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MeSH
ABSTRACT

Coronary Disease;  Atherosclerosis;

cellular adhesion molecule- 1 (ICAM- 1) and coronary stenosis in patients with coronary heart disease ( CHD) .
The levels of NO, ox— LDL, ICAM- 1 of peripheral serum were determined in 81 CHD patients and 35 controls.

Nitric Oxide;

Lipoproteins;  Intercellular Adhesion Molecule— 1

Aim To study the relationship between nitric oxide (NO), oxidized low density lipoprotein (ox— LDL), inter

Methods
Results

The levels of NO were significantly lower in CHD group than controls, while the levels of ox— LDL and ICAM— 1 were higher

in CHD group than controls ( P< 0. 05) .
stenosis ( P< 0.001).

The levels of NO in CHD patients declined with the increasing extent of coronary

The levels of ox— LDL and ICAM- 1 increased with the increasing extent of coronary stenosis ( P< 0.

05).  NO was negatively related to ox— LDL and ICAM—- 1 (r= - 0. 199 and r= - 0.234, P< 0.05), ox— LDL was posi-

tively related to ICAM— 1 (r= 0.378, P< 0.01).

Conclusion The data suggests that the levels of serum NO, ox— LDL

and ICAM - 1 are associated with the occurrence and progression of CHD.
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FEM 91 B, &t 25 Bl, FHEFER S57.1X5.6 %,
RETRIREFERS N =ZH: FTHLEH3S
BlLENVERI P RARHRERRT,;, O XHRFA
RO —XFEIRIRBREEEL, XH ALK
B 250%; % XHEH39F, B 22 xhEAE
TRBEEH., FELRTEMEHNRA, TRk
BAEHEHCHD A, 2 W\ EFEFEETR kER
BIZ52 10 h DAk, 5% AT 8 Bk i fE AR A< .
1.2 —|hENE

HEWENXERFELALARAE. BmF 0.1
mL, 77 0. 15% %8 48 0. 6 mL #7 5 2 A& 0. 4 mL, &
A, B 4% 8N 0.1 mL, B4, kK EBF 6
min JZ %2 (12 000 v/ min, 2 min), B _E & 0. 6 mL,
A 0. 4 ml MFEAK0.3% 0. 1 mL, K EBEF 1S
min, AP 6 mmol/ L X7 & &8 % 0.1 mL, i
HE 1h,545 nm b€ 3% OD 18, A A8 44 4 A7
o, EfR &It ENO 4 €.
1.3 SHBEREZEEEZANE

K Ji B Bk % 9% WM 7 (ezyme linked immunosor
bent assay, ELISA), KA &M B LB R E £ WHE A
HIRAF .
1.4 #HEEERFMS F- 1 UE

% I ELISA %, 25 & 14 B % [ P&D system.
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Hre; A8 K % R R R % 76 B VA X 44T
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2.1 BLREBEMEF-—SUR . SUEREERE
ERMMAERHM S F- 1 KF

CHD 4H NO 7K1 B A T X% B 20, 1 ox— LDL
FICAM- 1 KPR TX A, ZR7F BEM
(P< 0.05), W3 1 (Table 1) «
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Table 1  The levels of serum NO, ox- LDL and ICAM- 1 in
CHD patients
Groups n NO ox— LDL ICAM- 1
Control 35 50.1%16.0  456.1%233.9  204.5%99.8
CHD 81 31.8%+14.8"  611.2£375.9* 367.3%167.7"

a: P< 0.05, b: P< 0.001, compared with control group.

2.2 BRIEAERERERELREZFLE—F

R . SHCRRZEEREERFMMEEEMLM S F- 1
KFE

27 E 5 R IR, RS IK SR AL % SOk
A8 AN R ZH NOvox— LDL Al ICAM— 1 /KP4 [8] 5§
WA BEMZR(P< 0.05) . CHD 41 NO /K°F
W8 5 PR 2 ok e 72 S E A 3G 22 T B AR (P < 0. 001) , ox
— LDL F1 ICAM - 1 7K~ 7 IR 30 fik 5 A5 52 20 1 3
ZMFFE(P< 0.05), W3 2 (Table 2) »

x2 ERIETFEBREEEDLOHRBEME LR &
WERREEREBMAREMM S F- 1 KFE
Table 2  The levels of serum NO, ox- LDL and ICAM- 1 in

CHD groups with different extent of coronary stenosis

Groups n NO ox— LDL ICAM- 1
Control 35 50.1%16.0 456.1%233.9 204.5199. 8
Single 45 36.9415.9°  555.8+373.5"  309.9 172, 4°
stenosis

Multiple 39 26 4412 5% 670.8 4374 1™ 429, 1 +140. 0*

stenosis

a: P< 0.001, b: P< 0.05, compared with control group; ¢: P< 0.001,

d: P< 0.05, compared with single stenosis group.

