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[ Abstract] Objective The study aims to research the relationship between the traditional Chinese
medical (TCM) syndromes of dyslipidemia patients and helicobacter pylori( Hp) infection, and the effects of

Hp infection on serum inflammatory factors of patients with dyslipidemia. Methods  Detect and analyze
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the epidemiological information, TCM syndromes, level of serum helicobacter pylort immunoglobulin G
(HplgG) ,soluble intercellular adhesion molecule-1 (SICAM-1) and soluble vascular cell adhesion mole-
cule-1(sIVCAM-1) of 120 patients with dyslipidemia and 20 healthy controls according with conditions.
Use nonparametric test and unary linear regression method to analyze. Results The expression level of se-
rum HplgG in descending order is: deficiency of liver-kidney yin group > deficiency of spleen-kidney yang
group >yin deficiency and yang excess group > qi stagnation and blood stasis group > turbid-phlegm ob-
structing group > healthy controls group( P <0.01). Level of serum HplgG in the patients of all groups with
dyslipidemia is significantly higher than healthy controls group (P <0.01). What's more, level of serum
HplgG in patients of deficiency of liver-kidney yin group has a significant difference compared with turbid-
phlegm obstructing group (P <0.01). The serum HplgG level of dyslipidemia patients is positive correla-
tion to the level of serum sICAM-1(r=0.236,P <0.01) ,sVCAM-1(r=0.252,P <0.01). Conclusion

Level of serum HplgG in the patients with dyslipidemia is significantly higher than healthy controls group.

There is statistically difference among levels of serum HplgG in different TCM syndrome groups. Helicobact-

er pylori infection may drive AS by participating in activation of serum inflammatory factors.
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