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[ ABSTRACT] Aim  To investigate the protective effect of olmesartan on vascular endothelial function in patients
with hypertension complicated with coronary heart disease and diabetes mellitus, by observing the change of vascular endo-
thelial function before and after treatment with olmesartan. Methods 160 cases of hypertensive patients were
collected, and according to whether complicated with coronary heart disease and diabetes mellitus, the patients were
divided into 3 groups: pure hypertension group (H group, n=40), hypertension complicated with coronary heart disease
group (HC group, n=62) and hypertension complicated with coronary heart disease and diabetes mellitus group ( HCD
group, n=58). And then each group was divided into 2 subgroups: olmesartan intervention subgroup ( A subgroup) and
and non olmesartan intervention subgroup (B subgroup). Baseline data and general examination indicators of each group
were counted. Enzyme-linked immunosorbent assay was used to detect the concentration of serum nitric oxide (NO) and
endothelin-1 (ET-1). The number of peripheral blood endothelial progenitor cell (EPC) was detected by flow cytometry.

Above indicators were reexamined after intervention with olmesartan for 3 months. Results (1) Vascular endothelial
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relaxing and contracting factors ;: Before treatment, compared with H group, NO concentration was significantly lower, while
ET-1 concentration was significantly increased in HC group and HCD group, and the change of HCD group was more obvi-
ous (P<0.05).
1 concentration was decreased in HC-A subgroup and HCD-A subgroup (P<0.05).

After treatment, compared with before treatment, NO concentration was significantly increased, while ET-
(2) EPC number of peripheral
blood : Before treatment, compared with H group, the EPC number of peripheral blood was significantly decreased in HC
group and HCD group, and the decrease of HCD group was more obvious ( P<0.05). After treatment, compared with be-
fore treatment, the number of EPC was significantly increased in HC-A subgroup and HCD-A subgroup (P<0.05).

Conclusions Hypertensive patients complicated with coronary heart disease and diabetes mellitus will increase the damage

of vascular endothelium. Olmesartan can inhibit the imbalance of vascular endothelial relaxing and contracting factors, in-
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crease the EPC number of peripheral blood, and it has protective effect to vascular endothelium.
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Table 1. Comparison of baseline data in the three groups

% H H 241 HC 41 HCD 2
(n=40) (n=62) (n=58)
AEIR () 60.3+6.5  61.2+6.6  62.6x7.1
B2 (Hl) 10/10 16/15 15/14
KFRTER (kg/m?)  25.4+1.5  258+1.3  25.1x1.7
i s (mmHg) 150.1+13.5 150.8+12.3 149.8+11.6
#F3KE (mmHg) 95.1x12.4 9342104  92.5:11.4
HIM=EE (mmol/L)  1.31+0.08  1.53+0.09* 1.60+0.11°"
LDLC ( mmol/L) 2.1120.10  2.660.11*  2.89+0.09°
FPG ( mmol/L) 5.22+0.36 5.2220.35  8.07+0.67"
2hPPG(mmol/L)  6.47+0.52 6.32+0.61 15.06+1.30

aj P<0.05,5 H 4L ;b i P<0.05,5 H 4181 HC 4 H#s
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0.05;% 2); H-A W40 H-B IV #1 . HC-B ¥ 41 il
HCD-B W4H Y i $8 5 5 251 L3 I I I 25 5
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Table 2. Comparison of the concentration of vascular relaxing and contracting factors before and after treatment in each group

%A H4 HC 4 HCD 4
H-A W4 H-B .20 HC-A W4H HC-B W4 HCD-A W41 HCD-B P4
NO( pmol/L) FHZT1 29.66+1.80 30.14£1.67 25.85+£2.00"  25.32+1.66" 20.88+1.73"  21.32+2.05"
H#iE 29.86+1.23 28.75+1.16 29.12+1.87"  25.64+2.02 24.55+£1.47"  20.69+1.58
ET-1(ng/L) 2T 86.11+3.69 84.55+3.43 92.37+£3.81"  91.99+4.03" 99.30+4.36"  98.83+3.29"
Mz 85.34+3.16 86.18+3.42 86.76+3.69"  91.32+3.23 93.63+4.11"  98.01+3.54
NO/ET-1 FHZ5HT 0.344+0.020  0.356+0.030  0.279+£0.010° 0.275+0.020"°  0.210+0.020° 0.215+0.030"
Az 0.349+0.010  0.334+0.020  0.336+0.020" 0.281+0.030  0.262+0.010" 0.211+0.020
ay P<0.05,5 H AL ;b o P<0.05, 5A WA 25T 4L,
*® 3. RERAFEINEML EPC HETH
Table 3. Changes of EPC number in peripheral blood before and after treatment in each group
5 A H#4 HC 41 HCD 4
H-A W2l H-B W20 HC-A WeH HC-B .41 HCD-A W20 HCD-B IF4H
257 0.584%+0.110% 0.476%+0.090% 0.115%+0.070%" 0.123%+0.080%"  0.043%+0.100%" 0.048%+0.080%"
HZifE 0.627%+0.080% 0.563%+0.100% 0.472%+0.090%" 0.187%+0.100%  0.383%=0.070%" 0.062%+0.100%
a P<0.05,5 H A4 ;b o P<0.05; 5 HIZGRTHAR
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Figure 1. Flow cytometry before and after treatment in HC-
A subgroup
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