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Abstract Objective: To investigate the effect of Benner Pury on endothelial progenitor cells proliferation, mi-
gration, adhesion, apoptosis, oxidative stress in vitro from patients with hypertension and its time dependence.
Method: The patients who were diagnosed as hypertension grade 1, according to the standard "Guidelines for Pre-
vention and Treatment of Hypertension" were enrolled. Mononuclear cells were isolated by density gradient cen-
trifugation and stained with fluorescence chemical ac.LDL-Dil and FITC-lectin. Double staining positive cells were
considered as the differentiation of EPC. The control group were healthy subjects matched with study group in
age, gender. EPC cultivated for 5 days were used for study. Cells harvested at different set times under the stimu-

lation of Benner Pury. and the EPC proliferation, migration. adhesion ability, apoptosis and oxidative stress

X B RAF KA (No:2011MS1150)
S E RS AAR(A £ F & 5.014010)

BAEMEH . F K AL E-mail : 1lyd20070501@163. com

[12] AEKPLAKORN W, ABBOTT-KLAFTER J, KHON- lation,2013,20:405—415.

PUTSA P, et al. Prevalence and management of pre- [15] ALLEN N B, SIDDIQUE J, WILKINS ] T, et al.
hypertension and hypertension by geographic regions Blood pressure trajectories in early adulthood and sub-
of Thailand: the Third National Health Examination clinical atherosclerosis in middle age [ J]. JAMA,
Survey, 2004[]J]. ] Hypertens,2008,26:191—198. 2014,311:490—497.

[13] GUPTA R.DEEDWANIA P C., ACHARI V.et al. [16] URBINA E M,KHOURY P R.MCCOY C.et al. Car-
Normotension, prehypertension, and hypertension in diac and vascular consequences of pre-hypertension in
urban middle-class subjects in India: prevalence, youth[J]. J Clin Hypertens(Greenwich),2011,13:332
awareness, treatment, and control[J]. Am J Hyper- —342.
tens,2013,26:83—94. 7] e 288, 2 2, A v [ RO DX 04 A 1L 1 iy

[14] KOTLIAR K,HANSSEN H,EBERHARDT K.et al. W1 % A R S B P 3R 9 Meta 4370 . R 7 BERF K 2%
Retinal pulse wave velocity in young male normoten- 2#4%,2013,33(12) :1738—1743.

sive and mildly hypertensive subjects[ ] ]. Microcircu- Ol A5 B #1.2014-10-29:45 = B #1:2014-12-29)



ZEARAR A DU M X A &b v o 1 A8 5 P B AL 40 i 0 RE A 52 Wi B[] A P A 5

LI Yongdong. et al. Effects of benner pury on the function of EPC in hypertension ¢ 819 -

indicators were detected respectively. Result; (D Compared with the control group, peripheral blood EPS cell prolif-

eration, migration, adhesion ability were obviously decreased in hypertension group(P<C0.01), EPS apoptosis

rate and oxidative stress response was significantly increased( P<0. 01). @Benner Pury significantly increased the

EPC proliferation, migration, adhesion ability and improve apoptosis and oxidative stress reaction, and in a time

dependent manner . Conclusion: Benner Pury can improve the EPC proliferation, migration, adhesion, apoptosis

and oxidative stress in patients of hypertension ,and in a time dependent manner.

Key words hypertension; endothelial progenitor cells; proliferation; migration; adhesion; apoptosis; oxida-

tive stress
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Table 1 Effects of benner pury on the proliferation, migration and adhesion of endothelial progenitor cells in different time

(standard deviation of both numbers) xts
2H 51 4 5H T Zh b
X R 21 0.241+0.021 31.24+2.9 36.4+5.1
15 ML 40
i 0 h4 0.126+0. 054 .2+3. 4.5+3.9
FHohd 126+ L 18.243. 1V 24.5+3.9Y
i ¢ 0.149+0. 051? .4+2. 8 L9+2. 8
T 12 h 4 14940. 0512 21.44+2. 87 28.942. 82
T 24 h 44 0.19140.039? 24,941, 8% 31.4+3.9”
T 48 h 44 0.22840. 033 28. 144, 2% 34,9442

SRR RS, Y P<<0. 013 5T 0 h 2 H#k . P<C0. 05,
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Figure 2 Effects of benner pury on EPC migration in different time intervention( X 200)
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Figure 3 Effects of benner pury intervention on the apoptosis rate of EPC in different time
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