hEELBEERRL 20094 2H E8% B 1% Chin ] Mult Organ Dis Elderly Feb 2009 Vol 8 No 1

- I RBFFE -

BREF B REEZEEERIBENARE
BLzhBk N B ThsEREAS A= M
aw WF ERM FERB AKRE AFEX

HEY BN BIHEREMMBSEERIKAAPCOREFFERNESI RN EIRTLHERN. FiE
AT PCI MO B 62 B, BEHLAY o 2 41, 35 5 R4 31 4, % HR A 31 ], L I S SR A 4R Sk A S it 2 4 PCI
RERAR G ARSI KRR IR BT M AR & AR H S AR, 5 8L 3 BK i % 4 B 69 8F 5% K B (FMD), 3¢
EREEHDEARMEMREERHE BEULR 2ARARAARAERSENER, BFEMET PCIARMW 2h ARE
30min NSER. SR HHELFHHK FMD B B3 #((5.910.3) %A vs (7,710, ) U ARF PCI, P< 0.001), i
X B4 B B BALC(6. 00.5) Y REY vs (4.8 £0.6)% ARJj§ PCI, P<<0.001), PI4 MR H M S & i 4F 7% K
R B2 o7 ¥ 7 o ofn 30 R R fE I R B AL, 456 HRBAARE PCINSMESIKALIBRL,

(@A)l EBHREH, DERER, L8, % 5 DR K REshi dR 3 EER

Influence of perindopril on percutaneous coronary intervention-
induced brachial artery endothelial dysfunction in

coronary artery disease patients
LIU Peng , LIU Yu, WANG Fengling, et al
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[Abstract] Objective To investigate the influence of perindopril on endothelial dysfunction of the brachial ar-
tery induced by percutaneous coronary intervention (PCI). Methods Sixty-two patients with coronary artery disease
who underwent elective PCI were randomly divided into two groups: perindopril group(n=31) and control group(n=
31). The baseline diameter of brachial artery, the reactive hyperemia diameter and the diameter after sublingual nitro-
glycerin (NTG) before and after PCI were respectively examined by high-resolution ultrasonic transducer and flow-
mediated dilation (FMD) as the percent change’in the brachial artery in response to hyperemia was calculated. At the
same time, the maximum blood flow velocity at rest and during reactive hyperemia was also determined by pulsed-
Doppler signals. The above parameters were respectively compared in two groups and between groups, All patients
were examined within 2h before and within 30 min after completion of PCL. Results Perindopril significantly im-
proved FMD( (5. 930. 3) % before vs (7. 710. 4) % after PCI, P< 0. 001), whereas there was impaired FMD in the
patients of the control group((6.020, 5) % before vs (4.8 £0.6) % after PCI, P<C 0.001), The vasodilation reac-
tion induced by NTG and the maximum blood flow velocity of reactive hyperemia in the two groups remained unal-
tered. Conclusion Perindopril can improve endothelial dysfunction of the brachial artery during PCL
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Xt fB 4 (n=31) 3.37+0.73 1.3540. 29 6(19.4%) 12(38.7%)

E: S RALK, P<0.05. TG: HM=m,TC. A B E 8, HDL-C. % % 5 I8 & /1 B B 8%, LDL-C. i % B R & (5 BB (5 B¢

CRP:.C R EH



hEEFELREEREAE 20004628 H8% B 1M Chin ] Mult Organ Dis Elderly Feb 2009 Vol 8 No 1 e 37

xR EBEFMESHRAPCISHMLY

. HEXE REY KX HEN R NTG #|& PCIJ5-FMD g
A RAEBIFI (min) 96 B, %) (mD) (1) W& ] Cmmin)
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