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Association of Paraoxonase 1 192 GIn/Arg Gene Polymorphism and Type 2 Diabetes Mellitus with Coronary Artery Disease: Evidence from a
Meta — Analysis of 9 Studies. Hu Daojun, Zhang Li, Yu Miao, et al. Department of Clinical Laboratory, Xinhua Hospital ( Chongming
Branch) Affiliated to Shanghai Jiaotong University School of Medicine, Shanghai 202150, China

Abstract Objective To evaluate synthetically the association between PON1 192 Gln/Arg gene polymorphism and type 2 diabetes
mellitus with coronary artery disease (T2DM — CAD). Methods We performed a meta — analysis of case — control studies by searching
eligible studies in Pubmed, Embase, Web of Science, China National Knowledge Infrastructure (CNKI) and Wanfang databases( updated
to March 31th 2017) . Literatures were screened using Inclusion and Exclusion Criteria and quality assess was carried out using Newcastle
- Ottawascale (NOS). This Meta — analysis was conducted by RevMan5. 3 or Statal2. 0 software, pooled odds ratios (OR) with 95%
confidence intervals ( Cl) were calculated. Meanwhile, sensitivity analysis and publication bias were evaluated. Results A total of 9
case — control studies were included in this Meta — analysis consisting of 1353 cases (type 2 diabetes mellitus with coronary artery disease)
and 1360 controls (type 2 diabetes mellitus simply). Meta — analysis indicated that a strong association between type 2 diabetes mellitus
with coronary artery disease and T2DM under 5 genetic models[ R vs Q, OR (95% CI) =1.50(1.23 -1.83); RR vs QQ, OR (95%
CI) = 2.28(1.52-3.42); QR vs QQ, OR (95% CI) =1.42(1.18 -=1.71); RR +RQ vs QQ, OR (95% CI) = 1.59(1.33 -
1.89); RR vs RQ +QQ, OR (95% CI) = 1.74(1.24 -2.45) ]. Subgroup analyses by ethnicity showed there was no significant differ-
ence existed between Asians and Caucasians. Sensitivity analysis confirmed our pooled result was stable and reliable. And publication bias
was not detected by funnel plot. Conclusion Our Meta — analysis suggests that PON1 192 Gln/Arg gene polymorphism is closely related
to risk of type 2 diabetes mellitus with coronary artery disease. Population with T2DM that carried R allele are more likely to suffer from
concurrent coronary artery disease, comparing with those who carried Q allele.
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Experimental Control Odds Ratio Odds Ratio
Study or Subgroup Events Total Events Total Weight M-H. Random. 95% Cl M-H. Random, 95% Cl

1.5.2 Asians

Bhaskar 2011 28 160 27 150 136% 0.97 [0.54,1.73] -
Gupta 2012 63 300 43 250 16.6% 1.28[0.83,1.97] ™

Ma 2003 46 96 30 80 13.2% 1.53[0.84, 2.81] T
Osei-Hyiaman 2001 22 2m B 231 8.5% 4.61[1.83,11.61]

Shao 2014 a8 202 68 177 16.9% 1.24[0.82,1.87] I
YWang 2003 12 39 4 36 56% 3.56[1.03,12.31]

Subtotal (95% CI) 998 924  T74.4% 1.53[1.06, 2.21] <@
Total events 259 178

Heterogeneity: TauF=0.10; Chi*=10.74, df= 5 (P= 0.06);/°= 53%

Test for overall effect: Z=2.29 (P=0.02)

1.5.3 Caucasians

James 2000 12 137 18 273 10.2% 1.65[0.75, 3.63] T
Mohamed 2012 19 43 4 45  B.1% 6.72[2.07,21.82]

Pfohl 1999 20 170 g 118  89.3% 1.83[0.78, 4.32] T
Subtotal (95% CI) 355 436 25.6% 2.46[1.14, 5.30] ~a-
Total events 51 27

Heterogeneity: TauF=0.24; Chi*= 415, df= 2 ({P=013);/>= 52%

Test for averall effect: 7= 2.29{P=0.02)

Total (95% CI) 1353 1360 100.0% 1.74[1.24, 2.45] <>
Total events 30 205

Heterogeneity: Tau®= 0.13; Chi*= 17.63, df= 8 (P= 0.02);/?= 55% In = n=1 1’0 mu:

Testfor overall effect: 7= 3.18 {(P=0.001)
Test for suboroup differences: Chif=1.18.df=1{(P=028.7/>=152%
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