi L AL R IR T 81 Mk 27 AR, TS ISSN 1671- 5403
CN 11- 4786/R, E W AMATF RAT . P RS B R B 58 A O B PO FU B £ 78, £ R B AR 5%
SEGH, HERNZERAETEERAMRME S, WREFARIERMITAE. EENZN KNEEEES
i R = T BT B AR QR AR AR, DURCH SRR TR .

CEZ AT IR TG L N R B WA PR L _EAR N, B KA Bl E SR E RN . A
TIBCA LUT EEH: LRV, 035, WE W E, mKLR, I T, WEL(F) 198, ey 5imk, it
W, G, P, RS 5k, PR, MR IGE, FARSEERH . W) KAEE BRI .

ATFIRZET), K 16 FFA, 80 T, FEMHE M 12 70 AT AT B3 1) A< T G 4 B0 K 2R

Pt AL (B EY 100853) A5 B % 28 5 A A8 2 B B A B AR IS ( T B A, HE:

010- 88270497; 15 E.: 010- 68225548





