104 MR ES4GE 328 4 201747 H ] Mod Lab Med, Vol. 32,No. 4, July. 2017

BT TR AT A B B 5 i N QAT B gl e st A 8 AR 1 A1 DG PR

SRR T L A e P R (1 BRTEAE R EE B ARG s

Vi 710068;2. P P ERERASR A, PR 710021

i E:BH R IT SR (Hp) gL b s K & ) ik AR Ly 48 X2, ik £ I 2015 4 10 A ~2016 4 10
A 200 @14 Hp BRI 40 4= 200 4 Hp P AR A b R 2L 3¢ PT R 2 4 & 3 47 e 5 /K P & e 8 A8 5 55 48 %
ok, BR OVWERAEF G EIEEE(TC KT (5. 68+1. 46 mmol/L) , = B b (TG) K F (1. 58+0
7 g & @ f2 B 5 (LDL-C) K- (3. 36 £0. 89 mmol/L) & T 2 FE 20 (4.86+1.21,1.06+0. 58,2. 93+0. 61 mmol/L) ., £ F 3
BA %t 5 &L (1=6.12,7.69,5. 64,39 P<C0.05) ; VL2 40 B & 44 27 3 Ak # %%Ut;ﬁﬂkm”‘ & A 66. o”/ AR & Tt
M2 49.50% . £ 7+ B A it F F L (4 =29. 61, P<C0.05) . F ¥ 3L ?—\//}Iv"fﬁa/ﬁﬁ’ﬁkﬂiﬂ%% R A 44.5% .80 u;ﬁ%xﬂd
H(22.590) EFF AR LT FEL(F=21.73.P<0.05), it Hp B F L5 ¥ M*\;*UUMWM\{T &HM‘QR 2

B Fik ¥ Ff AR 4&/;\5’5/*%;\)& HEZRE,

SRR - 1 TR I 5 LI 5 B ko A A AL

FESZES R378. 2;R446. 112 XEAAREL:A XEHS:1671-7414(2017)04-104-03

doi:10. 3969/j. issn. 1671-7414. 2017. 04. 029

Relationship between Helicobacter Pylori Infection

AOF L 4

). 76 mmol/L) & & &

and Blood Lipid Metabolism and Atherosclerosis

DU Jie', YANG Wei* ,ZHANG Gui-xia' , HE Qiu-xian', LI Hong-yan',SUI Yong-jie'! (1. Physical
Examination Center, Shaanxi Provincial People’ s Hospital, Xi’ an 710068, China;2. Department
of Clinical Laboratory, Xi’ an Traditional Chinese Medicine Hospital, Xi’ an 710021, China)
Abstract : Objective

and atherosclerosis. Methods

To investigate the correlation between Helicobacter pylori (Hp) infection and blood lipid metabolism
From October 2015 to October 2020,200 cases of Hp positive subjects were observed as ob-
servation group and 200 cases of Hp negative subjects as the control group,all subjects were blood lipid levels of vascular ul-
The levels of total cholesterol (TC) (5. 684 1. 46 mmol/L) , triglyceride (TG)
(1.58%£0. 76 mmol/L) and low density lipoprotein cholesterol (LDL-C) ,and the difference was statistically significant (t=

trasound and other related checks. Results

6.12,7.69,5. 64,all P<C0.05). The detection rate of carotid atherosclerotic plaque in the observation group was 66. 00% ,
which was significantly higher than that in the control group (49.50%) , the difference was statistically significant (y* =
29. 61, P<<0. 05) »and the observation group. The detection rate of stable plaque was 44. 5% . which was significantly higher
than that of the control group 22. 5% , the difference was statistically significant (3> =21. 73, P<<0. 05). Conclusion Hp in-
fection can affect the level of lipid metabolism in patients,which is an important factor in the occurrence and development of
atherosclerosis.
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