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Correlation between Helicobacter pylori infections and serum lipid abnormality in
adult population of healthy physical examination "
JIA Demei ,ZWANG Qiang” ,CHU Nanjiang, CHEN Tingting ;GU Yun fan . FENG Qun
(Yunnan Provincial Cadres Physical Examination Center ,Yunnan Provincial Second People’s
Hospital, Kunming ,Yunnan 650021,China)

[Abstract] Objective To explore the relationship between Helicobacter pylori (HP) infection and dys-
lipidemia in adult people undergoing the healthy physical examination in Kunming city. Methods The intact
population data of adult people undergoing the healthy physical examination and conducting the HP detection
by adopting the " C breath test (** C-UBT)in the Cadres Physical Examination Center, Yunnan Provincial Sec-
ond People’s Hospital from January 2013 to February 2015 were retrospectively analyzed. The data included
the basic information and serum lipids indexes[ total cholesterol (TC) ,triglyceride (TG) , high-density lipopro-
tein cholesterol (HDL-C), low-density lipoprotein cholesterol (LDL-C)]. All subjects were divided into the
HP positive group and HP negative group according to whether having HP infection. The levels of TC, TG,
HDL-C,LDL-C and the incidences of single index of dyslipidemia and total dyslipidemias were compared be-
tween 2 groups and Logistic regression analysis was performed for investigating the relationship between HP
infection and dyslipidemia. Results A total of 1 354 subjects were included in the study. The HP infection rate
was 33.2%. The levels of TC, TG, HDL-C and LDL-C were no statistical significance between positive HP
group and negative HP group (P>>0. 05). The incidence rate of TCZ=6. 22 mmol/L of HP positive group was
lower than that of HP negative group (P<C0. 05). The occurrence rate of TC increase abnormality in the HP
positive group was lower than that in the HP negative group (P<C0. 05) ;the occurrence rate of dyslipidemia
had no statistical difference between the HP positive group and HP negative group in the stratification accord-
ing to sex,age and BMI (P>>0. 05). The regression analysis showed that the HP infection was an independent
influencing factors of TC increase abnormality (OR=0. 644, P<C0. 05). Conclusion The HP infection affects
the incidence of TC increase abnormality,but might not affect the occurrence rate of dyslipidemia.
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1 W 4 TSR FR L B
i H HP BHMELL (n=449) HP AP (n=905) t/Z P
TCLM(Ps5 ,P;),mmol/L] 5.160(4. 550,5. 785) 5.090(4. 540,5.780) —0.354 0.723
LDL-C[M(P;5,P75) ,mmol/L] 3.020(2.548,3. 645) 3.040(2.530,3.560) —0. 348 0.728
TG(Z =+ s, mmol/L) 2.002=£1. 406 1.973+1. 482 —0. 346 0.730
HDL-C(Z=+s,mmol/L) 1.217+0. 295 1.236+0. 287 1.177 0.239
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