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[ ABSTRACT ] Aim To investigate the effect of cytotoxin associated gene A( + ) Helicobacter pylori eradication on
vascular endothelial function and arterial elasticity in patients with essential hypertension. Methods 62 essential hy-
pertension patients infected with cytotoxin associated gene A ( + ) Helicobacter pylori (eradication therapy group) and 62
essential hypertension patients without infecting with Helicobacter pylori ( control group) were recruited into the study.
The patients in eradication therapy group were adminstrated with eradication therapy for a week to Helicobacter pylori, how-
ever, the patients in control group were adminstrated with placebo for a week on the basis of general treatment.  The levels
of plasma lipids, circulating endothelial- derived microparticles and arterial elasticity were performed at the beginning and
the end of study in all subjects.  The follow-up period was 6 months. Results In comparison with the levels at begin-
ning, the levels of plasma total cholesterol and circulating endothelial-derived microparticles were significantly decreased
and C, significantly increased in erdication therapy group at the end of study (P <0.05). Conclusion Helicobacter
pylori eradication might improve the vascular endothelial function and arterial elasticity in essential hypertension patients in-

fected with cytotoxin associated gene A( + ) Helicobacter pylori.
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eA) (+) Hp AEREHILC L4 A 60 Hp” Cagh -
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HUC-RETARBH 24 F L =200 dpm, 7
Cag FLAAKTF=8 kU/L, B Hp* CagA* By EH & #,
Ho F 42 i, % 20 B, F 8% 38 ~ 79 (61.29 +
10.28) %,/ K ik & 18 B, WM 17 ], 3T #] o & %
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/BRI B RN AN AN - AN
B FERR RERAER BMESRE, B4
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HRGZEItFEX(P>0.05),
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7 Hp' CagA™ B H AT Hp 7 B, xt B4
% LRABIT ., Hp R ET XA Z BT %, B4
FIETA(L g,2 K/KR) %A E A (500 mg,2 K/
R) KB Eqrak (20 mg,2 K/ KR),FET R, £ 1
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Rk E, RBBITE3 AXATERBELT
fir Hp B 17 0L
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JH B Bk e 89 77 E A 3R B Dia. Pro /A B 3R Bt
k=8 kU/L & XA CagA MM, BFEFMEFHHC
R RN % & (hs-CRP) | Mo jx B, #E L M 21 & A
(HbAlc) i 4 4 & & J& (fibrinogen, FIB) 71 fi flg 7k
3% F A b B b 447 L (HITACHI, 7170A , Automat-
ic Analyzer) 4 , 3 7] i #f 7T AR BCOA & 4R 43
1.4 SMEMAEIR A KRR A

B 50 pL cEMP 23, #im N\ 4% 5 M 7% L 404K (an-
ti-CD31-PE , anti-CD42b-FITC) = [7] 4 %t & 4y [ & %t
By, THAZEEETHE 20 min J&7 LR R 48
L ( % E BECKMAN-COULTER 72 & ) 34T 4 I, 41
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Y AR B ERE R BT A T, MR AL T IT R A b
FL TR AN <1.0 wm, [ 74Uk & 2] 1Y
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2.1 E&HKAER
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IV B AR BTHE 20 ( BMI) J7 I b3, 22 57 B (P
>0.05;% 1),
2.2 IniEZBBEES, SN MR A B Rk R 3Bk
TRITHT, 5 X0 HEA b s, AR B VA T 41 im v s iR
[EEE  cEMP KB & T+, C, B FEAIL, 2 7 A
EE(P <0.05) s ARBRIAYT IS, 4L [ a3 i IR [ e
KV-Fe €, ZRTEBEME(P>0.05) ; 5IRITHT L
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®1. FEBE—MRAREE (x £5)
Table 1. Comparison of the baseline characteristics between

the two groups(x *s)

X BREH BRI

# (n=62) (n=44) P
“H i =g (mmol/L) 1.69 +1.06 1.77+£0.93  0.501
BN (mmol/L)  1.05 +0. 34 0.99+0.31  0.613
R NG A (mmol /L) 2.47 +0. 58 2.88 £0.67  0.008

PRI (pumol/L) 364.92 £126.96 347.73 +116.76 0.786

HbAlc 5.21% +0.81% 5.37% +0.72% 0.360
FIB(g/L) 3.05 +£0.91 3.24+1.10  0.675
BMI(kg/m?) 22.23 £2.09 22.97 £2.16  0.558

Table 2. The change of total cholesterol, circulating endothelial-derived microparticles and C, in the two groups(x +s)

XTHRZH (n=62)

WERIAITH (n =44)

Ei=R

TRITHI Nepig ] ey gl BITIE
B [ % ( mmol/L) 4.26 +1.07 4.37+1.08 4.76 +1. 13" 4.39 +1.01°
cEMP (/L) 880. 54 +98. 87 895. 73 +101. 87 1573. 21 +120. 66" 1125.27 +118. 38"
C, (mL/mmHg x 10) 11.57 +3. 88 11.25 +3. 69 11.27 +3.77 11.38 +3.17
C, (mL/mmHg x 10) 5.41 £2.35 5.45+2.36 4.48 +2. 14 5.23 +2.28°

a} P<0.05,b K P<0.01, 55X A FHI L ;¢ A P <0.05, SARLAIAIFRT L,
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