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Kok, £ R HP R 2H = R B 2 b 20 AR ILAE ( HHey ) 46 288 19.61% (10/51) , & T HP RIRYLHAY 5.88% (3/51) (P <
0.05) ; HP /Y4 1Y TC HDL-C . LDL-C S K 3R ¥ 5 F HP RBP4 (P <0.05 ~ P <0.01) , HP Y455 AL TC. TG
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0.05) , T HDL-C 7KK+ HP ARG (P <0.05) , HP Bk /K555 AP A Hey , TC,LDL-C /K F R IEM KL R (r =
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Investigation of the influence of Helicobacter pylori infection

on the levels of homocysteine and blood lipid
CHENG Xia,SUN Kui, LIU Xiao-yun,TAO Xiang-nan,JIN Qi-li
( Department of Clinical Laboratory ,The Second Affiliated Hospital of Bengbu Medical College ,Bengbu Anhui 233040 ,China)

[ Abstract] Objective:To explore the influence of Helicobacter pylori( HP) infection on the levels of homocysteine( Hey) and blood
lipid. Methods : One hundred and two hospitalized patients were divided into the HP infection group and HP uninfection group according
to the HP infection situation, respectively. The levels of Hcy, total cholesterol ( TC), triglyceride ( TG ), high-density lipoprotein
cholesterol (HDL-C) and low density lipoprotein cholesterol (LDL-C) ,were detected in two groups. The influence of HP infection on the
levels of Hey and blood lipid between two groups was compared, and the correlation between the level of Hey and blood lipid was
analyzed in two groups. Results: The detection rates of HHey in HP infection group and HP uninfection group were 19.61% (10/51)
and 5.88% (3/51) ,respectively,and the difference of which was statistically significant( P <0.05). The abnormal detection rates of
the levels of TC,HDL-C and LDL-C in HP infection group were higher than those in HP uninfection group(P <0.05 to P <0.01). The
levels of TC and TG in HP infection group were higher compared with the HP uninfection group,and the difference of which was not
statistically significant( P >0.05). The levels of Hey and LDL-C in HP infection group were higher than those in HP uninfection group
(P<0.05). The level of HDL-C in HP infection group was lower than that in HP uninfection group( P <0.05). HP antibody level was
positively correlated with the levels of Hey, TC and LDL-C( P <0. 05) . Conclusions; HP infection is closely related to the occurrence of
HHcy, and the abnormal level of blood lipid, can lead to the risk increasing of cardiovascular disease.
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HPREYAL 51 10(19.61)  8(15.69)  13(25.49) 23(45.10) 17(33.33)
HP R 51 3(5.88)  1(1.96) 15(29.41) 13(25.49)  5(9.80)
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