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[ Abstract] Objective: To investigate the role of serum levels of interleukin-6 (1L-6) , interleukin-8
(IL-8) , tumor necrosis factor-oo( TNF-a) and nitric oxide (NO) in development of coronary heart dis-
ease in Helicobacter pylori( Hp) infected patients with coronary heart disease, and to explore possible
molecular mechanism of HP infection leading to coronary heart disease. Methods: A total of 308 pa-
tients were divided into acute coronary syndrome group ( group ACS) and chronic myocardial ischemic
syndrome group ( group CCS), and 120 healthy volunteers were selected as control group. Serum lev-
els of IL-6, IL-8 and CagA-Hp IgG were detected with enzyme linked immunosorbent assay. Serum
level of TNF-a was tested with radioimmunoassay. Serum NO was indirectly detected with chrome re-
duction method using plated copper. Hp infection was detected with 144C Urea breath test (144C-
UBT). Results: Serum levels of IL-8, IL-6 and TNF-o in group ACS and group CCS were significant-
ly higher than those in group C, while serum NO levels in the two groups were significantly lower than
that in group C. The levels of IL-8, IL-6 and TNF-a of HP ( + ) patients in groups ACS and CCS were
significantly higher than those of HP( - ) patients, and NO level of HP ( + ) patients was significantly
lower than that of HP( — ) patients. IL-8 and TNF-« levels of Hp CagA ( + ) patients were significant-
ly higher than those of Hp CagA( - ) patients and Hp( — ) patients. Conclusions: 1L.-8, 11.-6, TNF-«
and NO are involved in pathological progress of coronary heart disease( CHD). Detection of 1L.-8, IL-
6, TNF-a and NO levels and CagA classification of HP strains in HP ( + ) patients with coronary heart
disease are helpful to monitoring disease and predicting prognosis.
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tor-ou; nitric oxide
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Tab.1 Comparison of serum levels of 1L-6, IL-8, TNF-a, and NO in different groups
20 3] n IL-6(ng/L) IL-8(mg/L) TNF-a( mg/L) NO( mmol/L)
X R4 120 56.45 +11.21 15.89+1.8 43.0+16.23 81.30 £8. 19
ACS 41 164 156.36 £18.32"? 46.74 5.6 162.45 +13.15V® 33.22 +8.07"®
Hp( +)4 113 176.45 £16.23 W 59.64 £3.53W 187.46 +15.20® 27.69 +6. 56
Hp( -) 4l 51 128.94 £13.29 33.12+2.3 153.26 +12. 34 38.57 £5.13
CCS 4 144 126.29 +13.35'" 36.11 5.3 84.45 £13.28"" 41.91 +5.49"
Hp( +)4 82 137.39 £14. 479 40.34 +6. 8% 121.0 £17. 259 35.96 £7.07%
Hp( -) 4 62 120.32 £14.29 34.67 4.7 72. 85 +14. 30 46.52 £4.13
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degrees of Hp infection of patients with coronary heart disease

Hp YL FEIE n IL-6(ng/L) IL-8(mg/L) TNF-a(mg/L) NO( mmol/L)
+ 57 109. 87 £14.23 39.34 x1.1 94.49 +16.27 68.83 +4. 12
+ o+ 70 138.10 +12. 43 40.12 £2.6 139.76 +13. 19 40. 07 £6.27
4 68 167.45 +15. 18 52.23 £3.3 176.82 £12.23 29.68 5. 67
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