23 mEIREELE—SHR . SHUEREER
ERMMAMERHM S F- 1 ERXR

FIR T KRB, NO 5 ox— LDL K ICAM- 1 &
FMH(r= - 0.199 Al r= — 0.234, P< 0.05), ox—
LDL 5 ICAM- 1 21EAMHK(r= 0.378, P< 0.01).
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A T fi; 0 1) i % ~F 38 UL 40 B2 ( vascular smooth
muslcle cell, VSMC) &5 AR 15 P 53 0 386 4= FE40
1] 22 POkt Bt 23 B 2R IE FIMIC 25 FE T 22 1 (low density
lipoprotein , LDL) &AL &M, A 346 5 &R,
CHD ZH NO 7K1 b 2 B S8 A, H NO ZK-~F i) B
IR B AR BN bk e A8 S 8 22 BE I B 2, 4278 CHD
AN ThAe R, NO AT §g 5 CHD 1% 1% ™
HEEEVIMHERK.

REWFFEE R EIR, LDL & CHD H M7 f5 K K
R, HBUwR R K 3 ZAE T FAL B ) —ox-
LDL. 25 As JERUP I A B2 40 i ( endothelial cell,
EC) \VSMC A = Wi 40 f i i 2 Fhig 248 LDL 4k



CN 43— 1262/R F E#hpkaitde & 2000 5 8 £ % 4 1 345

ox— LDLY . B 5% ox— LDL RS JG R 15 M 4771 sk 35 1 %
TN ERE M VSMC S EE i, SRR
I 5 R, (R AV R A R L ) o LK ox— LDL B
A AR, TR L BC, I BC ARk
A3 NO = 26 5 9 /> 8L I EC X NO 50k 1 &
L7, S8t Wi, I/ NEORT 3 G AE 9 B A Ak
KB SRAEFNEGE, VSMC 18 58 AN P9 i 5 8 186 4E ) F%
KT WIETERT As MIHLE]. M EC #5455, HMarE
W, Y505 MERRS B 1 AR K, {5 2 (19 LDL A
JE TR U, FFEAL BN ox— LDL, TG % 5% 14 11
o AHERE R, CHD B3 A ox— LDL B & F+
51, B IR B ik 78 S B B 22 S N B 1, $R R
ox— LDL A RE2& As FIREER R &, ASCHE RS
KL, CHD #3# NO 5 ox— LDL 2%, X 5%H
R RS R — 5, P8 CHD B3 ox - LDL K
PR, NO g >, —FHEME W, kEShH
CHD IR ARBIEFE . JT AR, Ol I8 K AR
JEH 20 ARG B AL B 2552 2 E AR, Hoh EC A
/N 2 T LA R L4685 PR R 22 o 1) A TEL RS B 4 LA
M-S EAAE RN, {23 CHD #9798 A & Bl | i I-
CAM~ 1 15 1 40 Mg 1 IfL 78 PN 7 B TR0 8 47 F0ORK B,
TEIAKAR As RAER BRI SE . 1CAM- 1
FEBIME EC Ri&, ME EC Z#i )5, ICAM- 1%
BT TS A4S M EC KRG B,
20 RO P L P VR 03k ek 1, 8 T P BE SR IR
2R B0 B 20, R EY DL I AR Ak Bk
ox— LDL'Y | S 8K & H E R & A, & on 7e 3 g
JR VR . ICAM— 1 384 S 9bk B2 40 o SR AR AE 457
i hr, Sk As FO18 o RAES R . AW
KL, ICAM- 1 5 NO 2K, M5 ox— LDL 2 1E
FHR, X5 BT S AR &, BB ox— LDL.NO Al
ICAM~ 1 =357 As & it A2 v A B8k~ H A it
s, NI AR IE As AR B — /K 9808 IR B i 72
WFFE R R B, ICAM - 1 7E CHD & 3% I 7 7K 7 38 =,
I e R 250 ok S B v B In B ., B ICAM- 1 5
5809 7 B R A G
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B AR L R T T3 R G218, 3 T A T R
PIRTE . EFXT As KA &N AIfE R %, 16K
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