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Relationship between hs-C-reactive protein and blood fat and helicobacter
pylori infection in type 2 diabetes
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ABSTRACT Objective: To explore the relationship between high-sensitivity C-reactive protein (hs-CRP) and Blood Fat and
Helicobacter pylori infestation Among Type 2 Diabetes. Methods: A tatol of 683 Type 2 Diabetes who were doing health examination in
our sanatorium were included in the present study from January 1st,2009 to December 31st,2009.These individuals were separated into
two groups according to the helicobacter pylori(HP) infestation state.One is the HP Positive group (n=306), the other is the HP Negative
group (n=377). The associations between hs-CRP and Blood Fat and Helicobacter pylori infestation were analyzed by using single and
multiple logistic models. Results: (1)The hs-CRP levels in the HP Positive group were higher than the HP Negative group(1.14mg/L vs
0.96mg/L), the difference has statistical significance,P<0.05.(2)The dyslipdemia rates (59.8% vs 50.7% )and hs-CRP abnormity rates
(20.9% vs 14.3%) in the HP Positive group were all higher than the HP Negative group,all P<0.05. (3)Single Logistic regression analysis
manifest that the odds ratio of dyslipdemia and abnomal hs-CRP was 1.449 and 1.582,separately, all P<0.05. Multivariate-adjusted odds
ratio of hs-CRP was 1.509, P<0.05.Conclusion: The HP infection may affect the lipid metabolism through the hs-CRP elevation in Type
2 Diabetes these will trigger a series of biology or biochemistry cascade reactions which will cause a higher complic risk of vascylopathy
in these patients.
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Table 1 Clinical data of type 2 diabetes with helicobacter pylori positive and negative groups

.TG.TC .HDL-C,

( Baseline characteristics) HP + HP - P
Case number 306 371
Age yearxt s 54.4+9.2 55.349.1 0.178
gender (man,%) 87.6 87.3 0.902
Disease process *[year,M,(Q.,Qy)] 3.0(1.0,6.0) 4.0(1.0,7.0) 0.099
Fasting glucose (mmol/L,xt s) 8.5+2.4 8.3+2.2 0.153
TG*[ mmol/L,M,(QL,Qu)] 2.10(1.41,3.23) 1.85(1.30,2.89) 0.084
TC(mmol/L,x+ s) 5.02+0.87 5.09+0.97 0.335
LDL-C(mmol/Lx% s) 2.97+0.78 3.06+0.83 0.155
HDL-C(mmol/L,xt s) 1.25+0.28 1.27+0.29 0.337
hs-CRP*[mg/L,M,(Q,Qu)] 1.14(0.54,2.52) 0.96(0.46,2.10) 0.030
Urea nitrogen (mmol/L,x+ s) 5.88+1.49 5.96+1.46 0.469
creatinine (umol/L,x% s) 72.25+16.11 72.09+14.60 0.892
AC(umol/Lxt s) 353.63+82.5 354.4+74.23 0.895
insulin = *[(ulU/ml ,M,(Q.,Qun)]) 7.90(5.02,10.87) 7.57(5.03,11.54) 0.696
* 25% 75%
2.2 HP 20.9% vs 14.3%
HP HP 59.8% vs p<0.05 N . TC | TG . LDL-C
50.7% p<0.05 HP hs-CRP HDL-C p>0.05 . 2,
22 (T2DM)

Table 2 Comparison of risk factor rate in type 2 diabetes with helicobacter pylori positive and negative groups

Baseline characteristics ) HP + HP - P
( Case number) 306 377
smoking (n,%) 166(54.2) 191(50.7) 0.351
drinking (n,%) 201(65.7) 222(58.9) 0.069
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High TG(n,%) 139(45.4) 147(39.0) 0.090
High TC(n,%) 26(8.5) 40(10.6) 0.353
High LDL-C(n,%) 26(8.5) 38(10.1) 0.480
Low HDL-C(n,%) 83(27.1) 82(21.8) 0.103
hs-CRP (n,%) 64(20.9) 54(14.3) 0.023
Dyslipidemia rate (n,%) 183(59.8) 191(50.7) 0.017
2.3 N Logistic gistic N N N
N N N hs-CRP HP OR 1.509
HP OR p>0.05 Lo- p<0.05 N N N hs-CRP
gistic hs-CRP HP HP OR p>0.05 . 3,
OR 1.499  1.582 p<0.05 Lo-
3 Logistic
Table 3 Single factor and multi-factor logistic regression analysis of each risk factor for helicobacter positive results
( Risk factors ) OR(95%CI) P OR*(95%CI) P
Age 0.989(0.972,1.005) 0.179 0.994(0.976,1.012) 0.497
Gender 0.972(0.617,1.532) 0.902 1.227(0.708,2.125) 0.465
Smoking 1.155(0.853,1.562) 0.351 1.015(0.717,1.437) 0.935
Drinking 1.337(0.978,1.827) 0.069 1.340(0.923,1.947) 0.124
Dyslipidemia rate 1.449(1.068,1.965) 0.017 1.346(0.980,1.847) 0.066
hs-CRP abnormal 1.582(1.062,2.357) 0.024 1.509(1.006,2.262) 0.047
3
3 hs-CRP hs-CRP
HP hs-CRP
T2DM T2DM 12 Diomedi ml HP hs-CRP
B
T2DM", CRP 2 i,
N N B hs-CRP N
[4]0 HP . .
[15]O 2
AS 5.6 HP HP -
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