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Effects of Helicobacter Pylori Eradication on Prognosis and Serum Leves of Inflammation

Substances in Acute Coronary Syndrome Patiens
LIU DaNan', HE Zuo Yun', LIU Xing De’, LI Jirr Sheng”, FANG-Ying’, WU LiRong’, and LI Ping’
(1. Department o Cardiology , Xingiao Hospital, the Third Military Medical University, Zhongqing 400037; 2. Department ¢ Cardiology , Affiliat-
ed Hopital o Guiyang Medical College, Guiyang 550004, China)
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[ ABSTRACT] Aim To evaluate the effects of Helicobacter pylori (Hp) eradication on coronary events and the serum levels
of inflammation substances in acute coronary syndrome patiens. Methods 46 Unstable angina patiens and 110 acute myocar
dial infarction patiens with evidence of Hp infection were randomized into control group ( n= 82) and treatment group ( n= 74).
Treatment group were treated with Omeprazole, clarithromycin and amoxicillin for ten days in addition to conventional therapy
( control group) were used for Hp eradication. Results The follow up period was one year. The incidence of the coronary
artery events were 6. 76% in treatment group and 14. 63% in control group, with a reduction of relative risk by 48. 85% for treat-
ment group ( P= 0. 0246), Among them, incidence of non -fatal myocardial infarction reduced by 65. 87% in treatment group
compared to control group (5. 41 % vs15.85% , P= 0.0387); the incidence of the other events also decreased by 61.92% in
treatment group compared to control group ( 14. 86% vs 39.02%, P= 0.005), Among them, the demand for PCl/CABG was
4.05% in treatment group and 14. 63% in control group, with a reduction of relative risk by 72.35% in treatment group ( P=
0.0252) , readmission with angina reduced by 60. 88% in treatment group compared to control group (8. 11% vs 20.73%, P=
0.0269). The serum levels of IgG, high sentsitivity C-reactive protein (hsCRP), soluble intercellular adhesion molecule1 (sl
CAM-1) and interleukirr 6 ( I[-6) in treatment group were distinctly lower than those in control group after treatment ( P< 0. 01 or
P< 0.05). Conclusion Hp eradication can significantly decrease the incidence of nonfatal myocardial infarction and read-
mission with angina and the demand for PCl/ CABG.
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T HLE F 500 mg(2 K/ K) I E T A 500 mg(3 K/
R), TRI0OK. TRHAENBEHFRFERRAKES
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7 & C K& B (high sentsitivity C-reactive protein,
hsCRP) , [ ¥ 4 48 g [&] %5 [ff 2~ 1( soluble intercellu-
lar adhesion molecule-1, sICAM-1) #2 & 28 jg /> £ 6
(interleukin-6, IL-6) , X5 & B & I da £ 2 B £ o
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K SPSS10. 0 i it 8 . 1A A £ o b A
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A 156 1 & BEHLGE, A6 yT 4 74 41,
XTREZH 82 i, PIZH BB TEVRIT R I R A Ol & 3
FAZ5 54 HpleG K 98 /v /K P56 7 I VT AC R 4F
(R 12,

= 1. FANIERBIEAIT LA

m H VAITYL (n= 74 SR (n= 82)
5% (#) 53/21 58/24
Fik (%)

Y1 59.019.9 59.219.7

Ak 63.2%7.3 63.5%6.9
G H (kg/m?) 24.9%2.7 24.7%2.8
45K (mm H) 129.618.0 129.7%18. 1
#FIKE (mm Hg) 80.0%10.2 80.1£10. 1
10> 3 ( beal/min) 74.4719. 1 74.619.3
A (A51) 25 (33.78%) 29 (35.37%)
T () 11 ( 14. 86) 12 (14.63%)
AFEE LB (1) 21 (28.38%) 25 (30.49%)
SO U (1) 53 (71.62%) 57 (69.51%)
2 BUNE IR () 9 (12.16%) 11 (13.41%)

)

e L (1) 36 (48.65%) 40 (48.78%

SEREEE (mmol/L) 4.76 £0. 90 4.68 10.92
LDLC (mmol/L) 2.6710.93 2.70%0.91
H i = (mmol/L) 1.57%0.83 1.54%0. 81
HDLC (mmol/L) 1.29 30. 31 1.28 0. 31
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gy 4 HpleG (ku/L) hsCRP (mg/L) II-6 (ng/L) SICAM-1 (Hg/L)
BITUL (n= 74)
YBIT T 65.71 £13.43 9.674.12 43. 62 £15. 42 526. 02 193. 45
BT a6 JA 65.40*13.52 7.38 k3. 4™ 34.54 £13. 21" 453. 62 £85. 37
BT 3 A 63.12£12.86 5.24 £2. 86M 32.01 £13. 02" 409. 86 £78. 66
BITIE 6 A 60.97 £12.77 4. 46 12, 32 32. 54 £13. 63™ 389. 92 £69. 45
VEITIE 12 58.89 +12. 10™ 4.27 2. 30™ 31. 42 £13. 94 380. 57 £68. 37"
XIRA (n= 82)
VR IT HT 66.20+13. 49 9.79 +4.27 44. 46 £15. 50 521. 61 £93. 38
VRIT 5 6 A 65.58 £13. 81 8.50%3.21° 39.20 £14. 21° 488. 53 £85. 13"
BITIE 3 A 64.57%13. 16 7.14 2. 92b 38.75 14. 26 459. 86 +84. 78"
VAT I 6 J 62.94*13. 04 6.97 +3.30 37.81 t14. 20 449. 92 186. 76"
BIT)E 12 A 63.07 £12.70 6.73 3. 10 37. 69 £14. 82° 447.75 £85. 37%

N P<0.05, b~ P<0.01, 5iRIFATLE: ¢ N P<0.05, dA P< 0.01, 5xtMALLE.
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3 FMEASHEHRERRLR
VEIT AL (74 f1)

TR (82 i)

LA ()

eI AMI 4(5.41%)* 13 (15.85%)

AL AMI 1(1.35%) 2 (2.44%)

PEHE 1(1.35%) 2(2.44%)

HAf CHD T 2(2.70%) 4 (4.88%)

Mk 8 (6.76%)" 21 (14.63%)
HAbZEfF ()

B0 BN Bt 6(8.11%)* 17 (20.73%)

PCI/CABG #4753k 3(4.05%)*" 12 (14.63%)

i 4 2(2.70%) 3 (3.66%)
Mt 11 (14.86%)" 32 (39. 02%)
HAhFET: 2 (2.70%) 3 (3.66%)
ARPET: 6(8.11%) 11 (13.41%)

a’NP<0.05 bNP<0.01, 5HHEHLE.
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